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Incidence and predictors of HBV functional cure
in patients with HIV/HBV coinfection:
A retrospective cohort study

Taiyi Jiang',Qing rong Zhang?Hu Wang',Hao Wu',Li jun Sun',Hai tao Chen?
1. Beijing Youan Hospital, Capital Medical University
2. 1 School of Public Health (Shenzhen), Sun Yat-sen University, Guangzhou, China

Objective The prevalence of chronic hepatitis B virus (CHB) infection is 8.4% among patients with
human immunodeficiency virus (HIV) worldwide . Compared with chronic HBV mono-infection,
HIV/HBV coinfection accelerates the progression of chronic HBV to liver cirrhosis, hepatocellular
carcinoma (HCC), or end-stage liver disease . The combination of tenofovir disoproxil
fumarate(TDF) with lamivudine (3TC) or emtricitabine (FTC) is the most widely recommended
combined antiretroviral therapy (ART) regimen in the treatment of patients with HIV/HBV coinfect .
Currently, the clearance of hepatitis B surface antigen(HBsAg), whether with the acquisition of anti-
HBs or not, is commonly considered a functional cure and the ultimate therapeutic goal for CHB
infection.However, the rate of HBsAg clearance in different studys varies greatly. This study was
the first to examine the association of baseline clinical factors with the rate of HBsAg clearance in
a large retrospective cohort of Chinese patients with HIV/HBV coinfection treated with combination
antiretroviral therapy (ART).

Methods Between 2005 and 2022, a total of 507 patients with HIV/HBV coinfection treated with
ART at Beijing Youan Hospital were recruited in this study. The inclusion criteria were as follows:
1)enroliment of both patients with HIV and patients with chronic HBV; 2) age >18 years; 3) history
of 3TC or 3TC/FTC co-formulated TDF-based antiretroviral therapy (ART); and 4) HBV surface
antigen(HBsAQ) positivity at baseline. Finally, 431 patients with HIV/HBV coinfection were included
in this study Our retrospective cohort included 431 patients with HIV/HBV coinfection treated with
TDF-containing ART. The median follow-up was 6.26 years. Logistic regression was used to
investigate the association of baseline variables with HBsAg clearance, and Cox regression was
used to investigate the association of baseline variables with time to HBsAg clearance.

Results For the first time, our study investigated the association of baseline clinical variables with
HBsAg clearance in 431 Chinese patients with HIV/HBV coinfection. We found that age, baseline
HBeAg status, and CD4 count were significantly associated with the HBsAg clearance rate. In
addition, age, HBeAg status, and CD4 count were also significantly associated with time to HBsAg
in the survival analyses.The clearance rate of HBsAg in our study was 0.072 (95% C10.049~0.101).
In the multivariate logistic regression, advanced age (OR=1.1, P=0.007), high CD4 cell count
(OR=2.06, P=0.05), and HBeAg positivity (OR=8.00, P=0.009) were significantly associated with
the rate of HBsAg clearance. The AUC of the model integrating the above three predictors was
0.811. Similar results were found in the multivariate Cox regression (HR = 1.09, P = 0.038 for age,
HR =1.05, P = 0.012 for CD4 count and HR = 7.00, P = 0.007 for HBeAg).

Conclusion In conclusion, our study found that long-term TDF-containing ART successfully leads
to a 7.2% functional cure in 431 patients with HIV/HBV coinfection. Furthermore, we found that
advanced age, high CD4 cell count, and positive HBeAg at baseline were

significantly associated with a higher rate of HBsAg clearance inpatients with HIV/HBV coinfection
after long-term TDF-containing ART.
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Clinical Manifestations and Viral Shedding in
Antiretroviral Therapy-Naive and Antiretroviral
Therapy-Experienced People Living with
HIV Co-infected with SARS-CoV-2

Jinfeng Sun',Rui Jiang',Yueming Shao',Jingjing Hu',Zhihang Zheng"2,Luling Wu'-3,Li Liu',Junyang
Yang',Yinzhong Shen',Renfang Zhang',Tangkai Qi',Jianjun Sun',Zhenyan Wang',Yang Tang',Wei
Song',Shuibao Xu',Bihe Zhao',Jun Chen'

1. Shanghai Public Health Clinical Center
2. Shanghai Institute of Infectious Disease and Biosecurity, Fudan University, Shanghai, China
3. Institute of Antibiotics, Huashan Hospital, Fudan University, Shanghai, China

Objective Compared with the general population, individuals living with HIV (PLWH) are at a
heightened risk for experiencing adverse clinical outcomes following infection with severe acute
respiratory syndrome coronavirus 2 (SARS-CoV-2). However, there is still uncertainty regarding
the differences in COVID-19 severity and clinical manifestations between PLWH who are receiving
antiretroviral therapy (ART) and those who are not ART-experienced. In light of this, our study
endeavors to illuminate the distinctions in COVID-19 severity between ART-experienced and ART-
naive PLWH through a retrospective case-control analysis.

Methods In this retrospective case-control design, data were collected concerning HIV and SARS-
CoV-2 co-infected patients between December 2022 and June 2023. The patients were segregated
into two groups, namely ART-experienced and ART-naive, based on their ART status at the time
of COVID-19 diagnosis. A comprehensive comparison of clinical characteristics was conducted
between the two groups. Multifactorial ordered logistic regression analysis was employed to identify
factors influencing the severity of COVID-19, while survival analysis was conducted to compare the
duration of viral shedding between the two groups.

Results A total of 122 individuals living with HIV (78 in the ART-experienced group and 44 in the
ART-naive group) who were also diagnosed with COVID-19 were included in the study. The
percentage of patients experiencing all clinical symptoms was higher in the ART-naive group
compared to the ART-experienced group. This included fever (93.18% vs. 60.26%), cough and
expectoration (77.27% vs. 55.13%), chest tightness (63.63% vs. 21.79%), and weakness (50.00%
vs. 25.64%). Furthermore, the maximum recorded fever temperature (mean 39.05°C vs. 38.717C)
and the proportion of imaging manifestations (54.54% vs. 23.08%) were also higher in the ART-
naive group. Ordinal logistic regression analysis indicated that the absence of ART was a
significant risk factor for the severity of COVID-19 in PLWH (odds ratio = 5.06, 95% CI 1.71-14.92,
P=0.003). In addition, the ART-naive group exhibited a longer duration of viral shedding compared
to the ART-experienced group (median 30 days vs 15 days, hazard ratio=0.530, P=0.015).
Conclusion We found that the ART-naive group displayed more severe symptoms than the ART-
experienced group, particularly with regards to fever, chest tightness, and imaging manifestations
of COVID-19 pneumonia. Moreover, the proportion of moderate, severe, and critical patients was
higher in ART-naive group, with a correspondingly extended viral shedding time. This may be due
in part to the immunocompromised nature of the ART-naive group, and in part to the fact that some
ART drugs may be effective against COVID-19. Thus, our results underscore the importance of
prompt initiation of ART upon diagnosing HIV to mitigate the impact of COVID-19 on PLWH.
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Factors associated with prevalence of cryptococcal
capsular antigen among people living with HIV:
a retrospective observational cohort study

Fenqi Da,Yi Cao,Heping Zhao,Weiran Tan,Huijun Hou,Pengle Guo,Yaozu He,Linghua Li
Infectious Disease Center, Guangzhou Eighth People's Hospital, Guangzhou Medical University

Objective Cryptococcosis, caused by Cryptococcus, is an invasive fungal disease that poses a
significant health risk, particularly to people living with HIV (PLHIV), who are considered one of the
most vulnerable groups. In 2016, the World Health Organization recommended cryptococcal
capsular antigen (CrAg) screening for AIDS patients with CD4+ T cell count below 100 cells/pl
before initiating antiretroviral therapy (ART). This strategy has been implemented successfully in
numerous countries and regions, yielding significant results. However, research related to this
strategy has only recently commenced in China, and there is limited reporting on this matter. The
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primary objective of this study is to identify the factors associated with the prevalence of CrAg
among PLHIV in southern China.

Methods PLHIV were recruited from a designated HIV/AIDS clinic in southern China during the
period from March 1, 2018, to December 31, 2019. Serum CrAg was qualitatively detected using
colloidal gold immunochromatography (LFA). Additionally, fungal culture and pathological
examinations of cerebrospinal fluid (CSF) were performed. Statistical analyses were conducted
using the Chi-squared test and Wilcoxon rank - sum test to assess factors associated with the
prevalence of CrAg.

Results The study cohort included a total of 1482 PLHIV, among whom 299 (20.18%) were
classified as ART-naive, while 1183 (79.82%) were ART-experienced. The median of CD4+ T cell
count was 43 cells/ul [interquartile range (IQR):13-117]. The overall CrAg positive rate was
determined to be 5.06% (75/1482). Notably, the majority of CrAg positive patients (94.67%) had a
baseline CD4+ T cell count < 200 cells/ul. When stratified by ART status, the CrAg positive rates
were 6.35% (19/299) among ART-naive patients and 4.73% (56/1183) among ART-experienced
patients. There was no significant correlation between the CrAg positive rate and ART status
(P=0.253). However, within the ART-experienced group, CrAg-positive individuals displayed lower
baseline and latest CD4+ T cell counts (P=0.253). Among the 75 CrAg positive patients, 63 patients
underwent fungal culture or pathological tests. 51 patients (51/63, 80.95%) were diagnosed with
cryptococcosis, including 34 previously diagnosed patients and 17 newly diagnosed patients (14
untreated patients and 3 treated patients). Significantly, none of the patients with newly diagnosed
cryptococcosis had a CD4+ T cell count exceeding 200 cells/pl.

Conclusion The CrAg positive rate in ART-naive PLHIV was similar with that in ART-experienced.
Lower CD4+ T cell count was the primary factors associated with prevalence of CrAg among HLHIV.
Serum CrAg screening should be recommended for both ART-naive and ART-experienced PLHIV
with CD4+ T cell counts <200 cells/pl.
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OR-007
Higher Risks of Cardiovascular Diseases in People Living
with HIV: A Systematic Review and Meta-analysis

Wenjing Wang',San Zhu'2,Jiaze He',Tong Zhang',Xiaojie Huang'
1. Beijing Youan Hospital, Capital Medical University
2. West China School of Medicine, Sichuan University

Objective Non-acquired immunodeficiency syndrome-related diseases, such as cardiovascular
diseases (CVDs), affect the quality of life of people living with HIV (PLWH) and the prognosis of
AIDS after active antiretroviral therapy (ART). However, the specific risk ratio of PLWH and HIV-
negative individuals is poorly understood. We aimed to systematically review and investigate the
prevalence and risk factors for CVD associated with HIV.

Methods We searched PubMed, Embase, Web of Science, and Cochrane Library from inception
to May 12, 2023 for studies that evaluated the risk and prevalence of hypertension, dyslipidemia,
coronary artery disease (CAD), and myocardial infarction (MI) in PLWH. Unpublished reports and
conference abstracts were excluded to minimize the effects of selective reporting. Furthermore,
studies involving animals, children, pregnancy, those with unadjusted estimates, and intermediate,
surrogate, or CVD biomarker outcomes were excluded. Two reviewers independently screened
studies including the risk and incidence of CVD. Disagreements were to be resolved by a third
investigator. We designed a standardized table to extract the data and used the Newcastle-Ottawa
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Scale to assess the quality of studies. The random-effects model was used to analyze the
data. Because there is expected variation among the eligible studies, the relative risk, hazard rate
(HR), odds ratio, and 95%CI were calculated for each study and pooled using the random-effects
model. Subgroup and sensitivity analyses were performed to assess the origin of heterogeneity
and publication bias.

Results We analyzed 31 eligible studies, including 312,913 PLWH. PLWH had a higher risk of
dyslipidemia (HR = 1.53, 95% CI: 1.29-1.82), CAD (HR = 1.37, 95% CI: 1.24—-1.51), and Ml (HR =
1.47, 95% CI: 1.28-1.68) than HIV-negative persons. While no significant difference was found in
hypertension (HR = 1.17, 95% CI: 0.97 — 1.41) (Figure 1). The subgroup analysis revealed a high
prevalence of CVD in men, smokers, and elderly. Disease prevalence patterns varied between
regions (Figure 2). For example, some HRs of CVD in the United States and Europe are greater
than those in other regions. Advanced ART was found to decrease the CVD risk in PLWH (Figure
3). Significant heterogeneity was observed across studies for all outcomes analyzed (1> 70%, P <
0.001), which was only partly explained by the available study-level characteristics.

Conclusion PLWH have a higher CVD risk than general population and CVD prevention in PLWH
requires more attention. Different CVD prevention strategies should be implemented based on the
risk factors of PLWH of various ages and regions. However, further studies on the risk factors of
CVD in PLWH are needed.
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Survival and prognostic factors of progressive multifocal
leukoencephalopathy in people living with
HIV in modern ART era

Rui Jiang',Zichen Song?,Li Liu',Xue Mei?,Jianjun Sun',Zhenyan Wang',Wei Song',Yang Tang',Junyang
Yang',Shuibao Xu',Bihe Zhao',Renfang Zhang',Jun Chen’
1. Shanghai Public Health Clinical Center
2. Scientific Research Center, Shanghai Public Health Clinical Center, Fudan University, Shanghai
3. Department of Liver Intensive Care Unit, Shanghai Public Health Clinical Center, Fudan University, Shanghai

Objective Progressive multifocal leukoencephalopathy (PML) is a demyelinating disease caused
by the polymavirus JC (JC virus [JCV]), which occurs frequently in immunosuppressed individuals,
especially in people living with HIV(PLWH). Over the past few decades , an increased incidence of
PML has been linked to the AIDS epidemic and the rising use of immunosuppressive drugs. The
incidence of PML increased from 0.026 per 100,000 individuals per year during 1988-2010 to 0.11
during 2011-2013 in Sweden. This study aimed to identify risk factors of death and prognostic
markers in PLWH with PML.

Methods A retrospective cohort study of AIDS-related PML individuals was conducted from
January 1, 2015, to October 1, 2022, in Shanghai, China. PLWH who were diagnosed with PML
for the first time were included. Kaplan-Meier curve and Cox regression were used to analyze the
survival and its predictors. Levels of inflammatory markers and immune checkpoint inhibitors in
blood and cerebrospinal fluid (CSF) were measured in the prestored samples. The levels of
inflammatory markers and soluble immune checkpoint inhibitors were obtained in 31 plasma
samples and 11 CSF samples at the diagnosis of PML. The x’test, t test and Wilcoxon exact test
were used to test for statistically significant differences. We used the likelihood ratio test to examine
the potential effect modification by comparing models with and without interaction term. P<0.05
indicated statistical significance.

Results Of the total 71 subjects, 63(88.7%) were male, aged 23-77 years. The median CD4+ T
cell count were 73 cells/uL. Twenty of 71 subjects had initiated antiretroviral therapy (ART) before
PML onset. After a median of 19 (16-33) months follow-up, 15 patients (21.1%) died despite of
ART, and 9 patients (12.7%) were lost to follow-up. The estimated probability of survival at six
months was 78% (95% confidential intervals [Cls]:0.63-0.85),78.0% (95%Cls: 0.77-0.96) at 1
year,72% (95%Cls: 0.45-0.81) at 3 years. Opportunistic infections (Ols), low CD4+ T cell count
were associated with lower estimated six-month survival (hazard ratio 8.01, 95% Cls: 1.80-35.00,
P=0.006 and 5.01, 95% Cls:1.57-16.03, p=0.007). Indolamine 2,3-dioxygenase activity in CSF of
non-survivors group were higher than survivors group (p<0.05). There was no significant difference
in levels of immune checkpoint and inflammatory biomarkers in plasma between the survivors
group and the non-survivors group.

Conclusion The survival rate of AIDS-related PML in the modern ART era was higher than the
survival rate a decade ago. Low CD4+T cell count, Ols, were all associated with death of individuals
with AIDS-related PML. The role of IDO in AIDS-related PML warrant further investigation.
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Distinct inflammation-related proteins associated with
T cell immune recovery during chronic HIV-1 infection

Linyu Wan'-2,Huihuang Huang',Fusheng Wang'2,Jinwen Song’
1. the Fifth Medical Center of Chinese PLA General Hospital
2. The First Affiliated Hospital of USTC, Division of Life Sciences and Medicine, University of Science and
Technology of China, Hefei, China.

Objective Chronic inflammation and T cell dysregulation still exist in human immunodeficiency
virus type 1 (HIV-1)-infected individuals even with successful antiretroviral treatment (ART);
however, the mechanism involved is not fully understood. Our study aimed to investigate the
profiles of aberrant inflammation-related proteins (IRPs) and the association of chronic
inflammation with dysregulation of T cells in chronic HIV-1-infected individuals.

Methods One hundred and fifteen individuals, including 24 treatment-naive HIV-1-infected
individuals (TN), 33 immunological responders (IR), 38 immunological non-responders (INR), and
20 healthy controls (HC), were enrolled. T cell differentiation, activation, and exhaustion were
analyzed using flow cytometry. Ninety-two IRPs were analyzed using the Olink assay. A potential
link between IRPs and T cell dysregulation, as well as clinical parameters was examined (Figure
1).

Results Decreased frequencies of CD8+ TN cells, increased frequencies of CD4+ TE and CD8+
TE cells, and increased levels of activation and exhaustion were observed in TN and INR compared
to HC (Figure 2). The Olink assay revealed that HIV-1 infection leads to altered inflammation
profiles. Fifty-two IRPs were significantly different between HIV-1-infected individuals (TN, IR, and
INR) and HC (Figure 3). We found a cluster (cluster 7) of IRPs, including CXCL11, CXCL9, TNF,
CXCL10, and IL18, that was closely associated with HIV-1 disease progression (Figure 4, 5). GO
enrichment analyses of IRPs in cluster 7 identified that the most represented categories were
“inflammatory response” and “positive regulation of NIK/NF-kappaB signaling”. In addition, some
IRPs in cluster 5, including ST1A1, CASP8, SIRT2, AXIN1, STAMBP, CD40, and IL7, were
negatively correlated with the HIV-1 reservoir size in patents on ART (IR plus INR) (Figure 5).
Interestingly, most of IRPs in cluster 5 were negatively correlated with HIV DNA levels in IR but not
in INR. Multivariate regression analysis identified that a combination of CDCP1, CXCL11, CST5,
SLAMF1, TRANCE, and CD5 could be used to distinguish between IR and INR. ROC curve
analysis indicated these six had a differentiated value of 95.06% (P < 0.0001) between IR and INR,
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and the model was verified by leave-one-out cross-validation. Among these six IRPs, levels of
CDCP1, CXCL11, CST5, and SLAMF1 were higher in INR than IR, but levels of TRANCE and CD5
were lower in INR than IR (Figure 6).

Conclusion The inflammatory profile during chronic HIV-1 infection was not fully recovered by
antiretroviral therapy, which is closely associated with T cell immune recovery. Our findings provide
insights into the role of aberrant IRPs and may provide potential therapeutic targets for this disease.

OR-014
The clinical characteristics and diagnostic prediction for
acute and early HIV infection in China:
a retrospective study

yang yang,lianfeng lu,yuanni wu,lin chen,jia tang,yang han,xiaojing song,wei cao,taisheng li
Department of Infectious Diseases, Peking Union Medical College Hospital, Peking Union Medical College and
Chinese Academy of Medical Sciences, Beijing, China

Objective The acute and early stages of human immunodeficiency virus infection (AEHI) is critical
in clinical decision-making. However, the window period for HIV detection and exposure
prophylaxis may mask actual infection outcomes and delay diagnosis time. We characterized
Chinese patients with AEHI, developed and internally validated a predictive model to solve this
problem.

Methods Clinical and immunological characteristic data from 136 newly diagnosed outpatients with
AEHI (AEHIs) and 421 healthy controls (HCs) from Peking Union Medical College Hospital between
January 2006 and December 2022 were used to establish and validate the risk model for predicting
AEHI. The least absolute shrinkage and selection operator (LASSO) regression was applied to
optimize factor selection in the training cohort. Multivariable logistic regression was used to build
the AEHI predictive model based on the factors selected in the LASSO regression. Discrimination
accuracy and nomogram calibration were estimated via ROC curve, C-index and calibration plot in
training and validation cohorts.

Results Of the total of 136 AEHIs, males (n=133, 97.8%) were the dominant infection group and
most were infected by sexual transmission (n=129, 94.9%), including 110 (80.9%) homosexual
patients. Most patients in our study (n=110, 80.9%) showed significant manifestations during the
AEHI period, and the most common symptoms were high fever (n=86, 63.2%), lymph node swelling
(n=26, 19.1%), skin rash (n=28, 20.6%), diarrhea (n=27, 19.9%)), and pharyngalgia (n=16, 11.8%).
There were only 6 patients (4.4%) with rare symptoms, including Guillain-Barré syndrome, cellulitis
of the upper limbs, severe headache with vomiting, perianal abscess, joint pain, and
thrombocytopenia.

Notably, HIV antibody results in enzyme-linked-immunosorbent serologic assay (ELISA) and
western blot (WB) as well as plasma viral load (VL) were: 99 (72.8%) patients revealed ELISA
positive, WB positive and VL positive; and 27 (19.9%) patients revealed ELISA positive,
WB negative or suspiciously positive and VL positive; and 3 (2.2%) patients revealed
ELISA negative, WB negative and VL positive; and 5 (3.7%) patients revealed ELISA positive, WB
positive and VL negative(<5000 copies/mL);and 2 (1.5%) patients revealed ELISA positive, WB
suspiciously positive and VL negative(<5000 copies/mL),and WB turn positive next
detections. Laboratory examinations indicated that AEHIs commonly had high plasma VL (median:
4.72, interquartile range [IQR]: 4.29-5.30 log10 copies/mL), decreased CD4+ T-cell counts (median:
389, IQR:283-493 cells/uL), decreased naive CD4+ T-cell counts (median: 110, IQR:77-181
cells/uL), decreased CD28+CD8+ T-cell percentage (mean: 39.41, standard deviation [SD]:14.66),
increased CD8+ T-cell counts (median: 1196, IQR:796-1835 cells/uL). The CD4+/CD8+ T-cell ratio
was 0.30 (IQR:0.19-0.49) including 94 (69.1%) patients with obvious inverted ratio. Abnormal
immune activation was also detected based on the elevated HLA-DR+ CD8+ T-cell percentage
(mean: 71.0, SD:18.4 %) and CD38+ CD8+ T-cell percentage (mean: 79.4, SD:17.4%). The
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number of patients whose abnormal immune activation results exceeded normal range was same:
126 (92.6%). Moreover, HLA-DR+ CD8+ T-cell percentage and CD38+ CD8+ T-cell percentage
positively correlated with plasma VL (r =0.478, p <0.001 and r =0.477, p <0.001, respectively).
The results of multivariate logistics analysis found that CD4+/CD8+ T-cell ratio (odds ratio [OR]:
0.038, 95% confidence interval [95% CI]: 0.005-0.213, p =0.001), HLA-DR+CD8+ T-cell
percentage (OR: 1.080, 95% CI: 1.038-1.132, p <0.001), and CD38+CD8+ T-cell percentage (OR:
1.063, 95% CI: 1.027-1.107, p =0.001) were predictive factors for AEHI. And the proposed
nomogram displayed good discrimination with a C-index of 0.981 (95% CI: 0.962-1.000) and good
calibration (p >0.05). High C-index value of 0.993 (95% CI: 0.984-1.000) could still be reached in
interval validation.

Conclusion An inverted CD4+/CD8+ T-cell ratio and high T-cell activation are significant factors
for an AEHI predictive model, which could guide clinical diagnosis.

OR-015
An open-label 24-week randomised multicentered clinical
trial of Bictegravir/Emtricitabine/Tenofovir Alafenamide
compared to Tenofivir/lLamifuvine/Efavirenz
as an initial regimen in late presenters of
Chinese patients with HIV-1 infection

Ling Qin",Ruichao Lu?,Rugang Wang?,Yingquan Zhou*,Hongxia Wei® Ping Ma®,Yanling Lu',Yang Han',Wei Lyu'
1. Peking union medical college hospital 2. Guangxi Zhuang Autonomous Region Longtan Hospital
3. Dalian Public Health Clinical Center, Dalian 4. Lanzhou Pulmonary Hospital Lanzhou, Gansu
5. The Second Hospital of Nanjing, Nanjing University of Chinese Medicine, Nanjing
6. Nankai University Second People's Hospital, School of Medicine, Nankai University, Tianjin

Objective Despite tremendous efforts, late presenters (CD4 < 350 cells/ul) and advanced HIV
disease (AHD, CD4< 200 cells/pl) still account for a staggering proportion of HIV patients at the
time of diagnosis. The main objective of this study was to evaluate the viral-immunological efficacy
of bictegravir/emtricitabine/ tenofovir alafenamide (BIC/FTC/TAF) in treatment-naive, late
presenters in Chinese patients with HIV-1 infection, comparing with national free antiretroviral
therapy (ART) lamivudine/efavirenz/ tenofovir disoproxil fumarate (TDF/3TC/EFV).

Methods We conducted an open-label, randomized controlled trial at six HIV care centers in China,
starting recruitment from June 2021 to December 2022. All ART-naive late presenters were
randomised to receive TDF/3TC/EFV (group A) or BIC/FTC/TAF (group B). Serum HIV loads and
CD4 cell counts were measured at baseline, 4 weeks, 12 weeks, and 24 weeks. The proportion of
HIV-RNA <50 copies/ml at 12 weeks was considered the primary endpoint and changes in viral
loads and CD4 cell counts at other time points were secondary outcomes in PP and ITT analysis.
Results We enrolled 200 late presenters (98.5% AHD), randomizing to group A (n=99) and group
B (n=101). As of May 2023, 182/200 (91%) and 156/200 (78%) of randomized individuals
completed 12 weeks and 24 weeks of follow-up (figure 1). The study groups (n=200) were similar
at baseline with a mean age of 43.0+13.8 years, 83.5% men, HBV co-infection percentage of 4%,
HCV co-infection percentage of 2.5%, opportunistic infection history percentage of 15.5%. HIV viral
load of mean 4.7+0.7 log copies/ml and CD4 cell counts of mean 109174 cells/ul (Table 1). PP
analysis showed 67.9% (57/84) of patients in group B had achieved viral suppression (<50
copies/mL) at 12 weeks in comparison to 48.1 % (37/77) of that in group A (p<0.01). The mean
viral load levels decreased sharply in group B from 4.70 to 1.62 log copies/ml over 12 weeks,
compared to that from 4.72 to 2.02 log copies/ml in group A (p<0.01, figure 2A). However, in the
two groups, CD4 counts had a similar change trend over 24 weeks (figure 2B), and the proportion
of CD4 cell counts over 200 cells/ul remained identical (60.0% in group A vs. 57.8% in group B at
12 weeks, 59.1% in group A vs 62.7% in group B at 24 weeks). ITT analysis further demonstrated
the results above.
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Conclusion Compared to lamivudine/efavirenz/tenofovir disoproxil fumarate, bictegravir/
emtricitabine/ tenofovir alafenamide as initial choice for later presenters and AHD HIV patients had
better performance to achieve rapid viral suppression, especially in the first three months’ therapy,
but showed no superiority in immune deficiency improvement.
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Gy &EN 31.2% (3911/12 531) , 15~24 S {E&F WM i m, N 35.3% (P<0.01) . 1503 i
HIVIHBV & JF B ge# R YT 413.76 N4, KRATENG (FFaifoie. =R, i,
T aEsE) 49 45, ™ B FF RS &9 %N 9.87/1000 N4F. 3E45 269 151 B e BE U7 13 18] Wi 1 3 vk K
DAL BT, Mo 22 1sel T shaethia @, BRUAEEN 10.7%; 22 FISeBlThREMEs @bk
B2k 72.7% ) HBeAg [T, 22.7%5 @M%, CD4<200/Mul fitk 40.9%, A M a1 4.73
BT HIVIHBY FL3e .

298 BINTHVIE HIV EGE G 9F HBV YR B & T2 E— A K, HIVIHBV & 1&g
HEIFAESE R R AR, EUCT HIV Y 5 AT EIT R0 HBY MITRE . IRACIRES TP L 25
FEEEIRN . HIV ABE HBV Gy 8eR i m, @G BN M O .

OR-017
EEFEXBEAN VAR S GRRENERREE
IR ERRENPEREENRR

BHE . Pt
PSR P

BB 2R B G AR O 300000 5 G w S R G f A o IR A« R MR 5 2 R4 B0 = )

AL

JiiE 1B 2021 4 5 F A2 2023 4F 6 J BENA R 07 I 3L 5 S5 A% 00 WU R gL o 3k 76 A

PRI G, FERERL > A SEI AR IR A, FR2 38 il 3 . WFIEZH 38 B 8 45 T P BT
SRR H A R BRI b ST AR P PG A, X b A R A BT S O BOIRAS L BEHIR BT AN B

JEFES

SR R G RHAT R R SRR OHIRES (SAS. SDS) M HEHRPE /MK T-Xf HE4H,
ZRREP <0.05) . SLIRAHEREEEN 92.11%, XA EIHE N 76.32%, SLIRH BE WL
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Worm TR, EREREP <0.05 .

g ARPHECEAE N OE T E A R SR ERH OEEFRN, THRERROE AN
SRR, IS TE SR 598, 5P EAHE, 753000 5 25100 U B 8 4 B
Hh B A AR HE e A 2T DABA B 4G B OB S AR AR B &, R R T R

OR-018
FE /R T CD8+T 4HpfY o iz 3
K E#E HIVIAIDs BEEFRHFEPHIERWHIFHZE

Fetlgds 1. EOHR L B 20 R T FLAEDE !
1. E AR RS IR AL IR BE B
2. JEROR IR BE B U R B

HE W R/ MRE RS 5HUA - I REAl, 78 B LA 2 36375 14 47 o B L 2 42 i o = 42 4 1% 40
Moo HIV-1IREEAAR . MUK SORE DR 7K~ 3G &5 e 253 2= T 2 HIV/AIDs B35 I /IMOR BTG, T4k
R 0L/ ISR J 2 R i P B — S5 S LA e e 4, 3 P S e i A & S BUR F R N B RE KT,
FHI S| Rk 2 L PRI g K R St 8 PR SE . BEALIF 98 2 B8 A T I /NBRonT [ A S s 4 P F /6
Xof 3@ R G RIS . HIV IR Y CD8*T 4 ik 4% B S s i /R A, {2 B BT /NSO
CD8*T 4 ) G B VA 42 i AN B By, DR L3R ATT 38 TG AL /Bt CD8*T 41 g ) 4 3 A 4 K L AE
HIV/AIDs &%y ERE i A F AL R T 9.

FiE W RIEEUE AL IR EE B A2 1 145 61 HIVIAIDs B, R SR ERIVLHEL Y 20 i {8
BT, BEAFERAPUHE MR (ART) AT EE 10941 f14 ART i6T 4-7 F11 235 36 471
Iy PRI E MR ANAZ AN, A I A A SRS IS AL /N 5 CD8*T 4l i fr 45 4 L A8 B A I T
RER e R/, (R LI /MRS CD8*T g RkAT L8538, Kl MExt CD8*T difThAE s
i .

28 1) K& ARTHJT I HIV/IAIDs B 1L ML/ -CD8* T 4l il 58 A 4k Lu 47 i T BT G, Bzt
%5 CD4 it#1. CD4/8 Lufli 2 i, 5 HLA-DR*CDS8'T 4 tb i S IEAHG; 2 ART JAIT 4-7 4F
&, WS/ -CD8*T 4l 3 Sk LBk 4 ART 1897 e T, HEEEAREBRIFERS
el . 2) WS4/ =B S CD8*T i 1) A S ic A2 40 B AT RS e 240 Mo S5 10 1240 f S A A=
. 3) HAREE MR LA ARG/ CD8*T 4ifiufitt, #5&7Etbi/MRE CD8*T 41
MR AT mAKCFR PD-1. TIGIT. TIM-3 Z3L40§]53F. 4) CD8*T 4 5 /MR it Hids 77 2
Ja, AT TNF-a. IFN-y F5ribae 715z, idEPEpis CD107a At . 5) sikdt
REFRSLI8 R, HIVIAIDs B35 (AN iR e f Bt B ) It /IR o6t CD8* T 201 Ffd 43 34 4 B K1 -1 % it ks
P 1 A BE 2 2 .

1) K& ART VAT I HIVIAIDs )8 1E AL/ -CD8*T 41t 58 44 L A5 55 3045 1t i 25 V) ke
Ko 2) iEALML /RIS CD8*T 40 i 434l i IRl 5 IR ARLBE 71. 3D HIV/AIDs 35 I /MO
CD8*T 4 i i S e Mk it 7 2 25 5 8 e 5ot HR L /N AR
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OR-019
ETEAEFEFENH LLDT-8 %
SIV Bedh [E 1B RAVATTER

RIGEAE V20 SRR 3. BRAE AL MREY 3. R RNl RAGGE . M. BRI REEET. BBR A EH. &
j(/_:E 1.2
1. E B EEREEBA PATER B 2. 6K 3. BB R Y s AL nUACHE R B
4. v [ B 2B B IR S SE AR S Yk TE i

BB 180 G s A N R R B R (HIVD AR HLE AT 2 e b R 5 AR, B Akt
I — ] U T PF B R . T A—I0 11 BRI ARG, (BR)-F22: T AR A lgEE (LLDT-8) Rl
T AR A AL (INR) HBE ) CDA+ T K MG RI 2. SR, LLDT-8 [aal{/EH
ML AR R T

H¥E NG LLDT-8 FIGIT AR, AT 8 RIS fuz S ss (SIV) b B Ey it 4T T4
J7 (4 A LLDT-8 A 745 4 HAtHRAD) o FRATEXTHK B 14 ANIFA] S 40 E 8% 40 (PBMC)
FEATEAT 7 W RS A 2005 (RNA-seq) Z30#r. FAITiE— B IT BB SR U200, 1
FEREWTTHI AN 7] 22 S 3RIA L K (DEG) /3#r. EREEE SN (GSEA) | AU HE 31K W 245 4y
Bt (WGCNA) BRI, 1ok, FRATER 4 4352 LLDT-8 a7 #3417 T RNA-seq 7
Mo BJGEAVEH NS PBMC HHAT TR 4MI IS 3G 3EAT 7 30IE

g8 AT iR, LLDT-8 jay7 & B% 7 SIV YR+ HLA-DR+CD38+CD8+ T 41 fig
FH s (P=0.029) . EWTTHIAIG M 2047 43 ) 452 tH 2531 F1 1809 4> DEGs. GSEA 43 #13&#,
LLDT-8 1697 53 7 S K@, I E2F #4. G2M K ffE 4 XyikE ik 2
. WGCNA #1745 CD8 LA AT 2 AN AFRIEAE L K 202 MRAFERH . EHE S
MrigsR, 76 LLDT-8 yAy7 AN, CD8+ T 4HAFI¥%iS 1) CDA+ T 4U i L 2 & k. thabh, JERA
WE L RK ], LLDT-8 87 B FE 1)L R DEGs L% SE7E 41 M AN A it & J1AH OC I8
. PRAMEMISZIG IS T LLDT-8 a4k A2k CD4+#f1 CD8+ T 4Hffufdiss. % (HLA-DR A1
CD38 £ik) . #Ei (PD-1#ik) Ml IFN-y /74,

L% LLDT-8 744 N Sh s B Rk s N SR i S 06 rh 35 5 HE OS2 P e e s b R R o IR R B
F W], LLDT-8 HAAH T SIVIHIV BYLAH )% G b 29k 71, A R(EE#— kT
ATHEPEIRIRIR R

OR-020
HBV/HIV RSB E RS RRER/TE
CHERAEMEBRNEZEXRREZNERZENR

fREAE RFSE . ZR0D. BUR. ZKAD. BN, 28, WIRE. I B/VE. ikt
N BERE RS B S i\ S B

HE BT HBV/HIV LR B2 il mdiaI7 e (ART) ZFRHPUR (HBsAg) 1ERRAKLE
T IR R, ARE— 24 AW HIVIHBV JE B AR [ 2 AT S BEAHE .

i BIAPERAE 2009 fEE 2019 FEHAME L) INERIR A E T )\ ERi i ART #i )5 H) HBV/HIV
LG HEHIRR G R, BL ART R 3E4L, @it Kaplan-Meier A48 & Cox [BlJH 0445 7 1Pl
HBSAQ i b 11 & A 2 XU R 3%

LB ZH LGN 1550 4 HBV/HIV JLER YL B, FAER N 42 %, Tt 86.0%. i 98.3%
WEF S TAS SRS AN (TDF) MeKkFRE (3TC) FRAENM ART. fEFAL 4.7 £
BTN, 8.1% (126/1550) ¥ ##%SzIl T HBsAg &%, i 50.8% (64/126) ML T ZF#1H
Ptk (HBsAg) , 28.1% (137/488) BT ZJit e HiJR (HBeAg) Iif2¢ii. KkFEviH, It
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1283 156 HBVDNA, 95.9% (1231/1283) s:¥l HBV DNA#IIfi. 5 HBsAg ATERHIEEH ML,
SEHL HBsAQ 1E IR R AEEWS . ). CD4+ T 4ifinit. WRBREEM (ALT) /K TFaREF 4R
S LEBAEZER, (HAEFELR 2 HEAKA HBV DNA /K. BAKH HBsAg /K15 & HBV % [4 B
R, 245 Cox [T &R, 34 HBsAg <1500 COl (aHR 2.74, [95% Cl: 1.48-
5.00D) . 7EB:Z ART JEAA AW ALT FHe >2 f51E% IR (aHR 2.96, [95% Cl: 1.53-5.77]) LA
o HBV £ [X B (aHR 3.73, [95% Cl: 1.46-9.59]) j& HBsAg H %A Kk fl X -+ (B P
{# <0.01) .

258 HBV/HIV JLjskge N2 & TDF 78N BBt HBV 1697 Ja R 84| R 47, W 3kf5— % HBsAg
TERE, LMK HBsAQ /K°F #:5%2 ART /8N HW ALT JHi >2 515 LR UL A HBV &K B 7Y
Al HBsAQ B BRI %

OR-021
Factors associated with immunological non-response
after ART initiation: a retrospective
observational cohort study

Heping Zhao'2,Anping Feng?,Dan Luo?, Tanwei Yuan?,Yi-Fan Lin2, Xuemei Ling",Huolin Zhong',Junbin Li',Linghua
Li',Huachun Zou?3
1. Guangzhou Eighth People's Hospital, Guangzhou Medical University, Guangzhou, China.
2. School of Public Health (Shenzhen), Sun Yat-sen University, Shenzhen, China
3. Kirby Institute, University of New South Wales, Sydney, Australia.

Objective Among people living with HIV (PLHIV) on antiretroviral therapy (ART), the mortality of
immunological non-responders (INRs) is higher than that of immunological responders (IRs).
However, factors associated with immunological non-response following ART are still unclear.
Methods We obtained data for HIV patients from the National Free Antiretroviral Treatment
Program database in China. Eligible participants were HIV-positive individuals aged = 18 years
who initiated ART between January 2010 and December 2017, had a baseline CD4+ T cell count
< 350 cells/ul, and had sustained virological suppression (viral load < 50 copies/ml) after 24 months’
ART treatment. Patients were grouped into IRs (CD4 cell count = 350 cells/ul after 24 months’
treatment), immunological incomplete responders (ICRs) (200-350 cells/ul) and INRs (< 200
cells/ul). Multivariable logistic regression was used to assess factors associated with immunological
non-response.

Results A total of 3900 PLHIV were included, among whom 2309 (59.2%) were IRs, 1206 (30.9%)
ICRs and 385 (9.9%) INRs. 481 PLHIV (12.3%) were older than 50 years old. 720 PLHIV (18.5%)
had BMI < 18.5, and 628 PLHIV (16.1%) had BMI = 24.0. 1881 PLHIV (48.2%) were married. 3770
(96.6%) reported acquiring HIV through sexual exposure (1807 heterosexual transmission [46.3%]
and 1963 homosexual transmission [50.3%]), and 130 (3.3%) through intravenous drug use. The
percentage of overweight PLHIV (BMI = 24.0) in the IRs group (18.7%) is the highest among the
three groups. A total of 1315 PLHIV (57.0%) in the IRs group reported acquiring HIV through
homosexual transmission, significantly higher than that in the ICRs and INRs group. In multivariable
analysis, immunological non-response was associated with being male [adjusted odds ratio (aOR)
= 2.07, 95% confidence interval (Cl): 1.39-3.09], older age (40-49 years vs 18-29 years: 2.05, 1.29-
3.25; 50-59 years vs 18-29 years: 4.04, 2.33-7.00; = 60 years vs 18-29 years: 5.51, 2.84-10.67),
hepatitis B virus (HBV) co-infection (1.63, 1.14-2.34), hepatitis C virus (HCV) co-infection (2.01,
1.01-4.02), lower CD4+ T cell count (50-200 cells/ul vs 200-350 cells/ul: 40.20, 16.83-96.01; < 50
cells/ul vs 200-350 cells/ul: 215.67, 85.62-543.26) and lower CD4/CD8 ratio (< 0.2 vs 2 0.2: 2.93,
1.98-4.34) at baseline. Compared with patients treated with non-nucleoside reverse transcriptase
inhibitors (NNRTIs) based regimens, those receiving protease inhibitors (Pls) based regimens were
less likely to be INRs (nucleoside reverse transcriptase inhibitors [NRTIs]+Pls vs NRTIs+NNRTIs:
0.47, 0.26-0.82).
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Conclusion We found a sizable immunological non-response rate among HIV-infected patients
after 24 months’ ART treatment. Being male, older age, coinfection with HBV and HCV, lower CD4+
T cell count and lower CD4/CD8 ratio are risk factors of immunological non-response, whereas Pls-
based regimens is a protective factor.

OR-022
HIV B3R EaHE SR EE
SRS BITER AT IT R0 E &

IRESR . TREUE. BRE T XURDL R PRl EREE. B, IVEE. BoKGR. BRI BB, VLR, B
TG RHET
T A P AR A0

HE 704 HIV G SLBE0 G IR0 B R A B A (MTBD i 2RI AR E K i 245 72 i 52
UE]ES

TivE WORIIEAE 2010-2022 S ECIA H HIV G SLE0 & I 400 B iR vk}, DA A ek
WARE IR I A AR s e, FHEE BN EE T MTB R ELZGEUHGI, 73BT MTB X — 4 — 2414
P2 2 DL S AR REHS M S 27 AL A D AR

ZR 1. 15 MTB 5535 [0 HA — & 28ss 1 304 B, 37.5%% /b — s 24 2«

2. FESEFRIATE HAT — 2R AN 2R 25 AE R 1) 93 Bl B E T, 89.2% AWIALE W, 44.1%%F /b —Fhfi
SRR 2, MR 25508 21.5%, ARIPE. LA BAS TGV E 253 7508 20.4%.

17.2%H1 15.1%, T 2 Z5H0HE] 2 T 25 254508 I L2293 30 8 18.3% A1 15.1%;  £E 83 #4136 A1 10 1]
i, FFET. AR E. ZRRYDEMETE D E K25 7258 18.1%vs50%

16.9%vs50%-. 13.3%vs50%#1 13.3%vs30%.

3. 7£ 2010-2021 “E IR, 5 2 AIAIARE-F R 243270 519 14.3%-40.0%A41 8.0%-26.3%:; 1t 2016-
2021 SFHE], ISR ITA L VI 25500 7.7%-27.8%, SAA RBE ETHES .

4. BRI MTB MR RIS 253 . BAM 5. A 25 RAEFR <60 & EHhHEH
(28.8%Vs9.1%, 19.6%vs3.0%, 40.2%vs15.2%) (P {H¥J<<0.05) ; XFHIHE-V-ifi 22345 26 &
HhEE (50.0%vs18.1%) (P=0.056) ; X RAF&ER. Whi k. AmibE. EEm 2
R R EE PR (30%vs1.2%, 30%vs3.6%, 50%vs16.9%F1 50%vs13.3%) (P {HI<
0.05) . Logistic [FIVAp# &R, HFie<60 & REFRM L. RLHMEA. SNZMERNEER (RR
SN 4139, 7.734 F1 3.733, P #<<0.005) , EiGRAFEF. A B ERID B 2 Gl
A& (RR74 2.984, 4.517 F16.277, P 3J<<0.014) .

S50 HIV RO S0 & A0 - MTB S A1 R VAT DS 24 2 v H 2 T mnla 3, 4RI e B
IAFERI MTB i 241 3 22 A 5.

OR-023
HIV FE14 8B Z IR T BBk Micro-CT MRHLAFIEMSR

NN JiH
EE e R s it U

HE HT5C HIV BIYE S B R SE Rk Micro-CT B R4 AU B i A SR PR A A2 L A0
FROUERIL, HIDERTT HIV R S e f SRR AT RE R AOmbL ] o

Titk Wk 2019 4 9 & 2021 £ 9 FIA), 1R #REE ALY S ALt IR Be Bt i BT AT 505 B i
AR 10 B HIV BHYEREE SKIRSEEE , A B BRRIAT A 401 B, ik 10 BTN 10
MNRFEI A A A, VENBRE RIRFEH ORFEAD , H Bk 84, it 214, Fikt42~65%, F
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PEERE 50.241.3 %, JiREHE. CD4 T #ME4iEit4, ARCO 7340y IV #1, [FfUlcdE 10 Mk
By SERARVLECH HIV PR E SUE 3 8 AT 20T B E kA R 4L CRIrdl) ,
hYE 8 B, Ltk 26, FEE40~67 &, TEJER 55.621.1 5. rA ANABEARNTEIH X L. CT
PLR MRISER A B

AR B BB B SR OB T -80 C KA h ORAT %%, PR SEALAN B 4 4145 10 Bl Skbn A oy 5 AT
Micro-CT 454, FEFHMILAE P 3 RO BCE SRARA R BCE TR IX . RSB RS XL IEH
X HEAT Micro-CT 3 #t- P4 il =4k g JF AT X IRWT 7T, [FR R HE A1 Masson et /ii%, M
INFELRN B 2R SRARAAN R X IR E S50 . RREANM . B DI 20 AR AL AT 0 AT 9

R RS RER, BE T E XML X E /MR BMD. BV/TV. Tb.N. Tb.Th ¥
FTIER X, 1M Tb.Sp ik T IEH X

BB T XA A XA BN RS 2, DNRZERIRRARA, B G RER, E /NN,

BRI TEIEE, ABIR, SR, AUmBER, ESEUR, A RET DRSS,

T IRAEAL 7 o

HAUNBA R DR BOE LR A X LB ARSI AL, R BRSO A
JOFIIRSCE ML) 2 A, AR RIH AP L 4 H ARG A, AP YR 28 o5 T 19 A i AR T R AR
YRR, ATLECE T AR E IR .

S5 5 SCIRHRE T WR R IR SRIRBEAN R, HIV IR G 8RB L IRFER 2 R DU A . Bk

W ARK, R SRR MR AN R R o 5 0 B AR AP 4 A L, el N B —
SERCE T, BT EANIR, JFAEHTEE, LR R T A AR B R LR .

OR-024
Landscape of peripheral blood mononuclear cell
single-cell transcriptomes in HIV-infected
patients with cryptococcal meningitis

Yao Li,Ting Zhao,Yaokai Chen
Chongging Public Health Medical Cen

Objective Cryptococcal meningitis (CM) is one of the most common opportunistic infections in
HIV/AIDS patients, accounting for approximately 15% of AlDS-related deaths worldwide. The vast
majority of CM cases are seen among HIV patients with CD4+ T-cell counts of <100 cells/uL. The
co-infection Cryptococcus and HIV leads to further aggravation of immunological functions and
greatly enhances mortality. The two pathogens have been shown to manipulate host immune
responses and dictate disease progression, but pathogenesis and pathophysiology of HIV-
associated CM (HIV-CM) have not been well studied. However, the immunopathogenic
mechanisms underlying HIV-associated cryptococcal meningitis (HIV-CM) remain largely
unknown.

Methods Here, using the single-cell sequencing approach, we compared peripheral blood
mononuclear cell (PBMC) transcriptomic alterations among ART-naive HIV-CM patients (N=8),
ART-naive HIV-infected individuals (N=8), and healthy controls (N=8). Additionally, alteration of the
single-cell transcriptomes of HIV-CM patients before and after four-week antifungal treatment was
also analyzed, to estimate the influence of treatment.

Results In total, we obtained 318,718 PBMCs and identified 20 cell subclusters based on gene
expression. We observed the significantly decreased percentage of CD4+ T-cells and NK cells, as
well as an increased percentage of CD14 monocytes and proliferative lymphocytes in HIV-CM
patients, relative to healthy controls. Only the percentage of CD4+ T-cells was significantly altered
in HIV-CM patients, compared to HIV-infected individuals. Moreover, after treatment, the
percentage of CD4+ T-cells, CD14 monocytes and NK cells were significantly altered. After
treatment, the proportion of CD4+ T-cells in HIV-CM patients was lower compared to HC, but was
comparable to HIV-infected individuals. The relative fractions of NK and CD14 monocytes were
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also reversed, to revert to normal levels.

The functions of the HIV-CM-specific differentially expressed genes (DEGs) among the these
four cell types are related to rRNA processing, immune response, viral transcription, response to
virus, defense response to virus, inflammatory response, innate immune response, interferon-
gamma-mediated signaling pathway, and others. After treatment, the rate of reversal of the DEGs
ranged from 9.7% to 24.2%. The reversed genes are mainly associated with innate immune
response, immune system process, positive regulation of T cell-mediated signaling pathway,
positive regulation of defense response to virus by host, interferon-gamma-mediated signaling
pathway, viral process, tumor necrosis factor-mediated signaling pathway, and others.
Conclusion Together, the preceding findings suggest that the degree of change to the
transcriptomes of PBMCs may be utilizedas a potential marker for HIV-CM patients
and for functional assessment of antifungal treatment. Furthermore, the disturbed molecular
pathways may aid in understanding fundamental immunopathogenic pathways inherent to HIV-CM
patients.

OR-025
BRIE B EHRBAT X HIVIAIDS BE 752 M%IK#

JASL BNEL FRAE. WEAREE. fRoul. il
StEATH AL PARGE

HE T 5tFHTH 2018—2020 4E HIV/AIDS Bk 5 shH0m 2616 77 09 25 2230 ) IO 52 o

e KA EEERE 7 72, L 2018 4E 1 H 1 H—2020 £ 12 F 31 H 5150 37 8 ShPiisi 5% 540
#AJ7 (active anti- retroviral therapy, ART) &3, BWFRXT G40 MPUE R s (ML 25 3h
ART I [E]<7 d) AEAEPRGE S Sh2H (FRIEE B3 ART I >7 d)

R OILYIABE RN R 547 B, HrpHEPus s shd 269 5 (49.18%) , PR s sh4d 278
(50.82%) , PUsJHzhA 48 R EREINH R m TR B 34 (96.4% vs. 87.73%, =13.023,
P=0.001) . it J5 3l 4k )5 75 40 1) AR A i R) B AEPLg s sh a9 d (170 vs. 179, W>>1000,
P=0.001) . ZHE XL R E RS ART %R A 2NRTIs+INSTIs & ML, T RN
2NRTIs+NNRTIs (1] 53575 48 JA i d: #4085y, FRER S di i ARl R 302 5 540

GBS S
5 P EEh ART AR5 HIVIAIDS B 48 R B AINHI R . 46500 35 40k A ). HIV BEE
J& ML JE 5 ART .
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OR-026
Altered plasma metabolites and inflammatory networks in
HIV-1 infected patients with different immunological
responses after long-term antiretroviral therapy.

Lianfeng Lu’,yang yang',yuanni wu' xiaosheng liu* xiaodi li' ling chen',yang han’,xiaojing song',ziging
kong?3,wei cao’ taisheng Li'®
1. Department of Infectious Diseases, Peking Union Medical College Hospital, Chinese Academy of Medical
Sciences, Beijing, China
2. Key Laboratory of Digital Technology in Medical Diagnostics of Zhejiang Provinces, Hangzhou, 310030, China
3. Calibra Lab at DIAN Diagnostics, Hangzhou, 310030, China
4. School of Medicine, Tsinghua University, Beijing, China.
5. State Key Laboratory of Complex Severe and Rare Diseases, Peking Union Medical College Hospital, Chinese
Academy of Medical Science and Peking Union Medical College, Beijing, China.

Objective Chronic metabolic changes relevant to human immunodeficiency virus type 1 (HIV-1)
infection and in response to antiretroviral therapy (ART) remain undetermined. Moreover, links
between metabolic dysfunction caused by HIV and immunological inflammation in long-term
treated individuals have been poorly studied. We plan to comprehensively assess the immune-
metabolic adaptations occurring with HIV infection and the potential response to long-term ART.
The plasma metabolomes were studied in HIV-infected individuals before and following long-term
ART according to their varied immune responses and compared with HIV-seronegative people.
The study results provide clues for developing improved treatment strategies for the well-being of
HIV patients.

Methods Eligible participants were recruited from the HIV/AIDS outpatient clinic, Peking Union
Medical College Hospital (PUMCH), China. All participants have been regularly followed with
suppressed viraemia (<50 copies/ml) for at least three years. Our definition of INRs (n=25, male
24/25) was identified as ART>3 years with viral suppression and CD4+T cell<350 cells/ul. And IRs
(n=22, male 21/22) was identified as ART>3 years with viral suppression and CD4+T cell=500
cells/pl (Figure 1). HIV-seronegative subjects matched by age and gender (n=25, 23/25 male) to
the HIV patients were recruited at the same time as controls. The IRs and INRs were matched by
baseline CD4+T cells, viral loads, age and gender, and HIV patients co-infected with HBV or HCV
were excluded.

Untargeted metabolomics and inflammatory cytokine levels were assessed in 50 HIV-infected
individuals including 22 immunological responders (IRs) and 25 non-responders (INRs) before and
after ART. The IRs and INRs were matched by age, gender, baseline viral load and baseline CD4+T
cell counts. Another 25 age-matched uninfected healthy individuals were also included as controls.
Results Among the 770 plasma compounds detected in the current study, significant changes were
identified in lipids, nucleotides, and biogenic amino acids between HIV-infected patients and
healthy controls. Principal Component Analysis (PCA) and Random Forest (RF) model suggested
that levels of selected metabolites could differentiate HIV infected patients clearly from healthy
controls. However, the metabolites profile identified in our patients were similar and only three
metabolites including maltotetraose, N, N-dimethyl-5-aminovalerate and decadienedioic acid
(C10:2-DC) were different between IRs and INRs following long-term ART. The pathway
enrichment analysis results revealed that disturbances in pyrimidine metabolism, sphingolipid
metabolism and purine metabolism after HIV infection and these changes did not recover to normal
levels in healthy controls even with suppressive ART. Correlation analysis of the metabolism-
immune network indicated that interleukin (IL)-10, D-dimer, vascular cell adhesion molecule-1
(VCAM-1), intercellular cell adhesion molecule-1 (ICAM-1) and TNF-RII were positively correlated
with most of the significantly changed lipid and amino acid metabolites, but negatively correlated
with metabolites in nucleotide metabolism.

Conclusion Significant changes of many metabolites were observed in HIV-infected individuals
before and after ART, regardless of their immunological recovery status. The disturbed metabolic
profiles of lipids and nucleotides in HIV infection did not recover to the normal levels even after
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long-term ART. These changes are correlated with modified cytokines and biomarkers of chronic
non-AlDS events, warranting try out of interventions other than ART.

OR-027
Prevalence of and prognosis for poor immunological
recovery by virally suppressed and
aged HIV-infected patients

lina fan,Penghui Li,ping Ma
Department of Infectious Diseases, Tianjin Second People’s Hospital, Nankai University, Tianjin 300192, China

Objective Antiretroviral therapy (ART) prolongs lifespan and decreases mortality of HIV infected
patients. However, many patients do not achieve optimal immune reconstitution. The influence of
non-optimal immune recovery on non-AIDS related diseases is not well defined in aged HIV-
infected patients receiving ART.

Methods A retrospective study was conducted at Tianjin Second People’s Hospital, China to
evaluate the association of an inadequate immunological response and non-AIDS diseases in HIV
infected patients = 60 years of age and virally suppressed for at least 2 years by ART. Statistical
analysis was performed using SPSS 25.0 software (SPSS, Chicago, IL, USA) and GraphPad 8
(GraphPad Software, La Jolla, CA, USA).

Results The study included patients (n = 666) who initiated ART between August 2009 and
December 2020. The prevalence of patients with an inadequate immunological response was
29.6%. The percentage of non-AIDS diseases such as hypertension, cardiovascular disease (CVD),
diabetes, tumor, and chronic kidney disease (CKD) was 32.9%, 9.9%, 31%, 4.1%, and 13%,
respectively. In addition to baseline CD4+ T cell counts, CVD and tumor were associated with poor
immune reconstitution in aged Chinese HIV-1 infected patients. The adjusted odds ratios (95%
confidence interval) were AOR 2.45 (95% CI: 1.22—4.93) and 3.06 (95% CI: 1.09-8.56, p = 0.03).
Among Thirty-eight (7.6%) dead patients, Ols were only found in the inadequate immunological
response group. Log-rank testing showed a significant difference between patients with and without
CVD (p < 0.001), INR (p < 0.001), and tumor (p < 0.001). HIV infection with CVD (adjusted odds
ratio (AOR): 5.60, 95% CI: 2.41-13.04, p = 0.001), tumor (AOR: 7.09, 95% CI: 2.97-16.93, p <
0.01), INR (AOR: 2.83, 95% CI: 1.42-5.67, p = 0.003), and older age (AOR: 1.09, 95% ClI: 1.04—
1.15, p = 0.01) were associated with greater mortality in this cohort. . Change in ART drugs during
ART (AOR: 0.14, 95%CI 0.06-0.37) was associated with decreased mortality.

Conclusion This study identifies the risk factors for poor immune recovery of aged HIV infected
patients. Baseline CD4+ T cell counts, CVD, tumor, and initial ART drug are strongly associated
with poor immune recovery. Greater mortality and a greater risk for INR in an aged population
argues for close monitoring of ART treatment effects and non-AIDS complication during ART.
Immune reconstitution differences after ART drug initiation demonstrate drug selection to be
important for aged patients. Further research is needed to determine whether alterations in ART
drug selection would improve immune reconstitution and better clinical outcomes.
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Clinical Outcomes of liver transplantation in
human immunodeficiency virus/hepatitis B
virus coinfected patients in China

Dong Zhao'23 Jianxin Tang"23 Taishi Fang"?3 Kangjun Zhang'
1. FWINT = NRERE
2. TR M B 28 —EE R
3. [E SRR 1 595 I PR 2 22t F e

Objective It has been established that highly active antiretroviral therapy (HAART) can improve
the immune function and survival of human immunodeficiency virus (HIV) patients. However,
patients coinfected with HIV and hepatitis B virus (HBV) are more likely to develop end-stage liver
disease (ESLD) and require liver transplantation than those infected with HBV alone. The advent
of HAART has improved the prognosis for HIV-infected patients and encouraged many transplant
centers to accept HIV-positive candidates. Several studies on outcomes of HIV-positive patients
after LT have demonstrated stable HIV infection, survival, and complication rates comparable to
HIV-negative patients.To our knowledge, this is the first retrospective analysis of HIV-infected
Chinese patients with HBV-related ESLD who underwent liver transplantation in the HAART
era.This study evaluates the outcomes of orthotopic liver transplantation (OLT) of HIV-HBV
coinfected patients in China.

Methods We conducted a retrospective analysis on all HIV-HBV coinfected patients that underwent
OLT (n=7) from April 1, 2019 to December 31, 2021 and their outcomes were compared to all HBV
monoinfected patients undergoing OLT (n=118) during the same period. Patient outcomes were
determined, including cumulative survival, viral load, CD4 T-cell count and postoperative
complications.Patients were followed 3 times weekly for the first 2 weeks, then once a week for the
1st month, every 2 weeks for the 3rd month, monthly for the 6th month, every 2 months at the end
of the 1st year, and every 3 months for the second and third years. The follow-up plan was adjusted
according to the patient's condition. Post-transplant data collection included liver and kidney
function tests, blood cell analysis, blood coagulation function, CD4 T cell counts, HIV-RNA, HBV-
DNA, HBsAD levels, immunosuppressive doses and all clinically relevant events such as rejection
and infectious complications.

Results The median follow-up of HIV recipients was 36 months after OLT (interquartile range 12-
39 months). Almost all patients had stable CD4 T-cell count (>200 copies/ml), undetectable HBV
DNA levels (<100 copies/ml), and undetectable HIV RNA load (<250 copies/ml) during follow-up.
The 1-, 2-, and 3-year posttransplant survival rates were 85.7% for the HIV group (unchanged from
1 to 3 years) versus 82.2%, 81.2%, and 78.8% for the non-HIV group. Cumulative survival among
HIV-HBYV coinfected recipients was not significantly different from the HBV monoinfected recipients
(log-rank test P = 0.692). The percentage of deaths attributed to infection was comparable between
the HIV and non-HIV groups (14.3% (n=1/7) vs. 9.32% (n=11/118), P = 0.665). Post OLT, there
was no significant difference in acute rejection, cytomegalovirus (CMV) infection, bacteremia,
pulmonary infection, acute kidney injury, de novo tumor, hospitalization duration post-OLT, and
vascular and biliary complications.

Conclusion Liver transplantation in patients with HIV-HBV coinfection yields excellent outcomes
in terms of intermediate- or long-term survival rate and low incidence of postoperative complications
in China. These findings suggest that OLT is safe and feasible for HIV-HBV coinfected patients
with ESLD.
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OR-034
Construction and validation of prognostic scoring models
to risk stratify patients with acquired immune deficiency
syndrome -related diffuse large B cell lymphoma

Hua You,Han Zhao,Ronggqiu Liu,Yu Tao,Luca Bertero,Lizhi Feng,Bo Liu,Zhimin Chen,Jialong Guan,Baolin
Liao,Linghua Li,Haolan He
Children's Hospital of Chongqing Medical University

Objective More than twenty-eight percent of HIV-related deaths are due to malignant tumors and
more than forty percent of HIV-infected people are eventually diagnosed with acquired
immunodeficiency syndrome (AIDS)-related lymphoma (ARL). With the introduction of the
combined antiretroviral therapy (cART), the incidence of ARL and AIDS-related deaths have
significantly decreased, but AIDS-related tumors remain an important health problem among
patients with HIV. AlIDS-related diffuse large B cell lymphoma (AR-DLBCL) is one of the most
common ARL subtypes, accounting for approximately 45% of these tumors. AR-DLBCL is a rare
disease with a high risk of mortality. Compared with DLBCL patients without HIV infection, AR-
DLBCL often presents at an advanced disease stage, with extra-nodal (EN) involvement, high risk
of infection and the overall prognosis remains unsatisfactory. Early diagnosis and treatment of AR-
DLBCL is critical. Some studies revealed that IPI or aalPl is strongly correlated with the prognosis
of AIDS-related non-Hodgkin’s lymphoma (AR-NHL), and its components have previously been
shown as prognostic factors of overall survival (OS) and progression-free survival (PFS) in NHL
patients with HIV infection. However, studies focusing on AR-DLBCL are relatively small and data
regarding prognostic factors and outcomes in patients with AR-DLBCL treated in the cART era
remains scarce and specific prognostic model for these patients was still missing. There is no
specific prognostic model for patients with AR-DLBCL. So we aimed to construct new clinical
prognostic models.
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Methods In this study, through a retrospective clinical data analysis of a large series of patients
with AR-DLBCL, we tried to develop a simple and accessible prognostic model for risk stratification
of these patients. A total of 100 patients diagnosed with AR-DLBCL were enrolled in our study. The
entire cohort was composed of two series: a training cohort of 84 patients and a validation cohort
of 16 patients, depending on two searches with different ICD codes from patients’ electronic
medical records. Clinical features and prognostic factors for OS and PFS were evaluated by
univariate and multivariate analyses. Variables identified as significant factors in the univariate Cox
analysis were selected into the multivariate Cox proportional hazards regression analysis to identify
the independent prognostic factors using the Forward Stepwise (Conditional LR) method; The
screened factors were introduced into the logistic regression equation to calculate the prediction
probability of an outcome and to draw the receiver operating characteristic curve (ROC). The area
under the curve (AUC) and Harrell's concordance index (C-index) were compared. The Hosmer-
Lemeshow test was used to assess the goodness of fit of the model. The decision curve analysis
(DCA) was used to reflect the net benefit of the model.

Results In multivariate analysis, Central nervous system (CNS) involvement , opportunistic
infection (Ol) at lymphoma diagnosis , and elevated LDH were independent prognostic variables
of OS; CNS involvement , Ol at lymphoma diagnosis, elevated LDH and over 4 chemotherapy
cycles were independent prognostic variables of PFS.CNS involvement, Ol at lymphoma diagnosis
and elevated LDH were selected to construct the OS model, namely GZMU OS model; CNS
involvement, Ol at lymphoma diagnosis, elevated LDH and over 4 chemotherapy cycles were
selected to construct the PFS model, namely GZMU PFS model. Using the X-tile to stratify different
risk groups, as for OS, two groups stratification performed better in terms of AUC and C-index
compared to a stratification based on three groups; whereas, three risk groups showed better AUC
and C-index than two risk groups for PFS. Therefore, patients were divided into two risk groups
with GZMU OS model for OS and three risk groups with GZMU PFS model for PFS. In the training
cohort, the predictive accuracy of prognostic model for OS, as measured by AUC was 0.786
(95%CI 0.69-0.883), compared with 0.555 (95%CI 0.431-0.678) of risk stratified by IPI, 0.638
(95%CI 0.521-0.756) of risk stratified by aalPl and 0.597 (95%CI 0.447-0.718) of risk stratified by
NCCN-IPI. The C-index values based on GZMU OS model, IPI, aalPl and NCCN-IPI| were 0.712,
0.577, 0.649 and 0.587, respectively. The predictive accuracy of prognostic model for PFS, as
measured by AUC was 0.829 (95%Cl 0.731-0.926), compared with 0.519 (95%CI 0.382-0.655) of
risk stratified by IPI, 0.609 (95%CI 0.478-0.741) of the risk stratified by aalPI and 0.572 (95%ClI
0.438-0.706) of risk stratified by NCCN-IPIl. The C-index values based on GZMU PFS model, IPI,
aalPl and NCCN-IPl were 0.733, 0.536, 0.591 and 0.563, respectively. The models we constructed
showed better risk stratification than IPI, aalPl, and NCCN-IPI. In the validation cohort, the
predictive accuracy of prognostic model for OS, as measured by AUC was 0.859, compared with
0.487 of risk stratified by IPI, 0.526 of risk stratified by aalPl and 0.641 of risk stratified by NCCN-
IPIl. The C-index values based on GZMU OS model, IPI, aalPl and NCCN-IPI were 0.845, 0.512,
0.548, and 0.655, respectively. The predictive accuracy of prognostic model for PFS, as measured
by AUC was 0.958, compared with 0.583 of risk stratified by IPI, 0.583 of risk stratified by aalPI
and 0.708 of risk stratified by NCCN-IPI. The C-index values based on GZMU PFS model, IPI,
aalPl and NCCN-IPI were 0.96, 0.6, 0.6, and 0.72, respectively. Furthermore, in combined cohort,
the Hosmer-Lemeshow test showed that the models were good fits (OS: P = 0.8244; PFS: P =
0.9968) and the DCA demonstrated a significantly better net benefit. The prognostic efficacy of the
proposed models was validated independently and outperformed the currently available prognostic
tools.

Conclusion In this study, novel prognostic models with AR-DLBCL patients were constructed and
validated, namely GZMU OS model and GZMU PFS model, which showed better prognosis
prediction efficiency and risk stratification ability than IPI, aalPl and NCCN-IPI scoring
systems.These novel prognostic models will help to tackle a clinically relevant unmet need.
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PU-002
Comparison of efficacy and safety profile of DTG+3TG
and B/F/TAF Regimens in therapy-naive people
with HIV-1 in clinical settings

Yinghua Wei',Jin Li2,Ruhong Xu?,Li Wen3,yiming deng’,Lixia He',Huijun Zhong?,yanhao Wang?
1. The First Affiliated Hospital of Guangxi Medical University
2. The Ninth People's Hospital of Dongguan
3. Center for Disease Control and Prevention of Jiulongpo District

Objective The primary objective of this study was to assess the proportion of participants with
complete virologic suppression(TND VL) under DTG+3TC vs B/F/TAF regimens at each visit time-
points, using an intention to treat (ITT) analysis considering missed cases as failures (M=F).
Moreover, the secondary objective was to compare the time from ART initiation to CVS, changes
from baseline in CD4 + cell counts and CD4/CD8 ratio, and safety at 48 weeks between the
two regimens.

Methods This retrospective multicenter study enrolled PWH initiating ART with DTG+3TC or
B/F/TAF at the infectious disease unit of Dongguan Ninth People ‘s Hospital and the First Affiliated
Hospital of Guangxi Medical University between December 1, 2020 and May 31, 2022. We
analyzed response rates based on TND (target not detected) status in all visits using ITT analysis.
Subgroups were formed based on baseline viral load (VL) (< 100,000 vs. = 100,000 copies/mL)
and CD4+ cell count (< 200 vs. = 200 cell/uL). Kaplan—Meier method assessed time to TND VL.
Additionally, we measured changes from baseline in CD4+ cell counts, CD4/CD8 ratio, lipid
parameters, weight, creatinine, eGFR, and drug-related adverse effects (DRAEs) at each time point
Results We enrolled 280 total participants, and 137 (48.9%) were on DTG+3TC while 143 (51.1%)
were on B/F/TAF. All were followed for 48 weeks. At week 48, similar proportions of participants
had ITT TND in the DTG+3TC and B/F/TAF groups (96.4% [132/137] vs 100%
[145/145]) (P=0.064). Proportions were also similar at week 4 and 24 for DTG+3TC vs B/F/TAF (0%
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vs 0.7%, 95.6% vs 99.3%). At week 12, responses to TND were numerically higher for B/F/TAF vs
DTG+3TC (78.3% [112/143] vs 30.7% [42/137]) (P < 0.001). The results were consistent across
various subgroups analyzed toward the overall analysis. B/F/TAF was associated with a faster time
to TND (12 weeks) compared with DTG+3TC (24 weeks) (P<0.001). No differences in CD4+ cell
count and CD4/CD8 ratio changes were observed across regimens. However, in the high viral load
subgroup, B/F/TAF group showed better recovery compared to DTG+3TC group (182 [IQR: 123.5—
266] vs. 127 [IQR: 62-215], P = 0.009). EDAE rates were significantly lower with BIC/FTC/TAF
(4.9% [7/143]) than DTG+3TC (13.1% [18/137]) (P=0.016). Lipid parameters, body weight, and
creatine increased over 48 weeks in both groups. Inter-group comparison favored DTG+3TC for
triglycerides, HDL cholesterol and weight gain.

Conclusion In this real-life study, B/F/TAF initiation was associated with faster viral decline and a
relatively fewer DRAEs compared with DTG+3TC, although no between-regimen difference was
observed in TND rate at week 48 regardless of baseline VL and CD4+ cell count. Both treatment
regimens demonstrated favorable immunological outcomes, yet CD4+ recovery was superior for
B/F/TAF in participants with high VL. DTG+3TC regimen had less effect on metabolic changes than
B/F/TAF in this study.
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R H WX . B TE S LE TP AR M S W 8 AN HIV B AT 2 W R A7 T, THRET %
FEFEHTAE T ERR N R, N SRR IT MK B E AR S i .

T K R AR 778, AR 30w 25 & B TR (5 B R St 1989-2022 4475215 & Bl {1t
NPT N SRR HIVIAIDS N FExt %, Rkt 4547 %, H Kaplan-Meier 77154
FIANFIE B EAF 2R, K Cox H g JRUSE [m] YA A% 780 o3 Afr FL A= A7 i 1) e L [ %, is I SPSS 19.0
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PU-007
Prevalence and associated factors of low bone
mineral density in people living with HIV:
a cross-sectional study

Yueming Shao',Keyu Kong?,Renyin Zhang?,Jinfeng Sun’,Renfang Zhang',Li Liu',Jiangrong Wang",Yinzhong
Shen',Tangkai Qi',Zhenyan Wang',Jianjun Sun',Yang Tang',Wei Song’,Junyang Yang',Shuibao Xu',Bihe
Zhao',An Qin?,Fei Shan3,Jun Chen'

1. Department of Infection and Immunity, Shanghai Public Health Clinical Center, Fudan University, Shanghai,
China
2. Shanghai Key Laboratory of Orthopaedic Implants, Department of Orthopaedic Surgery, Shanghai Ninth
People's Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai, China.

3. Department of Radiology, Shanghai Public Health Clinical Center, Fudan University, Shanghai, P. R. China.

Objective HIV infection and antiretroviral therapy (ART) are associated with lower bone mineral
density (BMD) and increased risk of osteopenia and osteoporosis. However, little is known
regarding the prevalence of low BMD and the associated factors among Chinese people living with
HIV (PLWH). Our study aims to investigate the prevalence and associated factors of low BMD
among PLWH.

Methods This cross-sectional study consisted of 706 PLWH and 123 HIV-uninfected participants
who underwent dual-energy x-ray absorptiometry (DXA) scan at the Radiology Department of the
Shanghai Public Health Clinical Center and Shanghai Ninth People ‘s Hospital between December
3, 2020, and January 9, 2023. Data were collected on demographic information, laboratory test
results, ART regimens, and duration. Univariate and multiple regression were employed to analyze
the factors influencing abnormal bone mass in PLWH.

Results Low BMD prevalence was 13.88% (98/706) among all PLWH and 65.32% (81/124) for
those = 50 years. For older HIV-uninfected individuals, it was 38.21% (47/123). After adjusting for
age and body mass index (BMI), older PLWH still had a higher low BMD prevalence than the HIV-
uninfected (68.24% vs 34.94%, P<0.001).PLWH exposed to tenofovir (TDF) and lopinavir/ritonavir
(LPV/r) regimens had lower spine T-scores than those without such exposure.There was no
significant relationship between LPV/r duration (P=0.793 for current; P=0.088 for previous) or TDF
duration (P=0.818 for current; P=0.997 for previous)and the prevalence of low BMD. Multivariate
analysis revealed that older age was linked to a higher risk of low BMD in PLWH (ratio of ratios
[OR] = 6.28 for 10 years increase, 95% confidence intervals [Cls]: 3.12-12.65, P<0.001 in the ART-
naive population; OR = 4.83, 3.20-7.29, P<0.001 in the ART-experienced population). Within the
ART-experienced group, an increased risk of low BMD was tied to current LPV/r treatment (OR =
3.55, 1.24-10.14, P<0.05), BMI (OR = 0.84, 0.75-0.95, P<0.05), and elevated alkaline phosphatase
(OR =1.02, 1.01-1.03, P<0.01).

Conclusion The prevalence of low BMD stood at 13.88%, notably escalating to 65.32% among
PLWH above 50 years. Even after adjusting for age and BMI, PLWH still exhibited a notably higher
prevalence of low BMD compared to HIV-uninfected individuals, emphasizing the persistently
elevated risk among PLWH. A significant difference emerged between ART-experienced and ART-
naive groups (15.73% vs. 10.33%). In the ART-naive population, age emerged as a risk factor.
Among ART-experienced individuals, age, current LPV/r exposure, lower BMI, and elevated
alkaline phosphatase are linked to heightened risk. These findings underline the complex interplay
of age, ART exposure, and physiological parameters in influencing BMD outcomes, prompting
further investigation into their clinical implications.
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PU-008
MP1P Antigen Detection improve the Diagnosis of
Talaromyces marneffei in Urine Samples

Yeyang Zhang
Guangzhou Eighth People’s Hospital

Objective To evaluate the clinical application value of Mp1p antigen of Talaromyces marneffei (TM)
in urine using enzyme-linked immunosorbent assay (ELISA) and fluorescence
immunochromatography (FIC) . We hope to improve the early clinical diagnosis by using a simpler,
more accessible and non-invasive MP1P antigen urine test.

Methods ELISA and FIC were used to detect Mp1p antigen in the urine of 215 HIV patients co-
infected with TM from March 2022 to January 2023 in inpatient clinics. GM antigen[1] and Mp1p
antigen in serum were also detected by ELISA and FIC . The consistency and detection efficacy
were compared among four methods and with the etiological results.

Results Comparison of demographic data and clinical characteristics between the positive and
negative groups of Talaromyces marneffei , The median age of the positive group was 42 years
old (interquartile range [IQR], 31-53 years old), with 33 cases (82.5%) being males. The median
CD4 count is 47 (IQR, 6-62) cells/uL. The median CD4/CD8 ratio is 0.146 (IQR, 0.05-0.166); The
negative group includes 170 participants. The median age of the control group was 48 years old
(IQR, 33-62), with 155 people (88.6%) being males. The median CD4 count is 187 (IQR, 40-256)
cells/uL. The median CD4/CD8 ratio is 0.316 (IQR, 0.08-0.417). Compared with the negative group,
the positive group of T.marneffei has a higher incidence of abnormal laboratory test results,
including Thrombocytopenia, Leukopenia, Elevated ALT, Elevated AST, Hypoproteinemia,
Elevated Cr and Elevated lactate.The sensitivity and specificity of ELISA in Mp1p antigen in urine
were the highest among the four methods, with 77.5% (95% CI: 61.5%-89.2%) and 97.1% (95%
CI[2] : 93.5%-99.1%), respectively. The accuracy was 93.4% (95% CI:89.3%-96.4% ), and the
kappa value was 0.776. The sensitivity and specificity of FIC in Mp1p antigen in urine were 67.5%
(95% ClI: 50.9%-81.4%) and 94.9% (95% CI: 90.5%-97.6%), respectively, with an accuracy of 89.8%
(95% Cl1:84.9%-93.5% ) and a kappa value of 0.649. The sensitivity and specificity of ELSA method
for detecting GM antigen in serum were 75.0% (95% CI: 58.8%-87.3%) and 84.0% (95% ClI: 85.8%-
95.2%), respectively, with an accuracy of 82.3%(95% CI:76.6%-87.2% ) and a kappa value of 0.546;
The sensitivity and specificity of FIC for detecting Mp1p antigen in serum were 52.5% (95%
Cl:36.1%-68.5% ) and 97.7% (95% Cl:94.3%-99.4% ) respectively, with an accuracy of 87.9% (95%
Cl1:82.8%-91.9% ) and a kappa value of 0.518.

Conclusion The detection of Mp1p antigen in urine can effectively distinguish TM co-infection in
HIV patients, and is an auxiliary means for early diagnosis of TM in clinics.In this study, we hope
to improve the early clinical diagnosis by using a simpler, more accessible and non-invasive MP1P
antigen urine test.

PU-009
An Emerging Mpox in Beijing China

Ning Han,Hongxin Zhao
beijing ditan hospital

Objective Mpox (monkeypox) is a viral illness caused by the monkeypox virus, a species of the
genus Orthopoxvirus. Two different clades exist: clade | and clade Il. Mpox originated from Africa
and exists mainly in Africa. There was an outbreak of Mpox worldwide since 2022. Over 88000
confirmed cases have been reported in 112 countries and regions.147 deaths are reported till now.
The overall mortality is about 0.17%.

In China, an imported Mpox case was reported in Chongqing City in 2022. Now there is an endemic
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Mpox in Beijing starting from June 2023. On June 1st, the first native Mpox case in China was
admitted in Beijing Ditan Hospital. By June 25th, 17 confirmed cases have been cared in Ditan
Hospital. Here we will share the features and data of these cases to investigate the characteristics
of this endemic in Beijing.

Methods Setting All the Mpox patients were admitted in Beijing Ditan hospital which is the
designated infectious disease hospital in Beijing. The AIDS unit is in charge of the management of
nearly half HIV/AIDS patients in Beijing. Because the Mpox has the same main transmission mode
as HIV/AIDS, From June 1st, among the PLWH more and more Mpox cases were identified and
started to be cared and quarantined in the AIDS unit of Ditan hospital. We are certainly to handle
with the Mpox cases without HIV. So we conducted the observational and retrospective study of
this Mpox cohort.

Data collection All 17 cases’ materials are collected and analyzed. The data include demographic
and epidemiological, clinical and laboratory data. Demographic and epidemiological data include
age, sex, transmission modes etc. The clinical data mainly include symptoms and signs, the
prognosis of these cases. The symptoms and signs refer to the skin lesions, fever and
lymphadenopathy etc. The laboratory data include PCR tests of the swab and blood, available
regular blood and biochemistry tests and other immune-tests. The imaging of Mpox is included.
The first two cases have the sequencing result of the Mpox virus.

Results Of 17 patients, 14(82.3%)were confirmed in STD clinics of Ditan hospital and other general
hospitals. 3 were tested Mpox positive in the Ditan HIV/AIDS cohort. They were confirmed cases
by PCR tests of Mpox including the oropharyngeal swab, skin lesion swab and blood.

Description of cohort All 17 cases were MSM. The median age was 31.9years (range 25-50 years).
Main clinical presentations 100% have the mucocutaneous manifestations. The typical lesions
including macule, papule, vesicle, pustule and scab have been presented. See the Figure 1. The
most common location of skin lesion is genital (45% ),followed by trunk , face and extremities. The
amount of the lesions are several to 30. 15(88.2%) had skin lesions less than 10. No one had more
than 30 lesions. 9(52.9%) had the symptom of fever. The highest temperature ranged 37.4-39.6 °C.
10 (58.8%)> had lymphadenopathy. The common location is inguinal lymph nodes region (52.9%).
See the Table 1. All patients are mild cases. Only symptomatic treatments have been prescribed
due to the ineffectiveness of the antiviral agents for Mpox. No severe case is seen. The prognosis
of these cases is that they are all healing within 10 days at most.

Conclusion Mpox is an emerging STI in Beijing China. It is transmitted among the MSM. The
manifestations of cases in this study are typical but mild. No specific intervention is needed for
them. Due to the insidious manifestations of Mpox, the transmission risk elevates among MSM.
More cases will be identified. Most of them are co-infected with other STIs such as HIV and syphilis.
Safe sexual behaviors will be suggested to reduce the incidences of the Mpox and other STls
among MSM. Although the mortality of Mpox is very low, for the futural possible advanced case
and even death, we still need more investigations on the diagnosis and treatment of severe Mpox.

PU-010
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33



TR 2 o B TR G . NI R SRR
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PU-013
Empyema caused by streptococcus constellatus
in a patient infected with HIV: a case report
and literature review

Mei Li,hong hong yang,qian liu
Chonggqing Public health medical treatment Center

Objective Empyema caused by Streptococcus constellatus (S. constellatus) is rare in patients with
HIV. To analyze the clinical data of a patient living with HIV (PLHIV), who got empyema caused by
S. constellatus, investigating the diagnosis and treatment of this disease through literature review
to improve the clinical understanding of this disease.S. constellatus should not be neglected as a
pus pathogen in patients with HIV. comprehensive treatment is important for Empyema of S.
constellatus. In addition, we should pay attention to timely submission of traditional bacterial culture
although NGS was widely used.

Methods We have reported here a 58-year-old male PLHIV with cough, wheezing, and fever for
20 days. He has a history type 2 diabetes, alcohol misuse, and a teeth extracted. Chest computed
tomography revealed multiple encapsulated pleural effusions, pneumatosis, and partial
compressive atelectasis in the right lung. Submission of pleural efusions timely, and then cultures
revealed S. constellatus. After comprehensive treatment, including antibiotics, closed pleural
drainage, and intrapleural injection of urokinase, the pleural efusion was absorbed, and chest
computed tomography also confirmed the improvement.

Results We have reported here a 58-year-old male PLHIV with cough, wheezing, and fever for 20
days. He has a history type 2 diabetes, alcohol misuse, and a teeth extracted. Chest computed
tomography revealed multiple encapsulated pleural effusions, pneumatosis, and partial
compressive atelectasis in the right lung. Submission of pleural efusions timely, and then cultures
revealed S. constellatus. After comprehensive treatment, including antibiotics, closed pleural
drainage, and intrapleural injection of urokinase, the pleural efusion was absorbed, and chest
computed tomography also confirmed the improvement.

Conclusion Empyema caused by Streptococcus constellatus (S. constellatus) is rare in patients
with HIV. To analyze the clinical data of a patient living with HIV (PLHIV), who got empyema caused
by S. constellatus, investigating the diagnosis and treatment of this disease through literature
review to improve the clinical understanding of this disease.We have reported here a 58-year-old
male PLHIV with cough, wheezing, and fever for 20 days. He has a history type 2 diabetes, alcohol
misuse, and a teeth extracted. Chest computed tomography revealed multiple encapsulated pleural
effusions, pneumatosis, and partial compressive atelectasis in the right lung. Submission of pleural
efusions timely, and then cultures revealed S. constellatus. After comprehensive treatment,
including antibiotics, closed pleural drainage, and intrapleural injection of urokinase, the pleural
efusion was absorbed, and chest computed tomography also confirmed the improvement. S.
constellatus should not be neglected as a pus pathogen in patients with HIV. comprehensive
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treatment is important for Empyema of S. constellatus. In addition, we should pay attention to timely
submission of traditional bacterial culture although NGS was widely used.S. constellatus should
not be neglected as a pus pathogen in patients with HIV. comprehensive treatment is important for
Empyema of S. constellatus. In addition, we should pay attention to timely submission of traditional
bacterial culture although NGS was widely used.

PU-014
HIV/AIDS BEEF HPV BiakR s

HALGE VL SR 2. RS, SUERES. PR HRE
1. BT — BB
2. KPS NREE R
3. RUIEERLR 5 — IR Bk

HEJ Tf# HIV/AIDS £ 55 HPV R GLRL L I 2R, A HIVIAIDS 838 5 5 HPV B4 K
S A ST TR SR LI .

FiE BRHMEEHEL 2005-2017 E7E KR 28— N REFZZIUREIRITI HIVIAIDS &3 RET
I IARAE, RIRRA G B TREALLTE, PCR F18 . Ze5ctaill. JEREHGEM AN
ERh, AT E VORI PRERAE B S50 S AR A 2 A R AR o

S5 306 il Lot HIVIAIDS B3 23.2% 1) 535 B3 HPV A, HA 18.3% N E el HPV &L,
4.9% MK HPV & Ys; 8.2% N HPV £ H /&K Ys, 15.0% A4 HPV H—J&YL, 1.0%Hii2 5 k.
#>50 % . IRk CD4+T ik EE 4 i+ %0<<200cells/ul. 677 f5 CD4+T k40 i b F+<<200 cells/pl-
1BIT R HIVIRREE A%, ART IBI7I A <1 45, B AIRE 2 & HIV/AIDS B3 k4 5 5 HPV
% HIV/AIDS B Edimfa HPV BRm. ZEBERRERS . X TER>50 &, 5k
CD4+T L 4Hf i % <<200cells/ul. JAI7 5 CD4A+T W4 | F-%<<200 cells/ul. Y4975 HIV Ji
BEEEAE . ART JRITI T <1 4. % B A RIAEIZ 11 HIVIAIDS B3 75 2T 5 # HPV I3 D1
M, U HIVIAIDS 8 T 5 S i 2 .

PU-015
Highly sensitive and rapid point-of-care testing for
HIV-1 infection based on CRISPR-Cas13a system

Taiyi Jiang',xiao hui li',Bin Su',Hao Wu',Tong Zhang',Li feng Liu',Zhi hua Kou?,Hao Li?,Yan song Sun?
1. Beijing Youan Hospital, Capital Medical University
2. State Key Laboratory of Pathogens and Biosafety, Beijing Institute of Microbiology and Epidemiology

Objective Human immunodeficiency virus type one (HIV-1) is the leading cause of acquired
immunodeficiency syndrome (AIDS). AIDS remains a global public health concern but can be
effectively suppressed by life-long administration of combination antiretroviral therapy. Early
detection and diagnosis are two key strategies for the prevention and control of HIV/AIDS. Rapid
and accurate point-of-care testing (POCT) provides critical tools for managing HIV-1 epidemic in
high-risk areas and populations. Based on the ERASE (Easy-Readout and Sensitive Enhanced)
lateral flow strip assay for COVID-19 detection established by our collaborator, we took advantages
of this well-established technology for detecting HIV-1 RNA, experiments from multiple angles
confirmed that it could offer excellent or at least the same sensitivity and specificity compared with
other conventional detection methods. So here in this study, we report this lateral flow strip for
simple, and accurate detection of HIV-1 RNA via the assistance of CRISPR/Cas13a, showing great
potential for HIV detection in self-testing and clinical applications.
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Methods In this study, Whole blood samples of 110 HIV-1-infected patients and 48 healthy
individuals were collected during Jan to May of 2022 by the Beijing Youan Hospital, Capital Medical
University. All the 110 HIV-1-infected patients were ART naive when diagnosis. Patients who had
virologic failure were excluded.a POCT for HIV-1 RNA was developed by CRISPR/Cas13a lateral
flow strip combined with reverse transcriptase recombinase-aided amplification (RT-RAA)
technology, the results can be directly observed by naked eyes.

Results Moreover, with the degenerate base-binding CRISPR/Cas13a system was introduced into
the RT-RAA primer designing, the technology developed in this study can be used to test majority
of HIV-1 RNA with limit of detection (LOD) 1 copy/uL, while no obvious cross-reaction withother
pathogens. We evaluated this method for detecting HIV-1 RNA of clinical samples, the results
showed that the sensitivity, specificity, positive predictive value (PPV), negative predictive value
(NPV) and accuracy were 91.81% (85.03- 96.19%), 100% (92.60-100%), 100% (96.41-100%),
39.14% (25.59-54.60%) and 92.22% (86.89-95.88%), respectively. The lowest viral load detectable
by this method was 112copies/mL In this study, we developed an on-site nucleic acid test based
on CRISPR technology, which allowed naked eye for HIV-1 detection by the following lateral-flow
strip, this technique has been preliminarily proved to be very sensitive and not lab-dependent, we
referred it as CRISPR-based lateral-flow strip assay. This assay has the potential to enable a fast,
accurate, and private option for point-of-care HIV-1 nucleic acid detection.

Conclusion In summary, we described a CRISPR-Cas13a-baesd detection methodology for HIV-
1 nucleic acid detection using lateral flow assays, our approach offers a promising option for rapid,
point-of-care HIV/AIDS testing and a potential technology for promoting early diagnosis and
treatment efficacy monitor of HIV patients at home and small clinics.

PU-016
NmRREREN R Th17 AREXERREREVFREDH

ZEB 2 FIGE T RBERC. EERK. B
1. ER T AL AT fua o
2. EHHEERLR MY R AL a2 B B
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M T EOTCIE IR B IEHE KO, XRBABON AR B F . o Ed RIFEE AL, s
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FHARDS Th17 FHOCEERIAE S AN R R AEMLHI AR -

vk B I R 1k 25 & %000k 5 (gene expression Omnibus, GEO) 1% 51| ¥ 4 GSE143742 1 ]
R ET limma L0k e i A R A G B g R AR 2 (Al 1) 22 2k K] (differentially expressed
genes, DEGs) . il ¥iEA L[N 4E 5 425 #7 (ssingle sample Gene Set Enrichment Analysisss,
ssGSEA) it Th17 40l =1, FKH 5 DEGs BEAT AR IE 70 4T LLPAS Gt 5 4 R I 55 Sy i gt
AR Th17 41377 Pearson #H2¢ 2%0>0.4 A Th17 MHCZE T2 F . FIH DAVID 4 &
KA GO Fl KEGG - #rxl Th17 #HOE R A=Y= Th Rkt 47 /34, #IFH STRING 5 Cytoscape
MCODE i 44 3 8 19-2 19 41 H.1F ] (protein—protein interaction, PPI)kA%%, s <t LA .

R Gk HEEANRMAE R EE RIFHZ IR 193 A DEGs, 5 Th17 FEAHC DEGs 3t
1294, Hrp 444 B, 85 NI . GO Ihit & E oM A Th17 4H A 5% 2 5 3 R 76 i
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StEAT AL PARGE P
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PU-022
Development and validation of a nomogram for assessing
hepatocellular carcinoma risk after SVR in patients
with advanced fibrosis and cirrhosis

shanshan xu',Lixia Qiu',liang Xu?,Yali Liu',Jing Zhang'
1. Beijing Youan Hospital, Capital Medical University
2. Department of Hepatology, Tianjin Second People’s Hospital; Tianjin Research Institute of Liver Diseases,
Tianjin, 300192, People's Republic of China.

Objective Hepatitis C patients with advanced fibrosis or cirrhosis are at high risk of developing
hepatocellular carcinoma (HCC) even after sustained virological response (SVR). Clinical
guidelines recommend lifelong screening for HCC every six months, which places a heavy burden
on them. We aimed to establish a nomogram model that accurately stratifies the risk of HCC and
refine the current screening strategy.

Methods A total of 551 adult hepatitis C patients with baseline advanced fibrosis or cirrhosis after
SVR were included and followed-up every six months. The patients were randomized into a
derivation cohort (70%, n=385) and an internal validation cohort (30%, n=166). A total of 221 similar
patients from another hospital served as the external validation cohort. Demographic data, medical
history, and laboratory results were recorded. HCC was diagnosed using radiography, alpha-
fetoprotein (AFP), or liver histology. Advanced fibrosis and cirrhosis were diagnosed by liver
stiffness measurement (LSM) or clinical manifestations. In this prospective study, risk factors for
HCC were revealed through univariate and multifactorial analysis. We developed and validated a
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nomogram for assessing hepatocellular carcinoma risk after SVR in patients with advanced fibrosis
and cirrhosis.

Results The derivation cohort ‘s median follow-up period was 66.6£12.3 months, during which 37
(9.61%) patients developed HCC. Older age (HR: 1.08, 95% CI 1.01-1.15, p=0.029), male gender
(HR: 2.41, 95% CI 1.15-5.03, p=0.020), baseline serum albumin levels (HR: 0.88, 95% CI 0.82-
0.94, p=0.000), and LSM (HR: 1.02, 95% CI 1.00-1.05, p=0.032) were all independent predictors
of HCC development (Table 1). Consequently, based on the age, male, serum albumin levels, and
LSM, a nomogram model was established for assessing hepatocellular carcinoma risk (Figure 1).
The time-dependent receiver operating characteristic (ROC) curve is essential for further
evaluating the accuracy of the nomogram model. The time-dependent ROC results showed similar
prediction accuracy of the nomogram model among the derivation, internal, and external validation
cohorts. In derivation cohort, internal and external validation cohort, the time-dependent AUROCS
of the model at 3-, 5-year were 0.84 (95% CI 0.80-0.88), 0.83 (95% CI 0.79-0.87) vs 0.68 (95% CI
0.61-0.75), 0.73 (95% CI 0.66-0.80) vs 0.87 (95% CI 0.82-0.92), 0.80 (95% CI 0.74-0.85)
(multiple comparison, p>0.05) (Figure 2-a, Figure 2-b). In derivation and internal validation cohort,
the time-dependent AUROCS of the model at 7-year were 0.81 (95% CI 0.77-0.85) vs 0.72 (95%
C10.64-0.78) (p>0.05) (Figure 2-c).

Patients were then stratified by the 25th and 75th percentiles of the HCC risk score (<95.45, 95.45-
124.76, >124.76 points). The per year HCC incidence was 0.18%, 1.29%, and 4.45% in the low-
risk (<95.45 points), intermediate-risk (95.45-124.76 points) and high-risk groups (>124.76 points),
respectively (Table 3). The cumulative incidence of the three groups at three years were 0.00%,
1.56%, 9.28%, at five years were 0.00%, 5.73%, 18.56% and at seven years were 1.04%, 7.29%,
22.68%, respectively (Table 2, Figure 3). In internal validation, per year HCC incidence was 0.39%,
1.60%, and 3.80% in the low-risk, intermediate-risk, and high-risk groups, respectively (Table 3).
In the external validation cohort, the per year HCC incidence was 0.00%, 3.65%, and 9.02% in the
three groups, respectively (Table 2). The cumulative HCC incidences in the internal and external
validation cohorts were shown in Table2 and Figure 3.

Conclusion The model can stratify patients based on their HCC risk and, as a result, determine
an appropriate screening strategy.

PU-023
HIV/AIDS B3 96 & CD4/CD8 Lt T REInEE ST

KURRET A A
BB 3 8 e TR IR PR BT ot
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Tk BIEERAE 2018 451 A 1 HZ 2018 4F 12 H 31 HAERH T A3k PAIGKREE ST #0112 8 3)
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PU-024
HIV/AIDS patient intolerant to multiple antiviral
drugs treated albuvirtide combined
with dolutegravir: A case report

Zhong Chen,ying Li,si Tan,guiying Cao,jianping Xie,min Wang
The first hospital of Changsha

Objective During HIV treatment, ART drugs can cause adverse reactions that cannot be tolerated,
leading to poor medication compliance, treatment failure, and advancement of the HIV stage.
Albuvirtide (ABT) is a long-acting fusion inhibitor with a half-life of up to 12 days and is routinely
administered weekly. Dolutegravir (DTG) is a second-generation integrase inhibitor with several
advantages over other antiretroviral drugs. Herein, we report a case of an AIDS patient intolerant
to multiple antiviral drugs due to side effects that we finally treated with the ABT and DTG
combination.

Methods The patient was a 48-year-old woman diagnosed with HIV in 2014 and initiated a
3TC+TDF+NVP of ART regimen 6 months later. She developed intractable nausea, vomiting, and
abdominal discomfort within one month of starting ART and was suspected NVP induced liver
damage. 3TC+TDF+EFV regimen was replaced, but skin rashes occurred. Over four years, she
was switched to four different ART regimens (3TC+TDF+NVP, 3TC+TDF+EFV, 3TC+TDF+LPV/r,
3TC+TDF+RAL) due to intolerance of severe adverse effects, mainly gastrointestinal symptoms,
rash, and lethargy. Her drug compliance was not good in those four years due to these adverse
effects, and she failed to attain viral suppression. In Jan 2019, the viral load and CD4+ T-cell counts
of the patient were 35200 copies/mL and 238 cells/ul. After several antiretroviral treatment changes,
we started the regimen of ABT+ DTG for this patient, which she tolerated well. She attends the
clinic every 10-14 days for treatment.

Results The patient ‘s general condition improved significantly and attained marked virologic
suppression in several months of ABT+DTG treatment. The patient ‘s condition has been well-
controlled for more than 4 years with good adherence. In April 2022, the test showed HIV RNA<
20 copies /mL and CD4+T cell count 338 cells /ul. The recent test (In April 2023) showed HIV RNA<
20 copies /mL and CD4+T cell count 468 cells /ul with no adverse reaction. The patient has been
following up in outpatient, and continues with ABT+DTG regimen.

Conclusion In this case, we reported the influence of ART treatment regimens on medication
compliance and the outcome of HIV infection. The compliance of HIV-infected people in the
treatment process may be affected by many reasons. The adverse reactions of conventional ARV
drugs are large, which brings great challenges to long-term treatment compliance. Therefore,
introducing long-term and safer ARV drugs is very important to improve patients ‘ quality of life. At
present, the long-acting fusion inhibitor ABT is the most long-acting ARV drug in China. It has a
long interval of use and few adverse reactions, which is conducive to improving the treatment
compliance of patients. The ABT+DTG regimen, can quickly and effectively inhibit the virus, protect
CD4+ T cells, and finally achieve the desired therapeutic effect.

PU-025
FiHERN AT HIVIAIDS BRI EIFAREIR
B MR R MR AIERE

HRAS . RN 5P
M BERE RS B S i\ BE B

HE WELHER (Abuvitide, ABT) BKEEHURTIRIT (ART) JEMHAIT HIV/AIDS & FHH]
FARIEE A RN 2 A
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HE BIUBERE T, W4 2023 4 5 A% 6 A% ABT LA TR ART 7 RIEEERIF AR F R EEH
IR S SIS 2=, AT G . B AR R CD4 T 4t ik A4, S518H ABT
Ja~ FARBEHAWE AT, RATY T kot 25085 (P<0.05 AREEZER) .
TEAEH ABT 25 3 K (3ikJE) HHATFAR.

R AN 13 BIFF S B, THER 2414 %, B NT (85%) , WIIE9HI, &ik4H).
FELERBCFIIME sk 211830+£3926611U/ml, 34k CD4 T 41 it $- 4 (CD4 %) 206+90
Aule BTN A ABT 3 K5 B #WE A 19982439301 1U/mI (P>0.05) ; CD4
T ETFE 266111 Myl (P<0.01) . ARJ5 3 KIw#E N 69433134726 IU/ml (P>0.05) ; CD4
THECF5 9 202484 /Ml (P>0.05) - RJ5 7 KF 14 K, WA FEZR 13143121256 1U/m
(P>0.05) A1 7757+16327 IU/ml (P>0.05) ; CD4 it#/75 EF+-%E 2424104 /M/ul (P<0.05) Al
275+103 1M/l (P<0.01) . ¥IEANBERAH /> Hr s R FEZHi4k 297892+4513401U/ml, %:4; CD4
THECPI1E 206491 /Mul: A ABT 3 RJG & Wi T P % 28369+45366 IU/ml (P>0.05) ; CD4
T ETFE 283110 4Mul (P<0.01) . ARJ5 3 KIw#E N 95915156623 IU/ml (P>0.05) ; CD4
THECN 214486 Myl (P>0.05) « RJ5 7 KA1 14 K, BEHRBS N FHEE 1280319827 1U/m
(P>0.05) A1 1070219145 IU/ml (P>0.05) ; CD4 i-%i> % L7+ % 254£108 4>/ul (P<0.05) Al
289196 Ml (P<0.01) . A 5 #lEFHAJG HIAFFEE R H KA, 13 5] B R K IA AL
NI ABT B CHIA BB

S8 KA H0HI 7 T 2R B BB AR T DUl PR 2k, W53 H CD4 T 4 it-4k.

PU-026
A& BHEREH R HIV BRE KA o
M p2-EkER TN KA ME R 24

W PRER 2 RRRA Y B . RS T Gk
1. AT = AR B
2. T A I T

HE AR E SRR 1EHE MELklE (Tenofovir Disoproxil Fumarate, TDF) 1ENKIGEIT /7
ZEHHIV BB R a1 fERE T (al-microglobulin, a1-MG) 1 B2 fEkE 1 (B2-Microglobulin,
B2-MG) HUE I B AH R R 2

T AL 2015 4F 1 H 1 H & 2021 45 12 A 31 HEEMRH T 28 = N RIERe#5% & TDF — &P ia
J7 (Antiretroviral therapy, ART) BJ[Al#EiE 2 /) HIV GG, SIS EE, RIEHFER.
. ARZG[AJ AN CD4 504, giit o b 54 TDF a7 g xR IR a1-MG Al B2-MG ${E 11
UL AR R R 2R

EE SO N 399 4, Bk 272 6. itk 127 B, Py (37.8+3.4) %, BEIFHY (2.7£1.2)
S, UMM AT TR al-MG, 5. LR E X058 84.93%. 57.48%. *IT /R B2-
MG, 5. PR R RN 90.44%. 74.80%. % HEHEFERBA, BEPIR a1-MG Fl B2-MG
SE L EERIN (P<0.05) ; BHEHMIK a1-MG 1 B2-MG ‘FHEBEE&E T LEEE (P
<0.05) ; ZRHREMTER, WF al-MGJE. B2-MG 7%, Lh2MrEyHE (P<0.05) ,
=251 % MO fERIE ZR (P<0.05) . RZjE(E]. 24k CD4 {ENIE# M (P>0.05) .

2 KIAMRA & TOF Bbum e 7 £/ HIV G B 25 7] S 308 IR a1-MG il B2-MG HUE I & 74
FE AR TR I PRI 40 00 i A B Fe b, R R R IR BT R, e R AL T 4R
B2,
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PU-027
RERT 49 BT s Blls FRAFAE 534

Wk, Bk
BB 38 e TR IR PR BT oty

B B 3 BT 78 i T 49 BRI 612 BB 38 VA T 0 A A R AIE

Tk WE 2023 £ 7 A 1 HE 2023 4 8 A 11 H HH AT A St PAIGRE ST F 0GR I 49 BilfEsS
BEREEI R, AR E (Human immunodeficiency virus, HIV) JE&J4] (n=19)
FEE HIV IR (n=30) , XFPALEH BIRAT R =R m . IRRRI . L= abe. 67 s ET
e i

GRS RE YN BN, PR (31.125.4) %, 47 # (95.9%) NFE BT NE (Men
who have sex with men,MSM). 49 % (100%) HIL L2, 33 il (67.3%) AR, 49 #]
(100%) AR MMELEMK, 34 6] (69.4%) Ik G, 36 I (73.5%) THiEGRTT, 48
% (98.0%) BRI, TEAEMIETIHRG. HIV EKY4 CDA+T HEMHEIKTE HIV &
P, (HEZHEEZ, WEEK.

Z R EERAET MSM, ILANIGIRRBUA R G B2, WRELEI K. & 9F HIV g genT
REFEREEE N EHEEZ, HEE K.

PU-028
EX X REEREZ SRR S FRITRES

HANE B Bk, XTI
HRHT AL PABESTBOA 0

BB B gyrA F78 2 45 4% 43 B B8 0 Fe0s U T i 243 1 32 B2 I DL, LA 224 — 350 S 5 T i 245 12 11
PRy BERRTE I R I RAF, IR R IAAAE S 29 WL, (A58 — 00T 9T AR TR 20 E
[X Pre-XDR BFRIITAT B MM FHAE, R T ERRI 25 (0 LA bLE], S FF R 2512 Wik e i
W R B FE A

i A FENEE R 2 JE A R 7 RBOR B O I R S5 4% 2 B AT B 2 BRI T 217 #k Pre-XDR
G RSy B hk, FERLI T gyrA AT gyrB WEVEEAZS I 25 PE U X R AR . A SCHkHRIE rv2005¢ JE 1 5
SETHINRZGY) (FQs) N2 L, NTIIEIX—5, FKA17E H37Ra Ml H37Rv F1 43 Hilfg T it
FOLFERR R, DLISUESE 20 BOFF R 1) FQs $ii 5 rv2005c¢ A DG«
GBS R IR LR E 88, 89. 90. 91. 94 1 109 Ab#H: gyrA RAF . i WINRA K
HAA1E gyrA D94G (64.52%) . 1£ gyrB FE[RIH WS E] 21 M5 Bk AR gyrA RAE (9.68%) . iEK
PUAE R rv2005¢ 35 Rt 2 i I 2K 1 B ok 12 35 TR 58 4 AN i e i R 28 25 W M DL B i A
25 WHUREPHIX 1) Pre-XDR IE IR 73 B HRAFELE gyrA JERIRAE, it gyrA RAE D94G Hie iy
w, MeAh, BRATI BRI, R GEAK A SR VR I PR 43 15 o H i SIS A7 A S e 8 T 24 1 %) A AL
B AT AFHERR rv2005¢ 15875

43



TR 2 o B TR G . NI R P

PU-029
VikmEFHRREREXN IR S RITRFHERHBNES

RATHE 1L ARk 20 RCBERD 20 XIHT 2, FrREEL2. ERHE2, B 2 AMVEZE 2 BUKE 2 ML EILE 2 BE
20 5457 20 TLARAE 2
1. & HOR S F i T H KA e R A ) 22 2 F 7 g
2. HH R MR AL AR R

B 04T S35 B BB TR Ao R 28 A0 PAIALA T 93 27 i AR A B T 52l R 3% o
FiE L Bigi (EERZWE) ALTPAIRKRS 0 H 2013 4 1 2% 2023 45 6 H HRIBUAE L
VA FERRER A I 26 (Bl B G RZORE, M BB G RIEAT 3 25 i SR S i
Wi 2H LA A# B Mann-Whitney U 536, 2 20 LLE# H Kruskal-Wallis #5625 2% %5 BHM# H Spearman
MM RBUGY, TR RBRME R K%, F Logistic [81VA50 T2 ik & H e i3 ik
JrE R BETD. 1R IR,
iR 2013 4 1 H & 2023 48 6 A, iyt 285 4l ks & 3R BRBom 51, o5 FIE 3000%
AT 2.95% (285/9658) , B 7E 3L A T 7 b R N RS LU T BRI
JRALH A 14.39% (41/285), HEERRIZFE N A . BHEH 5 87.7% (250/285), HHTHIFER
N 39+12 %, ER M L EAE 25-34 H[HEL 36.1% (103/285)]. Bk M A& 35 B2 KT 4 ) ] Ay
(17.440.8) K. HEH WIRHREI KA [HE 64.2% (183/285)]. kJi [15 Lt 63.9% (182/285)].
4% [5EL 43.2% (123/285)]. WX [/ H 37.5% (107/285)] LA M k5 T % [15EE 27.7% (79/285)].
e i FB o DL B B SR s SRl EB W 15 EL 15.8% (45/285)]. EL 4w 5 [15 Ht 10.9% (31/285)].
M EFIREAE [ 1L 5.6% (16/285)] LA K& ZJHWiEE [ L 5.3% (15/285)]. FET- &7 4N Il 4 T4
(x2=4.865,P=0.027) LK FEZEFKF (x2=20.699, P<0.001) ¥ TG &, Logistic [A]
94> T R FET B A A A 4t % (OR=1.204,P=0.032) LK #4525 /KF (OR=1.714,
P=0.037) LT HIAH S R R 2
Z5 2013-2023 i 10 AN, S0 e 2 3 rP Bl (1 BB SR AR SRR Y RO TR, B
10 A 2973 BB 2 S S8 T AT e 4, R & IR LA TR AR B e I T 22 L, 1 P A D S P 3
JEA B S A R AIT 45 RiA o<

PU-030
B BLRREEKF HIV BRE
Fef X B R RBLRTRMNSER

VRIEFS . MMk AESE
PP R 2 R AR e DR e (R it i 88 — R e D

HE BUA B RER 2R shPUR FEs R #iAI7 (ART) B HIV s, (BRI s e £
BRI R ATH . AW FOB R R MRS SRS Zh6IT I HIV B, R a0 6] HLE
HIV DNA /K FRAR B, FEHon WS ZR 25307 10 Rk e 4k

FiE RN EAELLTIARE (1) FE>18%, <65JH%; (2) K HIV )5 6 HNEE) ART;

(3) HIVRNA VL <50 # Jl/mL (S TR FRR) #5845/ 48 Ji;  (4) HIV DNA VL < 100 #
DU/E T PBMC (5) EPURERAIT RIGEE, IR T, XM FRMm 28 (B A A
) o BEZBIMIGRE RSN T28320mg, EkiEE, Bk, FESR NS
ZiERRIRTT 48 F, HIV RNA KT 50 #£ D/ml () EL il

SR A plEENA. BEE, 2328, T 20184 11 ARAEFRMEMAT N, 12 HHIAH. JJFm, &
CDC ik HIVHUABHTE, 5 FIRGER A4 %5, 20194F 4 F #F 3% HIV RNA 4 148000 #£ Jl/mL,

CD4+T Wk 4ufit# 280/uL. T HRIKKE (3TC) « & LIREIEMRE MW (TDF) | &
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EF1e (EFV) $i HIVIGST . JAIT 48 A I HIV RNA<<20 #£ Il/mL. 2022 4E 10 H 25 HIV DNA
N9 #5 DU/H Ji PBMC, 2022 411 A 19 HE& M HIV RNA<<20 # Jl/mL, CD4+T k4 1%L
533/uL, CD4+/CD8+ 0.68. ZJHWixf}: HBsAb [HM:, &BAYE: HCV HufkMItE. 24 H{= EFV,
e DREPIHIVIET (1. 2. 3. 8 KA 320mg, JafEEHE—k, &k 320mg) , 7 KJq
1% 3TCHITDF. 202342 H 4 H (B#ifyr 12 ) BERNFEFHSEE USSR, WE N 3TC.
TDF. EFVHLHIVIGIT 3G, FRREHANCHEFERAAHHIV IR GRZTTERED 24 GRIT
42 [, B UEEIATT 27 D o I HIV RNA B — K EESIG)T 6 BN 42.7 # 01mL 4, &)
<20 #DUmL. ¥%#iG97 36 JH (B iRFE#IG)T 21 D & CDA+T WhEL4ifit%t 627/uL,
CD4+/CD8+ 0.76.

g TSR SR ERRIT I HIV 3, R EERRENE] B HIV DNA KFRAR MBS, (A
18 T B 2 5 36 7 1T RE S RS 4E R BRI o

PU-031
AL ERBR RS FRITRFFHED

FRR
WA PRI T P8l

HE HCV FJE R B 2 52m 7 BT () FO A FB RVA 97 SR BOade 18, TR G 75 L0 T v 44 A 1 2k [ 28 4
i o

i T EF ARG E O RGT, WL 2020-2023 4E 9 H, dLIFEEE () B 931 4
T R 77 FR R EE 24T

53R 20184 8 A3 2019 4E 7 AW 191 I (N I SE R 43 BRI, WYL A8 5 AR DU BE R 2,
1a. 1b. 2a. 3a. 3b. 6a fl1 6 &, LN 1.0%. 41.9%. 1.6%. 18.8%. 24.1%. 11.5%
1 1.0%. AWFFEXTHITTLA 2020-2023 4= 9 H H:JF i 931 il 4 T 34 R 43 Bk, %f bk 2018-2019 4F
WhNT 2b M 3cEEFM, FEAHLLTFERFM 1a. 1b. 1 BT, 2a. 2b. 2WHE . 3a. 3b. 3c.
3RMHE. 6a 16 HE, SEEMUKMEILLA 0.9%. 45.6%. 0.2%. 7.0%. 0.3%. 0.1%. 9.0%.
13.0%-+ 0.1%+ 1.1%. 11.4%F1 11.3%. LA RIER BB LA S 1b 41.9% - F+51] 45.6%. 2a
M 1.6% - T1%] 7.0%. 3a M 18.8% FF&#] 9.0%. 3b M 24.1% F &3] 13.0%. 6 B HE M 1.0% I
75 11.3%.

2020-2023 49 A, WHTA XM HIF AL RN, 2 2Rl )&, x3EA 351.192, P=0.000,
BRI E S B RELHT R B, T BT WM. B, ST R A
TS WKATICL b BN E . 6a BN BENUN . AT, 2504 42.2%F1 20.0%. 3b !
PR EE B s G XA, T s WRMN T . 3T, e, M. BN, 2a REAETT LB,
P 14.7%. WiiLE & i 8 FFE R A 2RI ZE R

Z g2 LR, LA N R RN BALFEA BETN. SRR FEEREER. &
3. 6 MARATIE M. JUHSE 3 By 3b U2k YO3H PG M2 T fE, R HMEATEY
—, HWIREY, RIEE 3b BT 5 R 5%, B UGZHIXAEHURTEIATT 2 BT T R L 4 B
M. 6 BIFERAULZ HIVIHCV & B F BN AL T RAS &K 4 E &2 m R R E
TR, TEER— B,
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PU-032
Prevalence of suicidality among people living with
HIV/AIDS: A systematic review and meta-analysis

Sibo Li,Wenjing Wang,Hao Wu,Xiaojie Huang
Beijing Youan Hospital, Capital Medical University

Objective Despite the widespread adoption of antiretroviral therapy (ART) worldwide in recent
years, people living with HIV (PLWH) still experience an elevated risk of suicide. However, data in
this area is lacking comprehensive quantification, and the prevalence of suicidality varies between
different studies. Furthermore, specific risk factors remain ill-defined. Therefore, this systematic
review and meta-analysis study was conducted to estimate the prevalence of suicidality, suicidal
ideation (Sl) and suicide attempts (SA) among PLWH, as well as their associated factors.
Methods We systematically searched relevant articles published on Pubmed, Psychinfo, and
Cochrane Library up to April 2023. We included articles that contained data on suicidality, SI and
SA among PLWH, while excluding reviews, animal experiments, studies with small sample sizes,
unavailable results, and that included potentially duplicate populations. Heterogeneity analysis was
performed, and a random-effects model was used to calculate the estimated effect size (ES) and
95% confidence interval (Cl) for suicidality, SI and SA. Subgroup analyses were performed based
on the country/region, gender, sexual orientation, education level, marital status, CD4 cell count,
WHO staging, and depressive status of PLWH included in the studies.

Results We extracted suicidality-related data from 33 articles (n=37717) published in 13 countries
from February 2008 to March 2022. The estimated prevalence of suicidality, S| and SA were 22.0%
(95% C10.121-0.320), 20.7% (95% C10.168-0.246), and 10.3% (95% CI1 0.066-0.140), respectively.
The results of our study indicated that developing countries had higher prevalence of S, with China
(28%, 95% CI 0.26-0.30) and the United States (15%, 95% CIl 0.80-0.21) showing significant
statistical differences. Subgroup analysis revealed that the incidence of Sl in non-heterosexual
individuals was higher (16%, 95%CI 0.15-0.17) ,compared to heterosexual individuals at 13%
(95%CI 0.11-0.14). PLWH in WHO stage lll and above (38%, 95%CI 0.33-0.43) was higher than
that in stage | (13%, 95%CI 0.11-0.15) and stage Il (22%, 95%CI 0.18-0.26). Furthermore, higher
incidence of Sl were also observed among women, individuals who were single/divorced/widowed,
and those with CD4*T cell <200 cells/pl.

Conclusion The incidence of suicidality, SI and SA in PLWH was high, with significant
variations of sexual orientation and clinical stagingin the prevalence of Sl. Non-heterosexual
individuals and those in advanced stages of HIV were more susceptible to experiencing Sl.
However, further investigation is required to gain a deeper understanding of the disparities
associated with gender, marital status, and CD4*T cell count. Similar to the general population,
PLWH with depression were more prone to experiencing Sl. Therefore, it is recommended to
integrate psychological care services into the ART for PLWH, particularly targeting men who have
sex with men (MSM) and those in advanced stages of HIV, in order to effectively optimize the
comprehensive management of PLWH.

PU-033
HER D 58N ZEFRMREFXERRRN
PR & /RBENL LTS

Ko BRI
AR EE AR S B R b R B2 B

H B 32 FXUn AR A 8RB LA 5 (TSMR) - $Pk4EA42 % D (Vit D) 51814 (CHB) #i
HIF (CHC) Z A oRE..
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ik AR IE T X H TSMR 4347 Vit D 55 CHB 1 CHC [R5 £, Vit D fll 25 L4 42 D (25-
OHD) fEN#FLHE, CHB fl CHC fENE R &, NAIERACEIT L (GWAS) EHAH KK
PR EZ AN (SNPs) FfETHASE (IVs) , MAM T ZkE (VW) VEITAE R R 56 R 1
FEG i, FE U T D IR A R AR

LR B KL, 25-OHD X CHC fE7E K 5401 (IVW OR=1.278, 95%CI: 1.080-1.512, P=0.004) .
SRIM, WAETRMIA 25-OHD 5 CHB Z [AAfEERE R R (IVW OR=1.011, 95CI: 0.701-1.457,

P=0.954) . H4b, BALTRIMIE Vit D % CHB Ml CHC W AfEZERI R (IVW OR=0.444, 95%Cl:
0.102-1.930, P=0.279; OR=0.736, 95%Cl: 0.355-1.523, P=0.408) . [l MR Z:#7+H,

CHB/CHC 5 Vit D/25-OHD Z A& HNEK R (P>0.05) o HUBMESHT 5 T Hras B —3%, iEse
THEFC AR, B TSMR 45 RAEAE R FE: (P>0.05) FI/KFZ3M (P>0.05) .

£ TSMR K 25-OHD A 5 CHC XA SIS & IR, XUk A Bh T3 i Hh 3% CHC 1
W, FEN CHC HE 478 25-OHD it 8 B BB (K 45

PU-034
IERTEEFE HIV BRAERER LR KRN0 E R

PORDT . EIR. AL L. AR
AEH T BRI IS5 P2 8l

HE XL X RIS KA HIV RS I R BB RA T 2= R A A HIV 2> TAR BN 2550 br, R
RREEE HIV GRS R 2 AR BRI A B 25 DL AR SR I se e 32, il e A 5 1 I 5 4
2 YRR ORI SRS SR BE S R

FiE ¥ 2016 45 1 H-2019 4 6 HAba i AW BE U 2R 18 % K LA B midk 224 HIV &
P2 IAIDS i NMAE NI TR 5, BT B A, KA TT AT EAE AR 1 HIV-1pol XK 741, FIH
FastTree B F 2 DUk tb A, AT SRk O BRI . JET M gt fb b . PREUERE 7. 1B/
DR B B R AT AACAL FE I 25 4 A5 IRA 4y AL 4R X 2%

ZEER 200 ZiABEN R oE R T HAREE, Bl HIV G T 84EE N 22.1842.70 %, 4%t B
PR 50%, 93.50% K45 B E FEMEMAT N (MSM) o N KSERT R A IR IEAT N HH . Bk
[FPEPEAT 0T GO AR BT N R 2 NVEAT 9 0 B s ELR L T R PE R4 2 (P<0.05) . 46% 1
AN G AFE R rushoe BIA G E FPE A2 A LEBIA 63.00%. FE3RTE 212 2242E pol JEK X 751,
Horb 169 A\5ERE T A A4, AN CRFO1_AE (48.1%) 1 CRF07_BC (38.1%) . Wit
Wit B oR, 53.8% (114/212) KR4 HIVIEYOR B T AR 24 AR, 4 BIEGe T FE MR
TESERIE R o AR R L8 A 5 BB oR, UL 1.0 % /E N SE R BE B e, 121 22475 (57.1%) ik
NEFEM 2%, T CRFO1_AE 2240 %% 51 4y, CRFO7_BC 2= HKMEE 16 4. JEYLHT LA H.
I Ay 32 7 R IR PERE (OR=3.841,95%Cl: 1.648~8.955) Jyfit i I 2% T R 1 ER 25 .

2598 L B R A HIV B DL MSM o, DAE B A 32 27 S IRE . R R M
PR AR B RMEAT R M rush 38 & T SR I AU, 2228 AT HIV BRIl T 3R 2228 AT
PR A RAR R R DG TAESAZIE EAE R, Mk, . HAOENIEREEAE, s
K EEBY BB DR i X 248 228 A R i RN AR B2 B S ISR B BE LA N . X224 HIV B GeE B i 1A 7
WiE T PR AR5 > — AL HE I 54T
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PU-035
F W /MR R T A X 4DE
EH 3 B8 MREA X EETEOT

SRR EAT A3 1 PR30 L T SR B SCBR S 1 TR R -0 S 0t e T ARIAR S
JiJ3 0 B AR AR ERR T BRI 2. A 2
1. A — N REE B
2. B EE ALK B I e R B B

B PSRBT S /4E A (SOF/VEL) 597 A1 It X WA LR 3 RS 1tk 1A A5 # 1 AT 4% ke
(I RIT 2

FiE UdE 2021 4F 1 H & 2023 4E 5 ARtz TAIHHLIX 5 = N RER VNS R RT & B, &
T RUAG I R FE R 3a B 3b AYFE 190 7. W4k B FR LR UoRL LA 12 8. WRIT R 12 B VR R
24 J{ HCV RNA &5 5%, - 825 #7697 11 SVR .

ZER 190 fiIFE N 3 BB I RURT & B, 3a AL 116 9], 3b ML 74 45, 3a R A AR
1hHE 19 4)(16.38%), & HIV Hi 18 4)(15.52%), & IEAENI I & 50 141(43.10%); 3b B4
FFHAEAL S 15 11(20.27%), A IF HIV B3 18 151(24.32%), & IFAa AT 38 29 191(39.19%). W4
BELE ALP MEFEESI%E X (P=0.019) , HAKIEFREMAN K2R TS5 (P
>0.05) . fEiRIT SR, 190 B EF R 1 B EHIRIT 5 %N SOF/VEL+RBY, H4x 189 {7l ¥
1897 T RN SOFIVEL; 7Ey7 e L, B 3BIEFITREN 24 F (394 3a BFifb B ) , Hp 187
B EEITRES N 12 . ITEBEERITE (56 12124 ) . 697G 12 . BTG 24 JEik 3|
SVR, SVR %A 100%.

418 SOF/VEL JRyT PG R 3 BUBMEN T & B BAA RIFHT L A —EM8intt, iR
B BAMETTHRE, EREZEITTIE AR .

PU-036
Transcriptomic crosstalk between viral and host factors
drives aberrant homeostasis of T-cell proliferation
and cell death in HIV-infected immunological
non-responders

Shengquan Tang'-2,Yanqiu Lu',Feng Sun',Yuanyuan Qin’,Vijay Harypursat',Renni Deng',Gong Zhang?,Tong
Wang?,Yaokai Chen'
1. Chongging Public Health Medical Center
2. Jinan University

Objective HIV-infected immunological non-responders (INRs) refer to individuals who are unable
to restore satisfactory CD4+ T-cell counts after receiving modern antiretroviral therapy (ART) for
two years or longer despite full virological suppression. INRs have higher mortality and morbidity
than immunological responders (IRs), whereas the mechanisms underlying incomplete immune
reconstitution in INRs remains not fully understand. The aim of this study was to find the host and
virus differences between INRs and IRs to explore the underlying mechanism of INRs.

Methods HIV DNA quantification and HIV cell-associated RNA (CA-RNA) quantification were
conducted through Reverse Transcription-Quantitative Real-Time Polymerase Chain Reaction
(RT-gPCR) in order to understand the size of, and the transcriptional activity of the HIV reservoir.
Transcriptome sequencing of MRNA and bioinformatics analysis were performed in both INRs and
IRs to investigate the difference in differential expression genes (DEGs) and potential pathways.
Flow cytometry was used to analyze CD95+CD4+ and Ki-67+CD4+ T-cells. CD4-, CD4+CD69+,
and CD4+CD69- T-cells were isolated by using immunomagnetic microbeads.
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Results A total of 171 INRs and 171 IRs were recruited for this study. The median HIV-1 DNA
count was 741 copies per million (cpm) PBMC in the INR cohort, and the median HIV-1 DNA count
was observed to be significantly higher (p<0.01) than that in the IR cohort (389 cpm PBMC).
Meanwhile, levels of HIV-1 CA-RNA in the INR cohort (141 cpm PBMC) were significantly higher
than in the IR cohort (102 cpm PBMC, p=0.04). Specifically, the CD4+CD69- T-cells had
significantly higher HIV-1 DNA and CA-RNA loads than the CD4+CD69+ T-cells in either IRs
(CD4+CD69- vs. CD4+CD69+, HIV-1 DNA: 778 vs. 48, com PBMC, p<0.01; HIV-1 CA-RNA: 1470
vs. 117, cpm PBMC, p=0.02) or INRs (CD4+CD69- vs. CD4+CD69+, HIV-1 DNA: 9172 vs. 1647,
cpm PBMC, p<0.01; HIV-1 CA-RNA: 12970 vs. 991, cpm PBMC, p<0.01). GO (Gene Ontology)
analysis from DEGs and Gene Set Enrichment Analysis (GSEA) indicated that the interferon
alpha/gamma response, oxidative phosphorylation, the inflammatory response, the complement
response, and apoptosis were significantly enriched in INRs. The expression of CD4+CD95+ was
higher in INRs (Mean Fluorescence Intensity, 8775) compared to IRs (6287, p=0.01), and the
expression of CD4+Ki-67+ cells was higher in INRs (1.21%) compared to IRs (0.78%, p<0.01). HIV
integrase-mRNA (p31) was overexpressed in PBMCs of INRs compared to IRs, and this was
verified via qPCR (INRs vs. IRs, 4.8 vs. 0.7, copies/106 PBMC, p<0.01).

Conclusion These results imply that the INR population has a larger HIV reservoir and maintains
strong anti-viral immunity, although plasma HIV RNA was rarely found. Meanwhile, viral reservoir
cells of INRs induce bystander cell activation, yet they themselves tend to become inactivated
CD4+ T-cells, thus avoiding recognition by the immune system and evading antiviral drugs. Viral
mRNA p31 overexpression may be one of the crucial factors that influences CD4+ T-cell activation
and death in INRs.

PU-037
SN CDA+B AR AHELAAE Foxp3 Ky
FixKFES HIVIAIDS EEEFHREEX

RO . FUHEGR T, XL 1 LA 2
1. AERUR S IR B B e BE B
2. EAHREEAER S M R b IR R

HE %) b2 AIDS it AR AIDS MG RIE M EEIKFN K Z . Tregs 1EAN—HEEE K 4
ORI, HORIEVE B ATT Foxp3 M. TR R, Foxp3 Wi 5 i sm O e 21
Ak Tregs 20, 1 ERAA5FE (Natural killer T-like, NKT-like) 2. NKT RELHMAE y— 7 5 v
FIZ0RER, B CD4+. CD4-CD8-. CD8+AIMIBFAL K, BEAE HIV MSCHIBF A 24 7E NKT #f
Y PR FAE A b, TRt NKT BEGEM & VR | Foxp3 126k K AE HIV R 1R - C M S 52
Rk, FRATH HIV/AIDS B35 NKT REZHA R F Foxp3 I IA K 41 i R R RN ThREEAT 40
T EEE AL SR E BT EU2 1) HIVIAIDS B3, 43 AR & U A T (treatment-naive, TN)f)
HIV/AIDS E#F1 ART ja97 D4R 3 $REOMNE MR Z4iie (PBMC) , U NKT £
Y RE Foxp3 M IhBERUN 70 T- B2 Luminex ZH L P75 B k7] ok ) s 3 i 5 v 28
FRLIRF /K

Z3 1) Foxp3 FERIL(E CDA+NKT FE4H I, ifE CD4-CD8-NKT FE4l Al CD8+NKT FE4
FHRAALRKIL, 2) CD4it%r<200 4M/uL 1 TN 3 (1) Foxp3+CD4+NKT FE41 A il T HoAh 41 TN
A DA FEXT I ZH, Foxp3+CD4+NKT REAHAE LIS CD4 4 ki<, 3) ART i34 Foxp3+
CD4+NKT FE4HM LL T TN 523 . 4) Foxp3+ CDA+NKT FE4HME L1 5 TN B s im AhkF 2
IEMIZE, Foxp3 miaRiA BRIk 4L 3 46 i 3% K F/K P34 5) 55 Foxp3-CD4+NKT 41
MifHEL, Foxp3+ CD4+NKT #E4if I #ik CD39. CD25. GITR. Ki-67. TIGIT, ZriWME/K-FHH
WikilE AB. FILE

258 1) Foxp3 FE LA CDA+NKT FE4Hff |, Foxp3+ CD4+NKT #E4RMu L5 HIV/AIDS Hi
PIRHEIR BB M. 2) CD4+NKT FE41 b Foxp3 £S5 HIVIAIDS H3 G ik 1k /K - %5 A
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K, Foxp3+CDA4+NKT HE4H Al REAE A — M U ISR AEFFHLIA 1) S 2 fa 35 . 3) Foxp3+CD4+NKT
PR PT REIEL I N CD39. CD25. TIGIT HYZRIABHEAR I IE (/KT GITR A1 ki67) KA 4%
G

PU-038
ZEE 172 HIVIAIDS AB HCV EFE 4B S f4S{E

FEH L FHEEZ BCE 2 a2, R MAER . AT 2
1. BWEERREE
2. ZHEEGIRE R

HE T =B G iU B 112 ik sE (HIV) AT B 28 % 55 (HCV) & 4L A HCV &
RIS I ATRRE, N HIV A 3F HCV Bgess MR IR 7 SR ALK IR .

i Wdk 2022 4 1 H-2023 4 7 H = A 49w EBe bui e[ 112 232 Bl HIVIHCV JLJE& 4L I R 55
Bl B HCV R, JEIESSMITETRL RSP AR M(P25,P75)HiiA, P4 LR H
Man-whitney BcFIK Ky, 22 20 18] 4R A Kruskall - Wallis H #0436, 5% Fl Bonferroni V5347 2 MrEAR
M2 B, TR IR LR R U7 5 EE Fisher #iIMER %, P < 0. 05 AZERA SIS
X

ZR 2324 (95.47%) FERLHCV HEFE Bk dr, LA 4 Fp HCV JEFEA (1 484, 2 81, 3 4L,

6 ) , 9 FEKIWA (1b. 2a. 3a. 3b. 6a. 6n. 6u. 6v. 6xa) . HHFILHE 3b % 95 4
(40.95%) , %X 3a i 64 ] (27.59%) , 2K 1b B 34 ] (14.66%) , ZE[H 6n % 22
(9.48%) , % 63@6@” (2.59%) , % 6X3ﬂ41§” 1.72%) , *{)ﬂﬂﬂji“ 3{5” (1.29%) ,

FHE[K 2a B 2 f51] (0.86%) , FEH 6u B 141 (0.43%) , FERH 6v 141 (0.43%) . AFAEGIRE
1) HIVIHCV SR e H NI R 73 8, ZRA g E L (X?=45.29, P<<0.001) . 3aZ%! FIB-4 {§
FomT b B, 6 B AN, WL ZERARIEE L (P EI<0.05) , 3b R HAMMA
it L (P {E<<0.05) , 3b M4 3a i, 6 M, 1b MESGit#%ER, (P {HE>0.05) . A
FEK A FIB-4 e ¥i= R A gt X (H=11.283, P<<0.05) A4k 3a,3b Y FIB-4 #5453
AT HARIE R, WL ERIA SR L (PE<0.01) o AEMS. F. HCV ik
EAERERA M EEREA SR X (P>0.05)

W ZFEERYRERIUREE] 172 HIVIHCV S HCV JEH i £ 2460, DL 3a A, 3b &Lk
FERATR, B YRR LLE K 208 JE 2 . HCV JE[K] 3b AU AT 21 ik 3k i sl AT A1k 58 A i 42

PU-039
HE MSM ABURER SR ITAMAMAR

WL IR TR 2 OKERR 20 SR
1. BE 2 R AL s AT B 2

2. WA

B 8 2050 A et AT o S HIV BB DIARSE, AR AT B e IR R E MSM AR S5 fa
PEAT IR, R Z, b Hoet v i TP i S R 2 e S, DA TR E
MSM 9% S35 AL 4% o

FE ARG T 2023 4E 3 A 17 HZE 2023 455 A 28 H, 7891 H [+ 32 H 4k Blued & FBENLI]
P RIE MG, SN BRI T R S N AR, 28 6 A B4 R EA) il
FAtEGL HIV RGeS B LA OB BEIR I . SRR LL K £ [N & Logistic [F1VE4R 784 50 FH (1)
FAITIFS

GEEL KT ILgIN 686 44 MSM, “FHJ4ER K 30.148.96 &, H A KEB AT G ALS, MEATH
TAE, BAARF, YWALE3000-6999 e ). 3k [E MSM K45 ik H 2% 4 28.9% (198/686)
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HIV BHYE MSM ik FH 28 40.9% (27/66) , A F A2 &% = ) i /2 Rush Popper
(189/198) . Wit 51.3% (352/686) M) MSM B Z AR, H 34.1% (234/686)
FIMSM KA L ENEAT 9, A 23.8% I MSM K AL 2547y (163/686) , 11 3.5% (24/686)
I MSM A AE i Bl kAT . 2R EIAGZER LR, @it (OR=3.395, 95%Cl: 1.221~9.441) ,
6 MNHMWNAMWANBEZ KM (OR=3.086, 95%Cl: 2.117 ~4.499) , 17 1E AR E 1R
(OR=1.514, 95%Cl: 1.037~2.210) 51#iH PrEP #j#) (OR=1.992, 95%Cl: 1.021~3.886)
(¥ MSM #yJ5i it FHI DX BE i o

gk RIE MSM NI FI L 58 it Hom e vEAT Nk A2 . w2 MR R FE7E AT
AERAE A PrEP JXLE AR 55 AR IEA ¢ . BURHIE & SAEIX AL TAE N 57T DR HCE
XPPERFEIE AR = MSM ABERIERER TR SROLOFME SR gt 5 AT A R H s, e
ZEVEAT N, IMERAR HIV 3RS, SGE AR BEIR DOR A 3% B

PU-040
YRR e HRIKERE X GRS R R TEEmE R

BRE 12, BERK 2, FRmdL 12
1.8 L ERPR S A DA A
2. R AL BB RO o G R

BHE [ 243 510590 Bk B i i 28 3 I PRE A VRT 53 R UG sem R R
RS A R RRER TR G 8 S I RIS T SR 5% .

e [ A 4 B PO T A 3t P AR RS #a ot 2017 4E 1 H-2023 4E 5 H 23R 11 243 4| 35050 & 3t
PRk B 28 11 B3 B, AR B E IR IRIRTE R, SR ERMER. WWIT RS 48 [
L7457, KA logistics [IA 4047 4 48 J& NBE T IR A 2 .

BEBL 243 Bl BRE MG K BE 2 R ZE T, 77%H B E NBE YIRS N ERERE R %, Sk
(82%) J&fp i WIEEIR, HURE KA (60%) , e WA A2 LIS SR &Y (34.9%) Al
ML (31.7%) o SCHEIRA FERRER N A 1) 2 BAATRIE R N 26.8%, Fik>50% (OR=5.726,
95%Cl: 1.59-20.62) . WMl (OR=3.534, 95%Cl: 1.402-8.905) . {I[% K#<30 K (OR=0.266,
95%Cl: 0.085-0.604) . {f[#k¥>1 & (OR=0.303, 95%Cl: 0.122-0.753) . 4% 5%
(OR=0.124, 95%Cl: 0.026-0.589) . Witt#&E % B ff KA <14 K (OR=21.675, 95%ClI:
3.901-120.42) . FEL N E>300mmH20(0OR=5.147, 95%Cl: 1.357-19.53) & L6 & 3 Fank
B DG fIES ¢ EE 5 48 JE AL T I SE G 3 .

g RO FRERE MR 2 B E AR, mEs, AR . PItER B AN, W
P R L RS R R 48 I NAET MG IR 3R, (12T LR AR SO i HE

PU-041
X B E R T aTT RIEME KRS

R TR SR BRI, X
BB 38 e TR IR PR BT oty

HE IfAR L2583 HIV/AIDS B35 405 M XS FII6 7 8. [B1E HIV/AIDS B35 X IR R 3=
DURURIRMLE], PR B TR 5t 2R IR YR T 712

ik AW RHAT 7 WA R SCESR, 5T Pubmed/Medline. 1. 505 25 04 e AT SCHR S
R, PIN 2023 4 6 HEIATFREMR HIV RGN HEE KGRI AT A2 CHk. FECi R @i R
HIV. AIDS. Rheumatology. DMARDs, (a2 B 90 . KSR B R TE T XIR 24
G I AT o
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LB 1 REMEMHCQ) B A R E A HIV R E S 6], NG CDA+T 41fig. "I1EN RA.
DLE 8% SLE W—Ziayr it e, JErraext HIV Akt 2 MIEEERZIENE(SSZ) TR R IEHE
CELFE 17 B HIV FIE IR M D) R, REEEZ(1417=82%)1E 1 > H WA BRI =B,
WA EHE B ITEHAE R . 3 & (MTX) 3 29w B 5 R, REH. PsA. RAFIEILE &
FAEH MTX Z2E%, MTX ageARaxt HIV I BRI RE = AEA RIS . 4 R 5%0KE: (Lfx) Lfx H
T HOREE RIR P 255 AE B S0 B R B AR A IR . Lix CAUE XT3 HIV-1 72 1) LR
FEAPURERE, SRt —MHT HIV a2y, Lakvss S a5 Baghn, RE%Y)
W Lfx B AT ThAE . 5.6MEENS (AZA) [BIF 7 418 F AZA (83, e AL 124 ARIE], AZA
(4 22 4 fr), BENSERY. 6.2 A (CsA) O T iR EE, RS EBiE.
B 98 FH B RS BT 5% o CsA 55 2 [ T ) 751000 =l A 1 300 e Sy BB ) 5751 2 1) kA 52 A R 25 0 AH AR
H. 7.5%EEE (MMF) & 7EWM SLE EE4h, ST EBMREE(MME)fEHEIRR >, cfK
WAMIFFER I MMF X HIV-1 B — @M ssiatt. 8. HUMBRIERE T a (TNFa) BCRiEk 2 175
B E A TNFa 697 HIV, GFEIEIFIE Ry, RIS FIFA AR, SRSh A BT

Ji PsA. AS. RA. Crohn ‘s il Reiter ‘s £ & 1iF

g R TR RN, RO H B G AT DU AL Gt S A KRR T VRV T . TR
CART Ji #7514 5 4= 31| H. CD4+ 14T 200 ANl 1 981 G B3, A8 K 2 Ebm ot i i
I IR 299 02 2 4 HL 52 Pk R AT/

PU-042
HIV B EREER L mENZESH

B RPN IR 2, skip
1. E AR RS I R AL 5 i 2 e B
2. EHREEAFR 5 B IR b a2 B B

HE 2019 F48k4H 3.01 L N EAERERS, ERES TR0 SR AR SRS 0
BT i — RN R a5, X £ RS R RS 1 TR D i £ RE RS B A B — e

HET, fEREEGESE HIV IR A w2 — R A ilis RIGIEE %75, R
FtHIV G N 8 R a1 o 28 R T ReA AR SR R 22, IRITIBAE RN D Geit 2 RR IR R 3%
9 HIV e 45 FR G (1) 77 7 1 B BRI S K .

ik DLEERERGT . “SURT N RPEERIER R “HIV " Nk R i, /£ PubMed. Web of
Science fll Embase 12 7 2022 4£ 10 H 22 HAGHIFTE Mk, ik L DSM 8¢ ICD R
FEREIHIZ WibR eI SCRik, N CMA BT GHUSCEE 2 B 3E A T 235 0 #r, R R AT A8 S A 2R YL
SN TR R, Rl WA BRSNS A BB B £ R, 58 Q BRI 12 K501
WA S, i U 2 B ket e e B PRI AT RESRIR, 12 IBI SR VAl B AR SR VPN STk i &
ZE5 LY N 10 TiSCRik, 238570 MEEAS, R SCHRAEA S M 300 2] 122896 N %5 ., 455 TR HIV &
YeB B FE RS B RN 15.5%(95% B A X 8] N 6.9-31.0%), 2 ERAGH) HIV BYges T
N 46.58+11.15 %, CD4+T 4l P51+ %0 446.92+280.60 cellsimm3, HIV G2 WP mf K
N 5.89+5.94 4F, I WA TR, HIV BEGE S, AFEBED . SUIRE . ZEEEE. il
R Z B REG KR R TCRE 2 R

% AT R I HIV e £ FE B AS IR S A B0 26 5 T A Bk A PR P AR R 2

H T HIV Eee 3 i AR A R RS AR XURE IR 2 o T A, ELAEFE RS 25 B 3 O BRI AR B T R P
AR AR, R HIV B 1 £ RS 3 T 8 A Buth IS A U E 2, XA
FEERS R HIV &Y, AV T E—FhDUA 3 B A R A 25 & U D7 k3 AT 5 000 2 A0 75,

DAYRk A 25 5 () o SR ek e — P R SR R . IR SRR R YA WAL, Z9W RS EIAE A&
55, AHH RTE Al DRSO O I PUR BE T R0 B A R RS A DG T, R A X
BRI T BT RE SRR RER AT BN 2 RN AT, O HIV B £ FE RS 1 S o 2
W UK .
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PU-043
ET SIRSHIMRAIGH HIV &3
SR BN HERBRFERR

E= T SN SN (VN N S SN = NN ST
1. E AR RS I R AL 5 i 2 e B
2. EHREEAFR S B R b i 2 e B B

B B KB A2 B VRN R 4 Wk Bk BUREAAER— RIVEIR, Fharsip
RGEPRHAFIEZ — . Wi s il g KNI RE . a5/ Atk HAl, s bsx HIV
G I F T BN AR AT L. AW B A 2RSSR R TTE, BT HIV B
N REGEHT e B Ja AP 2 AR A2, IFFEIE b HIV G 95 5 g 22 R Ge it (M ik 2 15
FHFE.

Titk BATH 66 A MW BRI, AR R 4, HOONE — & GeHd
TR HIV EAEE AT 10 iUATEE a 38 2 DORER SRR . I SOl R ER Bt 20K
ETF— G WHIBHI IR AR R G, IR B S B s SRR . & 25 ThREmi 3t
Peiit%. KA MATLAB R2013b #fF1f) spm12 TR AT HARALEE, 43 W ie ik G J5 2 00T it sk
Jeri 2= 7 BA Gt AR X . T i B R TR RS E . B TRRK . RN
WA FRSHRNE (ALFF) /3 8URAHRIE (FALFF) | Ri#—#E (ReHo) . KIMAIZEF 53
(I XA 9 OSBRI X A 3 1, e H S AR T D REERE (FCO , HBURGYHd /e HIV
IR A T RETERE (224 -

SR EHBMAR, FATKIUEEEAR HIV G, (1) ALFF FEA {0 FT H7 055 40 i ] |
FEMZ EIRIAL R B ALFF A2 XUIEL R (B UL om0 e . fALFF £ 22 M T Em e (2)
ReHo &7 MIEtk-5 Lol Ze M RARA% . AT Fn s A Ssfas i el 2202 LAl 4 FEA%; ReHo 7EXX
MURL R AL & T (3D Ze AL T I AR i 2648 AMEESAR . 7 SR TR ALK ARG I o
(4) LA 11 ANThRE. SR 5 I XN, o KBS RESHE RS AT L, HIV B eE Hd e
FC £ X 18] 2 25 T i, XSS XA HE: AL b el 54 OURE R Bl 2R el 7= ke L 1m
P ER Uk e SN RSP SR ISR v SN 25 =Nt 137 S TRt 11 v A N TR P X 11y A N TN SR 1R v I D=
sk 11y e Sl = R S 1 v A N T R 11 v T N S 1Ry ) = 50 P 1R T S SR 1501 Sl E N R v
RTINS 11w 1 PSR 157102 T A e RS S

G598 AWTTHR T HIV B RAGHT T 5 RN A D BE S A o L R B G, T
LI i 1 95 SR PT B A T e R o e 4 SORE L B 3 R A e R D TR A T A A 75 AT LA
OPIGEE, B R S 2 KA, ARt D e U AT,

PU-044
BRNREBEAELTE(EHE HIVIAIDS BE PR A

RIE. ZEHE. M
DAL IR ERER (S LR RZ LR A D A L)

EH RNV 2 2 B 48 AL G B2 Be 2 BEZAE 3R HIV/IAIDS S FE AR 00, AT IRAS S8 B,
ST TR RIRCR -

Ttk GEHUEOE 2021 5212 . T M A EGYREEBE 12 ARG K 145 B2 BERAL4k HIVIAIDS &%
TERWT TN B, TR RE LM B RIMCEE R, EEBOR IR S BT Ja MIPUR R T .

R 2021 12 1, ZBBERIRERT 1SR B HR HIVIAIDS 3538 145 (7], Hrhpae2 4
il 124 ] (85.5%) , MFHRIL 21 H (14.5%) . ZIIKEIRNRE TR MR, 25 F 3]
141 ] (97.3%) , R 4 B (2.8%) . NFEEEATIWEEEESME N 20300 (3625,
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61208) # Ul/mL, MREHFEHHFHELIEN 0 (0, 130) #U/mL, EZRA4IFEX
<0.05) . EHIREEEHIAY 4 I K EEL BT R AER LR B, Oy 15 i) LE SR A4S XA B A
LARINE B S RTT -

G FERA G BT E R MR, BEXIE . B IREIVRAG, HERAA SR, S
BT RO E, SBRE A BRES. mRENRSR. AN RSTUREIRIT IR,
LS R BL HIVIAIDS S 2 miayr IGO0, #5445 F HIVIAIDS B8 5CHF, SRR A 1L FK

AR

PU-045
EHOREEBERBFEREHIREIEERE R
#i& HIVIAIDS EEHREIRTT 3 EMEXTEE

Ftaz - REE. PRl
HRHT AL PABESTBOA

H ) iz H a8 o TTECE VA & 90 5 R 8 FEIR0IR 0 5 R & JF 5 /R Je 36 3R 3 vl iR
HIV/IAIDS & HUiTIRIT 3 TG KRS % 7

FE NN 2017 4= 1 A & 2020 4 1 A H1RTH AL PA ST o6 0 liE HIVIAIDS B34, 1R
PENIERRUE, AN 94 B4 IF Ty /R JE JETCR 7 i HIVIAIDS ¥)36 5% I 2602 19 R & HHlL e gy
1 HIVIAIDS ¥13A i . IRIEERS . PER. ART 5. #I46 ART R 1:1 Wi R840 VLRl 5, R
Kaplan-Meier L7712k, £ K& COX mIHNH ARG 2R, FR RAMSIAEA T #KodEs
g, im0 .

LER RINECNT 61 XF . HIV/IAIDS & 3F 5 /R Je SE TR i 9 35 F8T- 22 6] (36.1%) , =T HIV/AIDS
REHL/RBIEVREIRE T BE (7 6], 11.5%) (P=0.001) . HIV/AIDS &3t 4/ B JETE R
I TS A AR A 799(95% Cl:697 ~901) K, HA i /b T R & FH B /R B FETIR I 1 1102(95%
Cl:946~1077)K, HIVIAIDS & 5 /K Je JE WK B B 38 A IR R Sy /R JE JE TR B R 3 A0 T2 XU
JF & 10 f% (HR=10.037,P=0.001). Z K% COX [HlH & /x~, =& & 4 I3F D /K e 3E %R &
(aHR=3.629,95% Cl:1.534~8.585)F14F- % (aHR=1.064,95% Cl:1.026 ~1.104) /2 HIV/AIDS ¥J3A i
FERT R E RN R, B, PURTIEITIE 12-24 JH. 48 J&. 96 A 144 J&, W4 CD4A+T itk
B A LB S E A

E AL R BIETIREH A HIV/AIDS B, B2 PURTA TR, ViE Emsbr XK, {2 CD4+T
LA AR KA 5 R A IR DR R SE IR B A HIVIAIDS /38 o i 2 572

PU-046
FE HIV BRERNMKEELERTH

DR, RWERR. B, XIEED. EMIL. . FReE. W, FRA
A R 2 AR B b AT A B

B AHTTT SRR T E HIV G RMsh e SR AR, IWRR ISR R #IGIT HIV R
SRGURTEIRYT B sk S E RIS, AEE HIV RGeSO IE ORI . & B AR
P o

Tk R Z b HIV RGBTSR TE RS2l . I 159 BIRFURERIRST HIV B4
H 159 GIKHITURREIAYT « W REME] B, RO RS I = 2 B Atk 2 LASRAS i sl ik s
fH, VAl HIV G sl ik IS A5, BB B I al ik I AR R 2 57

SR P HIVIERGEE RIS K K A2 9.4%,  [WSE E S R BT FC B 1 HIV B G 7 Jit 3 bk
JERAEFRZFB, SUN BT HIV B sk m ok 4 3 ik 56.8%, FE HIV G il
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bk i e R A AR T RS E A R e a6 R o JRIE HIV G Flisf ik e s 22 il Sk i sh fok e s 52
R Ak e, B HIV G s FE s bk s R A H0 7.2%, B al ke ok RN
1.9%, M kE R R AERER (1/318, 0.3%) , LEHRKAFEEMNMKE L. KIUBTHEIT
HIV e sl ik s e & A4 30 8 2w T RIIPTR 3R 7 HIV &GeE (13.8% vs. 5%, p<0.05) -
S50 MECTRCEE K RE s, hIE HIV R sk S A E R BUR, 2 im S sk
o [ B FE A A ik e s o W SHTIE Be S f R T HIV IO s ik m s A E R B ZR T R PUM A
7B, PR HIV EGEE AR TS H S09 5ER )T DABEARAM Bl Ak i e 1A 2

PU-047
BEERRATEYR HIV ERNSHER

XSRS TKY
HAREE AL S I R AL w2 BE B

HE) HERX T EARAGY, BREERIIGT T REEXRIERSN, BHEk, Mgk EGIZ
PR AR . BATRER R KRR, 4R 8 R AT RN R HIV G E R
EAE .

FiE BAKZR T 2000 FE=A5HFIREICHR, Mg TR THE = LHATED RIS HIV D58t 7
R AWK, G HIV FERES, S@FERIITE LIRASSERSE R 7ok . Atk
WHFURIL, FHEREATAEY 10-1E T E MRS B R BAREHT HIV-1 3, Hat HIV 1)
EC50 #11C50 7374 4.7 uM H1 1.3uM. X558 38 ATV — DA L], 10- S8 B i
T A R B R A R AERP HIV-1 6. A A RIEIESE T 5 8 2 B B T #) HIV-
1 EEMRETE. AFREGR T 6 N 1,6- 0K 1,2,3-=MENEAFEHRTAEY, KIHS 34
HARGEFIPT HIV ThEE, 1C50 i 1.34-2.65 uM.

g BARIE MRIMERE A LREERE HIV BB RREFREER, HESRNFTHEATE
YIERAE TAREF BT S, W2 T SOIESE B A — 8 HT HIV DhRg.

PU-048
HIV B RERE R ER MR O R

PPN S
EE e R wayE S

HH O HIV BILRES KRR EE T, 52.5%M AR HIV [T, H1T HIV RGeE e 8
T o EEIEOR, BT HIV G T M0 R 1A PN S e S 7 R M 22 50 T

Titk BATE NG HRE R R IR 2 B (LBl T R 8 17 44, Hoh 12 208 HIV [
Ve, HAR SADAHIVIITESRE . 5, FRATEL Elisa SLis il 1448 17 4 B FH R 5
REERMPUSEE A A29. L1, H3. E8. B6. A5G )M, ffa, A& T HT VACV-GFP
e Eg TR AR &, PRAS4HE 17 A7 8 AL IR 5 960 35 1 52 S A .

SR AT X BE MR SRR SURE A A29. L1, H3. E8. B6. A35 A4 E
2, IE S B 8 LR TP B PRI R S DR, HIV RS TR B B s . JATIE
BN 8 4 (47%) B MMM BA L AR R RE /), Hd 3 44 (37.5%) BN HIV AT,
54 (62.5%) HENHIVIIYE, BAREER, S hANE R RRIE T —A2 HIV Bk
B

0 iz, FANESE T S, HIV G T B S 254 1™ A2 o5,
Fiah, RIMERE HIV B B Lt n] S5 B 7 A2 A8 SO AT SORE o ARHIE 78 11 i B2 N 20 B 22 e Je
e, B RBAFIFFEE HIV G 15 R 8 1 S e [ L
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PU-049
HIV B EHIARERR SRR E RS

BEEMR. 5K 5KIE
HHREE AR S I R AL w2 BE B

HE 2 HIGIEESE T, BRIE HIV B G AR AR R rs i B R A L E R &=, SR EmA
Ot IR AR, SRR HIV B E ISR S IR AT R A, A HIV B GeE HA B 1 Jii
KRS R

7 CLHIARRRAg " U N R R R MR %A, £ PubMed. Web of Science Al
Embase F /T Clikin =, ik H LA DSM-5 B ICD A2 Wik i SCiik, W AH CEHE 5 N FH CMA
WA HEAT L2001 o ASHIFF0 R FHBEATL SN A Y Mg ANHIF 9 (A BB 22, IR0 P 40 25 28 0 i PAd 2
[ R EA 2R, RARKBBRIEI T ESLA B MM, H8 Q IR 12 K IRTFAL 7T
(S, SCRRTE VA0 2 15 B T AHPQ FRIERITH) o

GEBL RTINS BT 13 B0k, FEASE A 60 1) 122896 A%5, 455 or HIV By rh A b
TR IR %A 21.7% (95% BAS XA 13.3-33.2%) . BT WA LIS, HIV &Yt 50
IS5 RS AH 6 1) £ 6 PR 35 32 2 4R (B= -0.0653, p = 0.0027, n = 17)MIFAL Y HIV 1K (=
0.0024, p =0.0098, n = 17).

Zhe W I NN SRR AR ATV R BT AT LA HIV B A B i i A B R . N T
P /0 FAIS RS T £ 3 A T R 1 A7 T R DA R AR s B R At 2ol i g, FAi i U0 7 BT
FREAG I HIV R GLE AARRE RS IS Wi fE, S AR S B IR 22 1) R A A 2, DADRZD HIV %
P B AMARBRAGF A A R R A o IR YU R B 25 ANt 25, R v 7 1T R B4R F 328 T ek
A, AERAE B DRSS B A% O (PT35I B8 3 (PDRG A A TR AH R FU b L i =, 75 2
BT — AT 5 AT RE S ARSI RER AT SE N 2 RN TS, NIRRT A SR S K3

PU-050
HCV/HIV &€ H B8 & HCC 1Y
IGRFHEREXEREDHr: —IRESSHFHR

MBS, (OREAE. ZEAISR. BREIBE. ZRIL. /NP BRI, it
N BERE RS B i\ S e

H B AHT TS A B B St HCVIHIV A IR A, 7R Z ANEHCC KA L, #R Hgm R &,

e I R S e SR AR A

FiE ARTH AWEEPEBN S FT, THiEATE 2004 4 10 A % 2019 4 12 AT MMERIEME T\
P e i RO a2 I BB . GONARTE: 1) B2 HIV, 2) HT-HCV HuikBH T, 3) Kz fibistst
JREEVAIT (ART) , 4) Fi#d=18 % HekrdE: 1) REKINE HCV RNA, 2) AN4RTH HCC &
s, 3) BEVIREIARE 3 MH. EEMNLL S HCC K4, WEMEA L. FEEHENE
(SVR) . HAHRIET - A4 [RIFET .

GEEL RSN 793 B, RT3 38.0 %, 81.7% AT ME, 188 (23.7) il HE LIS HT
itk PACEBEVIR A 6.7 4F, WFR IS 13 flf#E k4 HCC; 386 #7324t HCV &
J7, M 347 (96.9%) #ilE#H KA SVR; 64 Bl EH BT, Hf 14 UMM, KE
HCC [ tE NH LRI, AL (61.5% vs. 23.1%, P=0.004) FI HBV/HCV/HIV = % ji&K
(46.2% vs. 16.4%, P=0.013) LB, FPATIHRESZHE 2 0L, RIS 4 5 = A
B E, UABMKAEA; AMAKESREE HCC WABRH MR . CD4 4 i it %,

CD4/CD8 L. HCV RNA #H &M HCV HEM LR EE R, ZHESTER, NN FER=240
%, HBV/HCV [HIV = H &AL & HCC KA MM BRI ZR, 1t HCV J6 97 2 1% A\ F it
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% HCC AR R 3R . AHEL T RIEZ P HCV WRIT IR, HZ Pl HCV 1Ry7 B 10 Rt
HCC (1.0% vs. 13.0%, P=0.001) . JHHtHKIET: (0.6% vs. 11.3%, P<0.001) FAFHIET:
(4.9% vs. 26.7%, P<0.001) KERHEZFLA, #—D LU HBVIHCV/HCV = BIEGL s L1t
N BEAT M, WAG RIS EE R

g TR, GIF HBV =S EGURIHE{L /2 HCV/HIV & JF gy 835 K4 HCC AL fa s R 2
AT HCV ¥R 17 W] 3% BRI AR R A HCC (U, BT S I PR 45 JRy o AR T3 S S 7T ik
PSR T IRARSEEE, AE HIV R AR R RS HBVIHCV . R PPl T 2T 4E LR B AR AR
BT AT (1 2 ZE A

PU-051
MR EmE S %R, COVID-19 1 EBV Bf—4i

RESE . FOEBR 2, BT A R
1. SIKENREERE
2. B EFEERFH - WRER (FREERD

HE SCP00 G I R A8V B BUE A P R R A O # i 8 (COVID-19) T BLAS R
G)Ry o A ARIEEAT A)— 01 SLEEI A Al G5 A% B A HE N TR R K EBV IS AL R DU EE G B
HiEBERME, 6125, BRRERH#A4H, =1, 9922 20 KT 2023 4 6 /1 26 H AFKFL. 3 FHTT
SN RIS WO R0, ARl . KREUINL, RITART IR . 4 J DURICH]E 7 BRI
21 39.0C-40C[a], [A]WIZMK, FEAVFEERWR. ABERT 1 FRGRTURITw AL, T2k
BeioWiiiziiz, 17 HRZERYT, EAERCRSGEM L. &k T38°C, Ik, M AIEMEIER .
FE . 20K, CDA+T 4H i 4L 24cells/ul, P24+Anti-H1V A, HIVRNA 4.44E+06 # Jl/ml, IfijE
HEEE 23.7g/L, REMAEMRN, WE 1. EBV Hifkik VCA-IgM. VCA-IgG J EBNAIgGG ¥JfH
P, Ifi2% EBV DNA 4.356E+3, T-SPOT [HE, 2019-nCoV(HMHL+):FHM:, Ct1{H 24.5. RIKJE
RN GIRIRIER . A CT $&um: 1. BUMZ K SERIVEL 5, A D VE2ORE, XUl
PRSI, ARG IARELEE K, S5tk 2. 1B ERFRREL, B, U 1. Ol R L
H o

NBeJa 24 HRZE $i45t%, VES RN P MARIEEEIE (TPZ) Fukdy, 57 B e HINERE 11 R T
PCP, B FEimt: 28 H Y RIRFHAFEE O, FRFFE T L TPZ, #AZRAETURS,
ART J7 % N TDF+3TC +DTG. H&EIAFFLmH, HFART 259 & 2k, 30 HH ART,
A WVIG JEMIRZBW R IR, WK 2. 7 3 3 HIREFHE. 7 HKE ART (FH1) , DTG —
KRB, BEBFBRHIEH, FE RIS, T IVIGHH IR, hHrekmHi239°C, HAEREIR
B, REMEEERTEFRARNAR, ERZEME, 7 3 13 HRZFER, Ea9%80 50
J7, TUAHBE. HiFEERIB4kL: FURPIZZZS . ART 29 AT H 5 e 7

iR s B TR M BT 25, RRRSRmBORES, Tk ESE-EHBET.

51 COVID-19 RATIIAREE I, SAFHIHil COVID-19 B3 & S £ HAE e, JUHZ HIV Al
PEDNREAR N B, TREH) T Z AR T HIV . MTB. SARS-CoV-2 #il EBV & JFi& 4L 4
PR B A PRI o

PU-052
2020-2022 F{F PR LR B EE BT A RE R T RS 47

XIRE . (TR Bl
JRCHR T A 36 AR R R ST At

B 82 B SO0 SR W46 5 2 ART BT HIV-1 A5 RV 24 A IR S 35 DRI B 40 A i
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BT H PYNE PAEFMTRIAEEZRSRHHRE (g5 18PJI341)

T AN 2020 FF 2022 HFHAAILE RGER T A ARG PR =7 O Be 1 S04 /8 35, WIUR 5 3
ART AT HIV-1 ZERE A JE DR B 24460 0 2 B4R ANYR YT 5 HIV-1 RNAL T bk EL A0 P FEAS I
K H In-house 723047 HIV-1 ZE RN R, MR GTE A 20 Ar HIV-1 JERE RS, S€ [E AR K2
HIV i 25 500408 P A0 26 0 AT i 26 Je 5787 55, AT HIV-1 32 DRI B A0 338 14 T 245 43T o

BRI 213 BB, BRI ZR N 6.57%, B 1FE. FH2FE. P IEMARERDHN1.75%-
6.15%. 9.89%; AFAZIFREEFEEINHI7] (NNRTIS) TH25F N 5.63%(12/213), A%1F S il
75 (NRTIS) 9 1.88%(4/213), Hrb 2 il & % NNRTIs. NRTIs [FIFR 24, A6 5] 2 A B
#l57 (Pls) « BEEEINHF (INs) Mif25. 5 NNRTIs MM 3847 5 8:V179D/E. E138G/A.
V106M/l. Y181C. K103N. G190A, 5 NRTIs MM F A7 5 8: M184V. K65R. M41L. =
PEAG AR 245 % A B0 AT REVERC A E AL (B=-2.44, P=0.01, OR=0.08) , AR TA ., 5. 4F
WL PEEL ISR, LA, L CDA. SN SMEEM BN RELREER
(P>0.05) . 176 BIFEAY WRLT), F I Z 82.63%, KWL CRFO7_BC il CRFO1_AE
N, 43.75% (77/176) Jy CRFO7_BC, 38.07% (67/176) y CRF01_AE, 10.22% (18/176)
FHAB R, 7.95% (14/176) JysE AL,

Z0 AHEBEYIG HIVIAIDS BB AL 3R 20 A R AR E T WHO [ 5%IRE /KT, I HER
TS, HIV-1 2R AILL CRFO1_AE #1 CRF07_BC A, #/r AEABIFIRITA, Fm
s HIV FEZRM 25800, 5 S AR AIPURTIRIT AR, BAEBTiEE ART J7 30U B 2
BRI R AL .

PU-053
HIV X B RS IERRER

RUE. IR B MBI, XIDRE
FRARTH 24 3% A PRI T ot

B IR E20% BEMEE 2] HIVIAIDS B35 1 GRE DL, BAEALAEBAOR . 4NN, ARGk
PEARE A SRR B SO MO R o BB HIV/AIDS B3 M XIBR R I, RS BRRATIHG. IR
RIS RIFHLRIAE IS RIER, SR B X R I R R LRI

Tk AWFHAT T WA SO R, 5T Pubmed/Medline. KR4, 7577 45 84k PEHEAT HH 55T
BRAE R, 4N 2023 4F 6 H AT ATFRENE HIV EGAN G In KR I R E SR, 64 iR
T WBIRSS FATIRAITIL, 5 7 HIV RSAEILIAE 8 RS PR A RIRARRI. SO0 R
FKEF N HIV. AIDS. PLWH, mFSCICRRE 2 RBEA DN e . KR i il e & iL.

GR BRWRRGLCR, 530N A RIOHL S RS Ok A TR PR, RO E ST R A
B 1989 3L B IO KRS R I B AR LK, A BIHR T « 01 R SIARAT R 0T FU g
T HIVIRBANAE AR T IARRKERI . KER CDA+T MEHMIFEE . Rrai fimifb &
FAERE HIV-1 R FFFIE. BERNNRG DR TRS S T HIV SRR . KITK
ORI R RANEAESRTT 2 A SO0 35 A B R GUE MR fih e, B AT 4K % T4k
IR G s WUADIEIR AT RE MR SUULE IR UL B i PRI e S 3 T iR (HAART) IR A F SRS
HIPOEOFEE IR EFERAME R FRIBVER IR A0 2 SR S AR S T s 2 85
Yt SLE WlRe oW E R, HATRERMES HIV ERGX 70 PURIFL i85 25 W) ] 3 30m PR R IUAE
5RO Sl = T TNF-a 700 m] F A A PR S0 /s HIV R GE LA 1 %
RIF R CBWE, RAMAMVRLE cART B AR% % W; RA M SLE 7ETHERA HIV Bt A
Gefft, B B cART HHHAGE -

518 cART HILLLKR, HIV BGMHLAE BRI . RTMAAR 2 cART 15 JF % % LK
K. RA M SLE fEIGZNTE HIV G HE NG, B 2 cART SHTHE -
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PU-054
MR ERTAMELE HIV B EEERRZARFEMERE S

PUESNE 7]/
AN S

H B i = B8 s SR 5597 (Highly active antiretroviral therapy, HAART) 477 2 I (1)
HIV/AIDS & ) LI 3E R L i 2415 0 S L REm R K

T WHE A 2015-2019 4 15 5 LUR JLEHURTERIT IR IR TORE K S RIS 25556 MG 5 2, 4
TR IR YT RIS ) LI 24 1 100 S el R 3%

R 2015-2019 FF B2 HUREEIRIT ) LEIRTT KIKE 11.74% (166/1413) , J0797 RKIG i 2
K 70.48% (117/166) . NRTIs 1 NNRTIs W&} 2% 40.96% (68/166) , NRTIs. NNRTIs.
Pls = =i 25t % 1.81%(3/166). i 25 kA= R w2 NNRTIs. HIX NRTIs, ,Pls i 2% £ %5
Ko JLE —&PURTHM PN 2R RACH R TDF. VA 7 RMUE )L = K26 ART 25454 i 24534 K]
F7 552 B, NRTIs AH2¢ 1 1 B 2547 A2 M184V/l; NNRTIs AH e 1 3 B 2547 22 K103N;
Pls AHIGH 1B 2547 s 2 M46I/L A1 L33F. ‘RIMUE LI HIV ZEF AL CRFO8__BC WAy
34.33% (57/166) . ¥AIT /7% HAART J5 CDA+Ik I 4u s, ¥4 7 I IR J& i 25 77 A i s mi R 2%
W Bilsa ) LE L B F BT T R EEILZELL NNRTIs AR —Z& T RNFE. JLE HIV
BEBMCRAET Pls —2ZiA77, sGFRELEDURTEZAY TR, TR S IUR IR R k>
SCBEIRRR 24 10 R A

PU-055
#37 HPLC SEMZEMZ PR ER B HESYIRE

CINESRUENE (7 QU -
1. HIR T3t PA BT foif bl R G
2. 38 L BERER S A 3L DA 22 B

HE WtEER B RIRERBMHEIIH Y, L% HZAMIREL RRIE TR, RSB IRE VR
7 RCR A bR . 00T iR RO C iy DR I S A e R S A R Il R PR R
B RS IRIEMI T %, FH AN T RUEH 2 45 245 J7 RIS %

754 I % FH 1) €43 4 4 Diamonsil C18 (2)  (250%4.6mm, 5um) ; & A 30°C; WizhtH AN
10 mM BEER B IF TR (BEIR AT pH=4), WahtH B NLNE , SSEWh, AMH: B #H=63: 37; ik
4 1.0mL/min; K0 K A 405nm,  #ERE 40uL, 23 HrAFIA] 10min. R4 80 435 S VAT 1 LG
A R BR B i 5 ¢ 55 3 24 10 1) IR bR A AT A I o

B T E B R R N 0.05ug/mL, TR B I 253K E 7E 0.05-4.0ug/mL 3 Bl 4 5 06 iR 5
BIFIIZMEE R, R4 Y=6.13e4 X+1.62e3 (r=0.9994, & W=1/X, n=7) X% E 80
1 SCTEIP B FERRER TR i 8 58 23 1 MR RS AS A 2R 58 292.5(185.1,446.3)ng/mll, A H BRII7E 26 1
SN IS

GEW: T OB (0 T R E A I T P E B R B RSB IR T . AJTiEM s, B, REUT R,
LR PRV R IS F T IR R MR B 21 B I 24 7R B3 (1 DRl s 75 22 .
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PU-056
Efficacy and Safety of Albuvirtide-Based Regimen in
Pregnant Women Living with HIV: A Case Report

Na Li,Shifei Wen,Daging Zhu
The Fifth People's Hospital of Ganzhou

Objective Human immunodeficiency virus (HIV) is an infection with a global prevalence and
currently no cure or vaccine. Women living with HIV who become pregnant or acquire the virus
during pregnancy are at risk of maternal and perinatal morbidity and mortality, mainly if the virus is
poorly controlled. Although antiretroviral treatment in pregnant women has undoubtedly minimized
mother-to-child transmission of HIV, there is no clear guideline on how to ensure the safety of
mothers and infants when choosing ART regimens to block mother-to-child transmission in HIV-
infected pregnant women. Albuvirtide (ABT) is a long-acting fusion inhibitor that inhibits HIV entry
into host cells. ABT can react with albumin and form a stable 1:1 molar ratio conjugate with a
maximum 12-day half-life. ABT+DTG regimen proved good efficacy and safety in hospitalized in
both treatment-naive and treatment-experienced adults. Herein, we aimed to describe the efficacy
and safety of an ABT-based, dual-active antiretroviral treatment regimen in a pregnant woman with
HIV infection.

Methods The patient, a 25-year-old female, was admitted to the hospital on April 16, 2022, for
"more than three months of menopause and four years of HIV-1 antibody positivity", with obstetric
ultrasound suggesting a midterm pregnancy with a single viable fetus and an estimated gestational
week of 14 weeks and three days based on fetal biological measurements. The patient was
diagnosed as HIV-positive in 2018 and had been treated with oral tenofovir (TDF) + lamivudine
(3TC) + dolutegravir (EFV) without regular medication. At admission, the patient had HIV-RNA
1730 cps/ml, and CD4 T cells were 145 cells/uL, CD4/CD8: 0.14. The multidrug-resistant (MDR)
test suggested NRTI (ABC, d4T, ddl, FTC, 3TC, TDF) and NNRTI (DOR, EFV, ETR, NVP, RPV)
resistance, and the ART regimen was finally adjusted to ABT+3TC/ DTG.

Results The patient showed a decrease in viral load (30 cps/ml) and an increase in CD4 T cells
(215 cells/ul) after 14 weeks of treatment with an ABT-based antiretroviral regimen. The patient ‘s
physical condition was good, and no drug-related adverse reactions occurred. By the prenatal
period (38 weeks), HIV RNA became undetectable, and the CD4 T cell count had risen to 348
cells/ul, CD4/CD8 was 0.39. Finally, the patient delivered a healthy baby with negative HIV tests
42 and 92 days after birth, and the growth and development of the child were normal during follow-
up.

Conclusion As a novel fusion inhibitor, an ABT-contained ART regimen is one of the favorable
choices for HIV-resistant pregnant women. It can rapidly suppress the virus and improve the
immune status. It is worthwhile to recommend its application in drug-resistant HIV-infected
pregnant patients to ultimately achieve the desired therapeutic effects.

PU-057
hEMX R ARKERRERITRS MR EIRTTIT:
— A%l BIEERHR

BMERK. REM. KA EH. HEHE. SREKR. XKE. HESE. BEE. BHr. WRE. Bl
HRHT AL PABESTBOA 0

R 73-Hr o ] 2 X B0 R B 70 URE VAT AT 38 DA JRURR BB VR 97 2%

Jiik 2019 4F 1 A2 2022 £ 12 [, IRAYE 8 KEREHEAT ¥ — 2 thoL IBIERT T,  LAVEAl B2l
BRTE LR AR SAT SR SR MEIE ST VR T 2 15 A A T Rt o

SR 201941 1 HE 20224 12 4 31 H, A 14678 44 RN R YE AT 7 I CrAg
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il AR PURMAE (ICA) HIZUHEN 4.1%(433/10649, FRESEREH MIE. CM Al PC 4h).
CD4+T 4fffli1%<200 cells/pL ] HIV/ICA &35 % E N 5.2% (246 /4750), CD4+ T 4HifiLit-%(<100
cells/uL 7 HIV/ICA H i %N 6.6%(230/3495). 123 15 HIV/ICA B3 Bi) 1 4E, 4 Cox HuAFI X,
B EE 3BT (R IEMER . SEES AT CDA+ T 4ifdit4h), SHUBEMIL R I NRITAMLL, ARz
MBI BB R AR CM ORI/ ERFET i XU 5 H 3 f%(aHR=3.035, 95% Cl, 1.067-8.635;p=0.037). 14},
B2 EURE MR TT ALY CM A/al ZARBET R HK[19.0% (8/42)vs 8.6% (7/81), p=0.144], 1% CrAg
BRI 451 5 55 [72.6% (53/73)vs 44.1% (15/34), p=0.004], & CM HMI/EEFET i rh AL ] 58 K [32
(IQR: 22.0, 56.0) vs 7 (IQR: 5.0, 20.5), p= 0.009]. 7E4%52 5 FMIESEIEIT HIBASI T, BEDT 1 4,
SHEME 800mg 4LAIFREEME 400mg ZHiMLiE CrAg SR H41[60.0% (12/20)vs 54.5% (18/33),
p=0.779] J i3 CrAg BRI Az AI[14 K (IOR:9.25, 14) vs 14 %(10.5,15), p=1.000]% % L4
R . 2 Cox ELBil S R AT (REIEHE A AERE AN CDA+ T 4iAR it %), A [F R MG TT SRS
KA CM F/EHE T [ A A7 i) T ) B TE Gt 12 2% 5+ (p=0.836) -

e HIE BB R HLX, K CrAg i 2 0t BH 8 #ETH S0 1697 AT A 24 CM R A= R Al
BRERBEAHCIET 26 H 2 B2 R M T RA AN e sE 4B CM FIBET- R I, PUE I 7 A fpidk—
AR

PU-058
XigRE XX E B A HRIGT L amEFAMBIKE HIV-1

REFNAYMEMEZLE: SPRINT
(Switching People living with HIV-1 to

Receive Innovative Non-nucleoside
Transcriptase inhibitor) #ff3% 48 4%

FRARAN Y, R 2, RS, BAHER 4. BHULER S, UM 6L EMES. BRTTT. fTARME T, BRMEYLS. LS. ZKI 10
1. EHAREE RN I R AL O IR BE B 2. E SRR MY E AL Ui 2 R B 3. RE T 45 — N IREEBE
4. MM NIREERE 5. B a{h 8 Rk 6. IRYITT = NIREERT 7. AR A 3k BA I R RS T ot
8. HRI AL AR TRIh 0 9. KD —BEEE 10. ] MEERIR A& 7 )\ B Bt

HE A7 AN KT (BLNNRTI AR SFEE BB E (BLINSTI MR JRIT &R
SRAGIRE A AR HIV-1 SR G (KA RO A 22 4k

J7i%E SPRINT WFFC & — It BEALAL . XU BB, . FHPERT IR . SFAT 2040 1 34k 56
(ChiCTR2100051605) . FZANAbrHEHE: F% 18~65 %, WEfEHZ—Fh NNRTI B & A%
RO ERITED 12407, ESR PR HIV-1 RNA<50 # 0U/mL (EEED 14N o 762
22 R FE BENL 2, o Bl AR S8 oK B R UL HC 22 57 (n=381) Bk 3 % BT & I UG e % 7L 7
(n=381) , ®H 1K, FEFMML LS ANSRER FDAPIRENEYT 48 I HIV-1 RNA250 #
TmL 328 E B bk, ELBIHETBEN 4% CUID .

L8 T 48 BN, LK EBAME RN EL A 76 (1.8%) 16 ] (1.6%) HIV-1 RNA
>50 #£0/mL CELEGEA & N TR AEE) . 484 NNRTI 7R AR EE A2 ZEN 0.3%
(95%Cl [-1.6, 21D , IAEHRAEL L. G977 R HIPA R F4: = AR SARS-CoV2 #illH
P (21.8% H118.6%) . COVID-19 (20.2% #1 18.6%) . 5&fth COVID-19 (13.1% 1 13.9%) .
PRI E G (17.3% F1 19.4%)  REIE M (23.4% 1 33.9%)  KEFFE (13.9%
14.4%) . MIRHEEREATIE (6.0% M 21.3%) . MEEEETE (5.0% 1 31.8%) « MH
=RETE (11.8% 1 34.1%) FUMLREETHE (11.5% F1 26.5%) . JGI7 48 J& I ST K B 20 1 L 26
EAREMENT RSB, BERIEE N (B R FYME, 1.16 1 2.05 kg, fhiitiairZ
5£-0.90 kg, 95% CI[-1.43 to -0.37]) . ¥AJT 48 FRf A B R LR A0 B 7R Wik B i % B
BE AL . WAHSE 0.3%M2RE FA R FHMHWGT, ™EARFFRET D58 2.9%
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M 2.4%, LRt FE I S Rk,
S5 2R PRATI B S B v [ BRAE HIV-1 RG24 F SOV R AR G 3 2 22 4 A R TT A 95
TRERE, ARSI AR 5 S 2 Ve DT T R A

PU-059
Multiple infections in an individual with AIDS treated
with albuvirtide combined with optimized
background therapy: A case report

Ke Xie,Min Zhou,Zongping Xia
The Third People's Hospital Hengyang

Objective Human immunodeficiency virus (HIV) infection attacks the body ‘s immune system,
manifesting itself in a steady decline in the number of CD4+ T lymphocytes, which ultimately leads
to defects in the body ‘s cellular immunity, causing opportunistic infections, tumors, and other rare
diseases. The treatment of such patients is based on the principle of individualization and modifying
the therapeutic regimen according to the patient ‘s state. Albuvirtide (ABT) is a long-acting
injectable formulation approved by the Chinese National Medical Products Administration (NMPA)
in 2018 and has broad-spectrum anti-HIV-1 properties. ABT combined with an optimized
antiretroviral background therapy was approved for the treatment of adults and adolescents with
first-line treatment failure. Herein, we report a case of an AIDS patient with multiple infections that
were finally treated with the ABT plus optimized background therapy (OBT) combination.
Methods A 43-year-old male with diabetes mellitus for more than 10 years presented to our
hospital on September 6, 2022, with chief complaints of poor appetite of 10 days * duration
associated with productive cough, history of high-grade fever, and hypodynamia. The patient was
diagnosed with tuberculosis 5 years ago and treated with anti-tuberculosis therapy for 1 year. A
computerized tomography scan showed a high likelihood of secondary tuberculosis with
dissemination in both lungs. HIV infection was confirmed (1744855 cps/mL) and the patient's
CD4+T count was 15.4 cells/uL, CD4/CD8:0.04. Next-generation sequencing (NGS) of the blood
identified T. marneffei, HCMV, EBV, and HSV-1 nucleotide sequences. The culture of blood
specimens further verified the results. The patient initiated an ABT+3TC/DTG of ART combined
with Itraonzole (0.2 g, bid), Ganciclovir (1000 mg, tid), SMZ (0.48 g, qd) and Leucogen Tablets (20
mg, tid) on October 1, 2022. ABT was discontinued in May 2023, and ART therapy was switched
to 3TC/DTG.

Results In March 2022, the patient’s viral load dramatically decreased to 38.7 cps/mL, and the
CD4 + T count increased to 105 cells/uL and CD4/CD8 was 0.23 in February 2023. The patient ‘s
general condition improved and attained HIV RNA undetectable with a CD4 T cell count of 230
cells /uL, and CD4/CD8 was 0.52 in June 2023. Moreover, this ART regimen was well tolerated,
without relevant toxicity, and the patient’s condition improved significantly.

Conclusion Patients with late-onset AIDS often have a complication of multiple opportunistic
infections. When these patients are treated with multiple medications, ART-enabled combination
therapy with fusion and integrase inhibitors is considered with low side effects and fewer DDIs. In
addition, there is a need to focus on treating the AIDS patient ‘s underlying disease (e.g., T2DM)
in this process.

62



TR 2 o B TR G . NI R P

PU-060
XHEERBKSSHRFIRT HIV S EMARRE
SHSURERR—H

RSB Wi, BRI A, %
J PR B R X R

HE BT HIV BEFEEH. @RS, RN ErE E e magyie s hrfER T, S
T HIV AT REIEETN — M E LM 2 e AR N 2 . T 2502 HIV iEY7 R R 25 Rz —. Bk, F48
SRR TT 7 RN HIV it %), BABEERIERNES E . [, AIDS &G IS i)
XN T IERIATT IR A, 25 DDI /b 1) S0 TR T AR s, WHEH R (ABT) 23HE
H EWER KR HIV @b, RN R R KA 12 K, HEAPT HIV G, Puk
A AR [ 254 DDI /D BFRE i . AHGER IR — I H ABT+DTG 77 £i677 2 Eif 24
HIV B I 5 208K B 1A 0 Je e 41tk

Tk A BN 43 % Bk, T 2012 Fi2 A AIDS & IFMigii%, Izt iriE. FET
617 ART, HIRITIMMEZE, W HIIRIRAIIN G . %5 2020 FFi2Wrh 2 Eilg g HIV G,
VRIT T ZR#E N 3STC+EFV+DTG. 2022 4F 10 A 2 HFMHEEYL A BE, 75 HIV RNA 4 58465 # Il
/ml, CD4 T #Hjuit# 18 /ul, CD4/CD8 0.07. Ifil:% 35 MLl 4 30 S & B EVe i 75 tH 40 3R
fEHSLMERS 8. ZEE B R FRKREREGPUREIRTT . MZikgs Ry DAT. ABC. TDF.
FTC. 3TC. EFV. NVP. LPV %24, RPV. ETR. ATV 0 A2, U6 DRV #UK; R
A B0 I 2580 . 2022 45 10 H 16 HE ART TR ¥ %8 ABT+DTG.

R ARG EERTHEEHNV N2 EMNY, HFHAIFDORES L ERY, EH N ABT+DTG I
BITHZE 2 FlJ5, HIV RNA M 58465 # Il/ml [4 % 8635 #% Ul/ml, CD4 T 4ifgit47t+ % 83 Mul,
CD4/CD8 0.06. iz ART i &5 BF AR H IR A . RMMEREF. o553 X e B &
SEMES CT fa A HE 7~ i B G e, s 7 R W .

2w X TZEMAAIFEERLEN HIV BYGE, IR EY. R, mKETRNE, &
ABT+DTG ) ART 7 &Mk —, ] ULAGESNHE 8 & g R3S, - H DDI /b, EISEmY
250 HIV R E TR HEF N, B 2k B EAR VR 7 ROR

PU-061
HBV pgRNA 7£ HIV/HBV 3@t sciq

ZRr R R A G R 4 (8

BRI AR, DR e R BNVEL BIRE
N EE R B J 7\ B B

BE THAR%EEERS (human immunodeficiency virus,HIV) &3F 2 BT £ 5 (hepatitis
B virus,HBV) L&Y E L4 [ #5557 (anti-retroviral therapy, ART) &J7 )5, ZHFEMFLE
(hepatitis B surface antigen,HBsAg) % B3I GL3E I N & SIEA71E LR BRI E ], RS iA 2
C T DIRETE IR AR UE o

FHEEE 2009 41 H 1 HE 2020 £ 12 A 31 H) - MERCZFE T\ EBEUE T HIVIHBY JL &
Je B S IR TIPUREL ] 126 1, 7E56 I (R S AR B A MR AR TAE 98 i, K4 BH i
FEA HBV pgRNA, FXF L BAHEBUREEIRTT AT (GELRRD 1 R mHE K.

G55 98 1 LR HUR B I (ML AE A, RAG I HBV pgRNA #4554 5] (55.1%) , 44
(44.9%) hgetaill i HBV pgRNA. ARFEHTIZE H 53 HBV pgRNA BHH:ZH AT HBV pgRNA 11k
H, XA TETREIRIT AT GEEED M AFRmPUREAKF, HBV pgRNA PEALT HBV
pgRNA [H:4H (359.8 vs 1018 COIl, p=0.034) .
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Gk CITRIFUREDITNE HIVIHBY SR AN L ZNPRE b, TR 1 2T hR £,
1 HBV pgRNA %, A FI U #E 1A T AL

PU-062
R E KRS HIV/IAIDS B ENER AT REESH

WIAIER 20 ZREE L RERRTS R FR R WKIB . BURE 3 RmR 2. 2
1. B AL G BE 5t 2 o 8 SO R 2 D e D B P
2. BWIEERER
3. RELR

HE) 4387 = 5 48 0 Ik 5 ko B I G R R (HIV)D B ge s F G CAIDS) (R
HIV/AIDS) HBFHZHREEYT (ART) JEAETRRIL, 3R A 7N (Al somi PR 25

HiE WEZ A 2011-2021 4645 ART J5 HIV/AIDS B IR EIE R, KGRkt
122, Cox g UK [l YA ASE 5 43 A1 A A7 B 1] A 2l PR 2%

LEEL 2011-2021 4F = B A Ik 3 AN BEE 2 ART £ HIV/AIDS g 3tit 9917 %1, 1. 3. 54EHFIE
AT RTHAEAEZER N 95% 87%. 81%; Hrib)a RITELEDHIN 94%. 84%. 77%. bl
FIRAEE T 82.9% (1970/2377) , HriEJG AFisEA i 81.6% (2443/2994) , HFILT: EE4E
TR S ART JEIRT T4, FETHERBEG YT I A KM eR, Y LA — bR i m. Cox Al
TR 2 R R AT o, otk B AT X (HR=0.544, 95%Cl: 0.473—0.626) ; 4F
W>45 5 ERS BEAE T XU L <35 % Fl 35-45 % AR BB T KUK, 40Jil& (HR=0.241, 95%Cl:
0.211—0.276) . (HR=0.539, 95%Cl: 0.476—0.610) ; JtZk CD4+T W E4HMI<100 M ul 41
EE I Ath CDA+T IR EL4H M 73 2H I NBEBE T AR s J 2k BMI>25.0 kg/m* 1 18.5-25.0 kg/m* [ A\ HF
Ft<18.5 kg/m* [ NBEZE T KRG, 4332 (HR=0.541, 95%Cl: 0.434—0.674) fil (HR=0.754,
95%Cl: 0.683—0.832) ; 5wl LA b ABELL U H ABSE T KKK (HR=0.525,95%Cl:
0.402—0.685) .

L0 T EKR AR, B PIREIRIT AT, IR R R R, H B MR R
T 35 SHIEEIET G m . JET- X SIEL CDA+T R4 iH%. FEsk Bk B4R 4 2 fuk
Ky MZLER FHBAR T8 LIS NSO T R s 2 5 e i LU R A N BT AE T U s 2 0 9 THI SC
BB B L B NHEAET R iy, X R R FRATT B0 7 N TSR A o P e R 20 F R,
IR L BT FEREINBE T R, AR LSBT AR, $R MR A7,

PU-063
R A H GO BATE RIS TT

738~ BTN SE SV N
EE e R wayiaE S

HE NRQEERIERE (HIV) EOeE T i/ T 0 R D REAFAEsREE, 615 HIVIAIDS B35 1£
ot E BA NS, Rl A 5 R BRSO BTE (NTMD (&S NTM G 4 5 th BRAE R AN
R S A RN, EEURACNHE, FERA EM S E A RIEL T, PRHIRS SN . i
FK, HIVIAIDS 35691 NTM RBR SR RS0 T B E 0, 2 WAa 7 imih APk, 1
HIV/AIDS 5 3 NTM fili i Gy J 2 RO SRRy i, it —DREHEIR T . PR AE R s A 4R it
s .

Ttk SR 2020 4 1 7 & 2023 4 1 7 Jbutih 2 B2 Beiicin 19 HIVIAIDS SRR 1 BH A O 25 2% 9
SEAL B RS E IR REBER (BALF) , HMIARWR/BALF 577 4:%. RT-PCR. mR0fAH T
R (HPLC) HEATHR AR HIRLI, S —ACIFF (NGS) 16S rRNA A1 16S-23S rRNA
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PSR S TR B8 PP 0S8 SR AR HEAT SR R 3 A o AR AN )08 SR A I SR URR I 250, S WL A8 I SBE F
PRANTES CT, b BN ARAE W Rl 3EAT 25 M U

S5 R ESEIUE 2020 4F 1 7 2 2023 4 1 7 Jbntii 2 BB iioin 79 HIVIAIDS HUm FF 1 B O 25 220
BB PR S UE IR REBE R (BALF) , FIATRWR/BALF s 77:0%. RT-PCR. i R0BAH
WHOR (HPLC) #EATHIEARIAEIN, B AT (NGS) 16S rRNA 1 16S-23S rRNA M
Pl S 1B B8 P 91 09 JE A BEAT JE R AR o AR AN R0 S (A e B LR 2459, BaS WL  BE I SO HR
PRANTES CT, b BN MRS Wl 3EAT 25 M U

S AL GUw R R T ERER K, HBEH T IX 2 NTM S BT (MTB) , AREH T-X% NTM
BATRE R3S, DN BOR ORI T POE YR 7328, AWFFC i R 7 EHLIX 598 NTM 5
TR G M AIET i, B BUIm PR B A v BB AR MV B AL HIV RS B b IR NTM B, JFR Y
TR A AE IR, PR IORA B Tt B 2 2 Wi AATT HIVIAIDS & 9 NTM il i
BT S

PU-064
Patient-reported outcomes after 12 months of maintenance
therapy with cabotegravir + rilpivirine long-acting
compared with bictegravir/emtricitabine/tenofovir
alafenamide in the Phase 3b SOLAR study

Vasiliki Chounta’,Cristina Mussini?,Charles. Cazanave?® Eisuke Adachi*,Beng Eu®,Marta Montero Alonso® Gordon
Crofoot’,Kenneth Sutton® Denise Sutherland-Phillips8,Rimgaile Urbaityte® Alice Ehmann'?,Patricia de los
Rios®,Ronald D’Amico® William R. Spreen® Xiuxiu Ni'!

1. ViiV Healthcare, Brentford, UK, TW8 9GS
2. University of Modena and Reggio Emilia, Modena, Italy, 41100
3. Department of Infectious Diseases, Pellegrin Hospital, University Hospital of Bordeaux, Bordeaux, France,
33076
4. The Institute of Medical Science, The University of Tokyo, Tokyo, Japan, 113-0033
5. Prahran Market Clinic, Melbourne, Victoria, Australia, 3181
6. Unit of Infectious Diseases, La Fe University and Polytechnic Hospital, Valencia, Spain, 46026
7. The Crofoot Research Center, Inc., Houston, TX, USA, 770988. ViiV Healthcare, Durham, NC, USA, 27701
9. GSK, London, UK, TW8 9GS10. GSK, Ballston Spa, NY, USA, 1202011. GSK Shanghai, China, 2000124

Objective A commitment to lifelong daily pill taking can present several psychosocial challenges
and a treatment burden for people with HIV-1. The SOLAR (NCT04542070) Phase 3b, randomized,
active-controlled study demonstrated noninferior virologic efficacy of switching to
cabotegravir+rilpivirine long-acting (CAB+RPV LA) every 2 months (Q2M) vs. continuing daily oral
bictegravir/emtricitabine/tenofovir alafenamide (BIC/FTC/TAF) over 12 months in suppressed ART-
experienced people living with HIV-1. Here, patient-reported outcomes (PROs) from SOLAR are
presented.

Methods PRO endpoints included a treatment preference questionnaire; overall treatment
satisfaction and satisfaction with treatment flexibility, convenience, and willingness to continue
treatment (HIV Treatment Satisfaction Questionnaire status version [HIVTSQs]); acceptability of
injections (Perception of Injection questionnaire); and three single-item questions exploring an
individual’s fear of disclosure, adherence-related anxiety, and daily reminder of HIV status (FAD
questions).

Results Of 670 participants, 447 (67%) switched to LA therapy and 223 (33%) continued
BIC/FTC/TAF (2:1 randomization). Treatment satisfaction at the time of switching was comparable
between groups. After 12 months of treatment (or at withdrawal), most (90%, n=382/425)
questionnaire respondents preferred LA injectable HIV medication vs. daily oral therapy (5%,
n=21/425); the remaining 5% (n=22/425) reported no preference. The top reasons for preferring
LA therapy was not having to worry about taking HIV medicine (85%) and increased convenience
with injections (83%). A statistically significant (P<0.001) increase from baseline favoring
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CAB+RPV LA vs. BIC/FTC/TAF was reported in overall treatment satisfaction (+3.36 vs —1.59),
and satisfaction with treatment flexibility (+0.80 vs 0), treatment convenience (+0.55 vs -0.13), and
willingness to continue treatment after 12 months (+0.80 vs -0.19). Top areas of treatment
satisfaction improvement in the CAP+RPV LA group included flexibility of recent treatment,
satisfaction with continuing present treatment, and satisfaction with impact of treatment on lifestyle.
Acceptability of injections significantly improved after 6 and 12 months (P=0.003 and P<0.001,
respectively), with 76% of participants rating pain as “totally” or “very acceptable” at Month 12. At
baseline (before randomized treatment), 49% (n=218/447) of participants in the CAB+RPV LA arm
and 43% (n=97/223) in the BIC/FTC/TAF arm reported “always’/“often” to at least one FAD
question. After 12 months, a higher proportion of respondents in the CAB+RPV LA group reported
improvements in all three FAD questions compared with respondents receiving BIC/FTC/TAF
(63%-74% vs 41%-56%).

Conclusion Switching to CAB+RPV LA Q2M was associated with improved treatment satisfaction,
preferred by 90% of participants, while also providing emotional well-being benefits, including relief
from the fear of disclosure, anxiety surrounding adherence, and the daily reminder of HIV status.

PU-065
Blood microbiota in HIV-infected and non-HIV-infected
patients with suspected sepsis detected by
metagenomic next-generation sequencing

Zhong Chen',Qianhui chen?,Yuting Tan?,Songjie Wu3,shi Zou?,Jie Liu?,Shihui Song?,Qian Du?,min Wang' ke
Liang?*°®
1. the first hospital of changsha
2. Department of Infectious Diseases, Zhongnan Hospital of Wuhan University
3. Wuhan Research Center for Infectious Diseases and Cancer, Chinese Academy of Medical Sciences
4. Department of Nosocomial Infection Management, Zhongnan Hospital of Wuhan University
5. Hubei Engineering Center for Infectious Disease Prevention, Control and Treatment, Wuhan

Objective Bloodstream infection is a severe complication which can lead to sepsis especially in
immunocompromised patients. It is critical for diagnosis and treatment as early as possible. At
present, invasive bloodstream infection remains an important cause of morbidity and mortality in
human immunodeficiency virus (HIV)-infected patients [1-4]. Bloodstream infection is a more
frequent cause of ICU admission than P. jirovecii pneumonia in HIV-infected patients [5,6]. Due to
immunologic deficiency, patients with HIV are suffered more complex infections, including bacteria,
fungus, and viruses [1]. A better understanding of the causative organisms could help guide
clinicians to choose appropriate antimicrobial treatments. However, the information on the
comparison of blood microbiota between HIV-infected and non-HIV-infected patients with
bloodstream infections is limited.

in this study, we aimed to use mNGS analysis for comparison of potential microbiota in blood
samples from HIV-infected and non-HIV-infected patients with suspected sepsis.

Methods Retrospective analysis was conducted in HIV-infected and non-HIV-infected patients with
suspected sepsis at Changsha First Hospital (China) from March 2019 to August 2022. Patients
who underwent blood mMNGS testing were enrolled. The blood microbiota detected by mNGS were
analyzed.

Clinical data were retrospectively obtained from medical records. These following data were
extracted: age, gender, HIV infection status, date of ART initiation, date of blood sample collection,
antibiotic use within 3 months, immunosuppressive therapy (glucocorticoids and
immunosuppressants) within 3 months, HIV viral load, lymphocyte count, CD4+ T lymphocyte count
(CD4 count), results of mMNGS tests.

Results A total of 233 patients with suspected sepsis who performed blood mNGS were recruited
in this study, including 79 HIV-infected and 154 non-HIV-infected patients. Compared with non-
HIV-infected patients, the proportions of mycobacterium (p=0.001), fungus (p<0.001) and viruses
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(p<0.001) were significantly higher, while the proportion of bacteria (p=0.001) was significantly
lower in HIV-infected patients. The higher positive rates of non-tuberculous mycobacteriosis (NTM,
p=0.022), Pneumocystis jirovecii (P. jirovecii) (p=0.014), Talaromyces marneffei (T. marneffei)
(p<0.001) and cytomegalovirus (CMV) (p<0.001) were observed in HIV-infected patients in
comparison to non-HIV-infected patients. In addition, compared with non-HIV-infected patients, the
constituent ratio of T. marneffei (p<0.001) in the fungus spectrum were significantly higher, while
the constituent ratios of Candida (p<0.001) and Aspergillus (p=0.001) were significantly lower in
HIV-infected patients.

Conclusion We were able to use blood mNGS to detect pathogens in patients with suspected
sepsis. Significant differences in the blood microbiota profiles including bacteria, mycobacterium,
fungus and viruses exist between HIV-infected and non-HIV-infected patients, which could better
guide clinicians in empirically choosing appropriate antimicrobial therapy.

PU-066
Cabotegravir + rilpivirine long-acting outcomes by
sex at birth, age, race, and body mass index:
A subgroup analysis of the Phase 3b SOLAR study

Beng Eu',Shinichi Oka?,James Sims?,Vicente Estrada®*,Mehri McKellar®,Juan Flores®,Anja Potthoff”-8,Lori A.
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13. GSK, Shanghai, China, 2000124

Objective Cabotegravir + rilpivirine (CAB+RPV) is a complete long-acting (LA) every 2 months
(Q2M) regimen for maintaining HIV-1 virologic suppression. The Phase 3b SOLAR study
(NCT04542070) demonstrated noninferior efficacy of CAB+RPV LA Q2M vs. continuing daily oral
bictegravir/emtricitabine/tenofovir alafenamide (BIC/FTC/TAF) at Month (M) 12, with 90% of switch
participants preferring LA therapy compared with daily oral treatment. We present outcomes within
key subgroups (sex at birth, age, race, and BMI) who received CAB+RPV LA.

Methods SOLAR is a Phase 3b, randomized (2:1), open-label, multicenter, noninferiority study
assessing switching virologically suppressed adults to CAB+RPV LA Q2M vs. continuing daily
BIC/FTC/TAF. Data from participants receiving CAB+RPV LA were analyzed by sex at birth (female
vs male), age (<35, 35 to <49, and 250 years), race (White vs non-White), and body mass index
(BMI; <30 vs 230 kg/m2). Endpoints assessed at M12 included the proportion of participants with
plasma HIV-1 RNA =50 copies/mL and <50 copies/mL (FDA Snapshot algorithm), incidence of
confirmed virologic failure (CVF; two consecutive HIV-1 RNA =200 copies/mL), change from
baseline in CD4+ cell counts, and psychosocial outcomes assessed by three single-item questions.
The single-item questions explored how often an individual feared disclosure of their HIV status,
how often an individual had anxiety relating to adherence requirements, and how often taking HIV
medication was an uncomfortable daily reminder of their HIV status (FAD questions).

Results Overall, 447 participants received CAB+RPV LA (modified intention-to-treat exposed
population excluding all 11 participants from one study site with significant and persistent non-
compliance to protocol entry requirements); 17% (n=77) were female sex at birth, 19% (n=86) were
aged 250 years, 69% (n=307) were White, 21% (n=93) had a BMI =30 kg/m2. At M12, rates of
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virologic non-response (HIV-1 RNA =50 copies/mL) and suppression (HIV-1 RNA <50 copies/mL)
with CAB+RPV LA ranged from 0% to 2% and 89% to 92%, respectively, across subgroups. Overall,
2/447 (<1%) participants had CVF; both participants were male at birth, aged <35 years, White,
and had BMI <30 kg/m2. Mean changes from baseline in CD4+ cell counts were similar between
subgroups (range, 25.7-63.6 cellssrmm3). After 12 months on CAB+RPV LA, the proportion of
participants reporting “never’/’rarely” for the three single-item FAD questions increased from
baseline across subgroups evaluated (sex at birth and age).

Conclusion Switching to CAB+RPV LA Q2M from BIC/FTC/TAF was efficacious irrespective of
sex at birth, age, race, or BMI, while also providing emotional well-being benefits, including
alleviation from the fear of disclosure and anxiety surrounding adherence.

PU-067
RuE™RZERBE

B TR 2
1. Y3 = N R BB
2. IR BR B

B B R0 300 2 B AR I 2 v 59T R

JriE 2021 4F 8 AE 2022 £ 1 H, WEILTIFRE 5 B Bm 2 ERETFAR, XFHIGRE R TR
JEE b, MR S0 52 3 B AR I e M 5T R

GEEL 5 R H Y N B, TSR 43.8211.2 %, RETIENTHER 4.622.7 45, H A ST
15, MENT 461 AEF B 0HE HIV B, fbs238 HLA Bi 4k 3.841.3, RAT PRA #4011,
RiGkEVr 18 H. HMERE NS 4 F), PLEs NHBIEES TERME 1 6], FFREH
240.8+47.3 7. T RYONERIE BGI+HIRE R, RBEYERE T O SR+ 2
Miis+E. AJE 3 H. 6 A, 18 AMEE/NERIE R 5XH'E L EE ZR, 55N 45.2£10.8 vs.
51.1+10.1ml/min-1.73m2 ( p>0.05) . 44.1+11.4 vs. 49.6+10.6ml/min-1.73m2 ( p>0.05) .
40.52+8.28 vs. 44.68+8.47ml/min-1.73m2 (p>0.05) . FLEFIGIT 1, AT PI/b+INSTI 5 %
4 %), ARJGECH INRTIHINSTI 7 Z UL > St s 5 m] 25 A BAE R ;. RET NNRTI+INSTI 5% 1
B, RIGHERZT %R A BEREVHIE HIV-RNA 2GR, CDA+T 4UMuAR 5 5 01 30— v
TR, RJG14 RIFRE ZE 200/ul LA (540+221/uL) , ARJE 3 A Ak E I4E4 % 400/uL LA |
BE N AR R AR R 55

g AB\FIE B T E N EBCOK RS0 2 BRG], R BB 7 e AT, RE T
5 E NFEZRAL, BEVTIARE R I HIV R & E ), K7 R0E fridt— bRt Ui

PU-068
HIV-1 drug resistance detected by next-generation
sequencing among ART-naive in the world till to 2023:
a systematic review and meta-analysis

Fei Ouyang',Defu Yuan',Wenjing Zhai',Shanshan Liu',Ying Zhou? Haitao Yang"3
1. Southeast university
2. Jiangsu Provincial Center for Diseases Control and Prevention
3. Jiangsu Provincial Center for Health Development and Research, Nanjing, China

Objective An increased likelihood of virologic failure and the emergence of new resistance
mutations may result from pre-treatment HIV drug resistance (PDR). In the context of clinical care,
scientific inquiry, and public health, traditional HIV drug resistance (HIVDR) genotyping is currently
carried out using population-based Sanger sequencing techniques, which have a limited capacity
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for the reliable detection of variants present at intra-host frequencies below a threshold of about
20%. A growing number of laboratories around the world, particularly in high-income contexts, are
considering or deciding to move toward these technologies for HIVDR testing due to the
widespread use and falling costs of next generation sequencing (NGS) techniques, availability of
commercial kits, and development of dedicated and freely available analysis pipelines. Due to the
high sensitivity of the NGS technique, it is highly likely that the level of pretreatment resistance will
be underestimated using conventional SS techniques.

Therefore, our study mainly focuses on the prevalence of PDR and the pooling of drug resistance
mutations by NGS. In order to gain a more comprehensive knowledge of drug resistance along with
further assistance in implementing ultrasensitive HIV-DR surveillance in routine assays while also
attempting to help guide the option of the therapy regimen.

Methods We conducted a systematic search for studies published in PubMed, Web of science,
Scopus, and Embase before 30 March 2023. Eligible studies were pooled by performing random-
effects meta-analyses of prevalence estimates of overall PDR, NNRTI-, NRTI-, Pl-, and INSTI-
PDR. Drug resistance mutations detected at five viral variants thresholds are reported: >1%, 2%,
5%, 10% and 20% frequency. The methodological quality of each study was assessed using the
Joanna Briggs Institute (JBI) scales for prevalence studies. Data analyses used Rstudio (version
4.2.3) and meta package.

Results A total of 39 eligible studies were selected. The studies included a total of 15765 ART-
naive people living with HIV. The prevalence of LA-DRVs was 13.95%. At 2% threshold, the PDR
for overall, NNRTI-, NRTI-, PI-, and INSTI- were 22.85%, 6.90%, 6.89%, 9.49% and 1.77%,
respectively. At 20% detection threshold, the prevalence of overall PDR was 11.38%. The pooled
prevalence for NNRTI, NRTI, PI, and INSTI were 6.13%, 3.72%, 1.92% and 0.98%, respectively.
Pls and NNRTIs had 4.90 and 2.58-fold increases in the above subjects when the threshold was
2% and 20%; however, NRTIs and INSTIs were 1.13 and 1.80-fold increases, respectively.
Conclusion In this study, we found that next-generation sequencing facilitates a more sensitive of
HIV-1 drug resistance than sanger sequencing. There is a need to evaluate the level of PDR in
newly initiated on ART of HIV-1 infections with NGS technology, in order to recommend to HIV-1
treatment criterion, and use of these technologies to HIV genotypic drug resistance detection.

PU-069
XEFERKARNZATHE HIV BRE—H

R PR BRI, SSIEL B
J IR A DX RHEE

HE ERIAPIE M EIRT (ART) idfEd, BT HIV B mERAT RN, FNEAYiE
PIES UK. Z9IMI EAER RN R PERTR, HIV nlRezdiet —Fal UM 259 A i 245 1M
i 2552 HIV Y697 R B RR 2 —. RFik, FHERAIEST 7 BN HIV 25, BAEERIE
IRIME 5 . LR (ABT) 2 E A EHFRIKA HIV @la i, AP K
k12K, HEAREMPIHIVIEY . BIGKRPFOESE, 88— X ABT HEMECG w12 (LPVID
BITPUR R HIV-1 B, s CR ey, BAR RN 2. RREER—6
5 F & ABT J5 RIGIT T 245 HIV Gt 1A R J 22451k

HiE A EE RN 30 B L zy HIV EGsE, T 2017 Effiiz Wik, T 2018 48 11 A JFiaHik i
BRI, Fe4: CD4A+ T 4ufit# 141 cells/ul, CD8+ T 4iffuit%k 738 cells/ul, CD4/CD8 0.19, #Ji4
PURERIT T %N TDF+3TC+EFV, MRZGMKRMMEZE. 2022 4E 5 H 18 HIH & /R e JETIRH L il 4 7
THF R NG, CD4+T 40114 19 cells/ul, CD8+ T 4Hfuit% 153 cells/ul, CD4/CD8 0.12.
HIV RNA 191995 cps/ml, ABiJa THMEER B KURSL PG MM EE HRAE 28RS ) PUEYYATT .
fif 25k M 45 5% ABC. D4T. FTC. 3TC. EFV. NVP. RPV & FEfit#j, TDF. DOR. ETR 1
fif25. F 202246 A 10 HFF ART 7R ¥ XA ABT+LPVIr.

FiR ARG b EF A ABT+LPV/r 1697775 8 )5, HIV RNA [%% 79615 cps/mL, CD4+T 4
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fiit#Ft % 55 cells/ul, CD8+ T 4uffiit#’y 747 cells/ul, CD4/CD8 0.07. J54: ART Ji%A:
AZT/3TC/LPV/r. 202346 H 5 HE & HIV RNA [FZ2 450l N R, CD4+T Zufit%Ht % 793 cells/ul,
CD8+ T 4ifiuit%14 1467 cells/ul, CD4/CD80.54. 1% ART 77 & Ja BE A HIMBEAGE . KM
PERGF TRREA AN S G M E

W XTI HIV &G, & ABT B ART J7 St —, AT ABRIE 0195 55 f 25035 S etk
&, HAGEM ) HIV EAQEE RN, B2 B RRTTRCR

PU-070
BXWERGTRIGTILE HIV BRE—H

ZEXOR. BB VP lE. WEBOLR. 5
J PRI B R X R
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Tat methylation by PRMT2 prevents its nucleolar exit
and phase separation into the Super Elongation
Complex to promote HIV-1 latency

Jiaxing Jin',Hui Bai',Han Yan',Ting Deng? Tianyu Li%Ruijing Xiao®Lina Fan* Xue Bai®,Hanhan Ning',Zhe Liu® Kai
Zhang®,Xudong Wu® Kaiwei Liang?®,ping ma* Xin Gao®,Deqing Hu®
1. Tianjin Medical University
2. Key Laboratory of Breast Cancer Prevention and Therapy of Ministry of Education, Key Laboratory of Cancer
Prevention and Therapy, Tianjin Medical University Cancer Institute and Hospital
3. Department of Pathophysiology, School of Basic Medical Sciences, Wuhan University
4. Department of Infectious Diseases, Tianjin Second People's Hospital, Nankai University

5. The Province and Ministry Co-sponsored Collaborative Innovation Center for Medical Epigenetics, School of

Basic Medical Sciences, Tianjin Medical University
6. State Key Laboratory of Experimental Hematology, National Clinical Research Center for Blood Diseases,
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Objective The HIV-1 Tat protein hijacks the Super Elongation Complex (SEC) to stimulate viral
transcription and replication. However, the mechanisms underlying Tat activation and inactivation,
which mediate HIV-1 productive and latent infection, respectively, remain undetermined.
Methods In this study, we conducted a targeted cDNA expression screening to identify potential
PRMTs that have crucial regulatory roles in Tat-mediated transativation of HIV-1 transcription. Our
results revealed that PRMT2, in addition to the known factors that we and other have previously
reported, exerts a potent inhibitory effect on Tat activity in luciferase reporter assays. Further
experiments using cell lines and primary CD4+T cell models of HIV-1 latency, as well as HIV-1
infected CD4+T cells from patients on ART confirmed that PRMT2 strongly suppresses proviral
transcription, and its depletion by knocking down or CRSIPR-mediated knockout enhances
spontaneous and LRAs-induced proviral reactivation. Moreover, PRMT2 ablation promotes
productive infection and decelerates the latency reentry of reactivated provirus. That is known to
reside in both nucleoplasm and nucleoli, and activates HIV-1 transcription through triggering SEC-
dependent release of paused RNA Pol Il from HIV-1 promoter into processive elongation stage.
Our study revealed that the competitive association of Tat with NPM1 and AFF4 determines its
nuclear distribution.

Results In this study, we identified PRMT2 as a novel host restriction factor for HIV-1 transcription
and proviral reactivation in both cell line and primary CD4+T cell-based latency models, as well as
in CD4+T cells from ART-suppressed individuals. Tat physically associates with PRMT2 and is
preferentially methylated at the R52 residue both in vitro and in latently infected cells. We showed
that Tat was targeted into the nucleoplasmic SEC liquid droplets by AFF4 phase separation to
transactivate HIV-1 transcription. However, methylation of Tat by PRMT2 enhances its association
with the nucleolar protein NPM1 and causes its nucleolar sequestration, which prevents AFF4-
mediated Tat incorporation into the SEC droplets to promote transcription silencing and proviral
latency.

Conclusion In summary, our work has identified PRMT2 as a novel host restriction factor that
potently suppresses Tat transcriptional activity and promotes proviral latency through preferential
methylation of Tat at R52. The methylation of Tat by PRMT2 enhances its binding to NPM1 and
causes its sequestration in the nucleoli, which reduce the availability of nucleoplamic Tat for
recruitment into the SEC droplets by AFF4 phase separation to activate HIV-1 transcription. The
pharmacological inhibition of PRMT2, which blocks nucleolar translocation and dissociation of Tat
from the SEC droplets may have the potential to synergize with the existing LRAs to reactivate
latent provirus and eliminate latent viral reservoirs.
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Real-world Experience With the 2-Drug Regimen
Dolutegravir and Lamivudine in Women With HIV:
A Systematic Literature Review
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Objective Women and girls account for >50% of the global population with HIV but are
underrepresented in clinical trials, leading to gaps in the scientific and clinical understanding of
treatment considerations for women living with HIV. Furthermore, treatment considerations for
women with HIV evolve during their life span. In 48-week pooled analyses of phase 3 trials, 113
treatment-naive women initiating the 2-drug regimen dolutegravir + lamivudine (DTG + 3TC) in the
GEMINI-1/-2 studies and 133 virologically suppressed women switching to co-formulated DTG/3TC
in the TANGO and SALSA studies achieved or maintained high rates of virologic suppression with
good tolerability. Real-world studies can help compensate for underrepresentation in clinical trials.
Methods A systematic literature review was conducted according to the Preferred Reporting ltems
for Systematic Reviews and Meta-Analyses (PRISMA) statement. Real-world studies of DTG +
3TC (dosed separately or as a fixed-dose combination) in treatment-naive and - experienced
people with HIV were retrieved from January 2013 to February 2022.

Results Overall, 122 publications of real-world studies from 44 unique cohorts reported on DTG +
3TC use, representing 8034 people with HIV. Of these, 30 studies reported baseline sex at birth,
representing 1512 women with HIV; 4 studies reported outcomes in women (N=254; 240 were
virologically suppressed and 14 were treatment-naive at DTG + 3TC initiation), including 4 studies
on effectiveness, 2 studies on safety, and 1 study on tolerability. High rates of virologic
effectiveness in women on DTG + 3TC were observed across identified studies, ranging from 96%
to 100%, and there was no significant difference in odds of virologic suppression among treatment-
naive individuals by sex at birth (odds ratio, 1; 95% CI, 1-3; P=0.995). In the 2 studies that reported
safety outcomes, both found higher rates of discontinuation in women vs men: 10% (5/50) vs 5%
(7/153) and 15% (4/26) vs 3% (2/74), respectively. No real-world studies reported data on
outcomes related to weight, effectiveness and birth outcomes in pregnancy, or addressed data
gaps for specific groups of women across the age or gender spectrum.

Conclusion Available real-world evidence for women using DTG + 3TC supports results from
phase 3 clinical trials, demonstrating high virologic effectiveness in this underrepresented group.
The current paucity of real-world data validates the identified need to ensure that all studies
investigating antiretroviral therapy report data disaggregated by sex, recruit women, and assess
outcomes beyond virologic effectiveness to properly address the unique treatment considerations
for women and data gaps across the gender spectrum.
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Systematic Literature Review of Real-world Experience
With the 2-Drug Regimen Dolutegravir and Lamivudine in
People With HIV Who Would Not Have Met Inclusion
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Objective In phase 3 randomized controlled trials (RCTs), dolutegravir/lamivudine (DTG/3TC)
demonstrated durable efficacy in treatment-naive (GEMINI-1/-2) and virologically suppressed
switch (TANGO, SALSA) participants. Eligibility criteria for these RCTs included no history of
treatment failure or any major nucleoside reverse transcriptase inhibitor— or integrase inhibitor—
associated mutations, no hepatitis B virus (HBV) or need for hepatitis C virus (HCV) therapy, and
viral load (VL) <500,000 ¢/mL at screening (GEMINI) or <50 ¢/mL for >6 months (TANGO, SALSA).
We analyzed real-world evidence (RWE) for DTG + 3TC use in people with HIV with baseline
characteristics not consistent with these inclusion criteria.

Methods We conducted a systematic literature review according to the Preferred Reporting ltems
for Systematic Reviews and Meta-Analyses statement. RWE studies that reported on DTG + 3TC
use in people with HIV were retrieved from Ovid MEDLINE®, Embase®, PubMed, Cochrane library,
and relevant international conference proceedings from January 2013 to February 2022.

Results This review includes 122 publications from 103 RWE studies of 44 unique cohorts (N=8034;
42 cohorts outside the United States). Treatment history of the 8034 people with HIV with reported
use of DTG + 3TC included treatment naive (n=788), suppressed switch (n=6082), treatment
experienced with detectable VL at baseline (n=58), and treatment experienced with unknown
viremia (n=1106). In the 1 study that described effectiveness outcomes in people with previous
virologic failure (VF; N=194), probability of VF at 1 year was low (0.4% or 1.2%, depending on VF
criteria). In cohorts with >10 people with baseline resistance that reported outcomes (mostly
M184V/I; 4 cohorts, N=211), VF was low (ranging from 0%-5.4% at ~1 year), and the difference in
VF between those with or without M184V/l was not significant in 3 of 4 cohorts. A treatment-
emergent resistance mutation (M41L, not selected by DTG or 3TC) was observed in 1 person with
evidence of baseline resistance. None of the 35 people with HBV experienced VF, and 89% (16/18)
of treatment-naive people with baseline VL >500,000 c/mL achieved virologic suppression at Week
24. There were no studies describing effectiveness outcomes in people with HCV who were
receiving DTG + 3TC or treatment-experienced people with VL <50 c/mL for <6 months before
switch.

Conclusion DTG + 3TC has been used in people with HIV with various baseline characteristics,
including RCT exclusion criteria. Outcomes from published RWE in these subgroups further
support the clinical data demonstrating the high effectiveness and barrier to resistance of DTG +
3TC.
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The causal role of COVID-19 in acquired immunodeficiency
syndrome (AIDS): a Mendelian randomization study

Yifan Guo,Siyuan Yang,Linghang Wang
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Objective According to observational research, there appears to be a linkage between coronavirus
disease 2019 (COVID-19) and human immunodeficiency virus (HIV) infection/acquired
immunodeficiency syndrome (AIDS). However, these pieces of evidence could potentially be
influenced by confounding factors. Furthermore, relevant meta-analysis does not indicate an
increased risk of COVID-19 mortality associated with HIV infection/AIDS. Therefore, the primary
objective of this article is to conduct a Mendelian randomization (MR) study to determine the causal
relationship between COVID-19 susceptibility, severity, hospitalization, and HIV infection/AIDS.
Methods To investigate the causal relationship between COVID-19 susceptibility, hospitalization,
severity, and HIV infection/AIDS, we employed a Mendelian Randomization (MR) analysis that
utilized aggregated data from genome-wide association studies (GWAS). In this study, statistical
data on susceptibility, hospitalization, and severity of COVID-19 were used as instrumental
variables for the exposure characteristics, while data on HIV infection served as the outcome
feature.

The primary analytical approach used for evaluating causal relationships was the inverse variance-
weighted (IVW) method. Additionally, we employed MR-Egger, weighted median, simple mode,
and weighted mode methods to complement our findings from the IVW method. Furthermore, we
conducted sensitivity analyses using Cochran ‘s Q test, MR-PRESSO method, MR-Egger intercept,
leave-one-out analysis, and funnel plot to assess heterogeneity, horizontal pleiotropy, and stability.
By utilizing a range of analytical methods and sensitivity analyses, we aimed to increase the
robustness of our findings and ensure that any confounding factors that may have affected the
results were accounted for.

Results MR results of the IVW method did not demonstrate any significant genetic correlation
between susceptibility (OR = 0.73; 95% CI: 0.24-2.21; P = 0.58), hospitalization (OR = 0.88; 95%
Cl: 0.65-1.19; P = 0.40), and severity (OR = 1.01; 95% CI: 0.79-1.28; P = 0.96) of COVID-19 with
HIV infection/AIDS. These findings indicate that there is no strong evidence supporting a causal
relationship between COVID-19 susceptibility, hospitalization, severity, and HIV
infection/AIDS. Furthermore, our MR analysis results were robust and remained consistent in
sensitivity analyses. We detected no pleiotropy or heterogeneity, suggesting that our findings are
reliable and not influenced by confounding factors.

Conclusion Our study failed to identify evidence of a causal link between COVID-19 susceptibility,
hospitalization, severity, and HIV infection/AIDS. Further research may necessitate the inclusion of
more GWAS data to accurately evaluate the potential association between COVID-19 phenotypes
and HIV. Overall, our study provides valuable insights into the relationship between COVID-19
susceptibility, hospitalization, severity, and HIV infection/AIDS, which could help guide the
development of more effective prevention and treatment strategies for both diseases.
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Baseline lower CD4+ cell count or higher viral load resulted
in greater bone loss in HIV-1 infection individuals after
initiation 48 weeks on TDF-based antiretroviral therapy

Ling Chen,Fuping Guo,Jia Tang,Yang Han,Xiaojing Song,Wei Cao,Ling Luo,Taisheng Li
Department of Infectious Diseases, Peking Union Medical College Hospital, Chinese Academy of Medical
Sciences & Peking Union Medical College, Beijing, 100730, China.

Objective To evaluate the bone loss of treatment-naive people living with HIV (PLWH) with lower
CD4* T cell count or higher viral load at baseline after 48 weeks of TDF-based antiretroviral therapy.
Methods Retrospective analysis and comparison of the absolute bone mineral density (BMD) data

evaluated by a dual-energy x-ray absorptiometry (DEXA) test of adults with HIV-1 infection who

were followed up by Peking Union Medical College Hospital (PUMCH) clinics from 2012 to 2018

after 48 weeks of TDF-based antiretroviral treatment and percentage changes from baseline to 48

weeks of the lumbar spine L1-L4, total hip, and femoral neck in the baseline CD4*<200 cells/pl

group versus baseline CD4+2200 cells/ul and baseline viral load (VL)=5logio copies/ml group

versus baseline VL<5logio copies/ml group, respectively. Further calculating the proportion of
BMD=5% reduction at three anatomical sites in the CD4* <200 cells/ul group versus baseline

CD4+2200 cells/pl, respectively. Multivariate regression analysis was used to analyze the factors

influencing BMD=5% reduction.

Results At week 48, the BMD of the lumbar spine L1-L4 decreased more significantly compared

with the baseline BMD in the CD4* <200 cells/ul group (N=29) and in the VL=5log+o copies/ml (n=28)
than in the CD4* 200 cells/ul group (N=82) and in the VL< 5logio copies/ml group (N=76),

respectively (-5.001£4.24 vs. -2.97+3.70, p=0.016; -5.04+3.64 vs. -2.95+3.98, p=0.017, respectively).
Insignificant changes in the femoral neck and total hip between the two groups (p=0.288 and

p=0.273, respectively). The results in baseline CD4+ <200 cells/ml and VL=5log1o copies/ml group

were still consistent with the baseline CD4*<200 cells/ul group or baseline VL=5log1o copies/ml

group, which was the BMD reduction of lumbar spine from baseline to week 48 much more than

non-baseline CD4*<200 cells/ul and VL=5logio copies/ml group (-6.18+3.91 vs. -3.07+3.81,

p=0.004). The proportion of lumbar spine L1-L4 BMD=5% reduction was higher in the CD4*<200

cells/ul group than in the CD4+2200/ul group (52% vs. 24%, p=0.007). In the multivariate

regression analysis, CD4*<200 cells/ul and body mass index (BMI) were risk factors for BMD=5%

reduction. We did not find age, sex, and VL=5log1o copies/ml associated with BMD=5% reduction.

Conclusion PLWH with baseline CD4*<200 cells/ul or VL=5 log+o copies/ml had more severe bone

loss after 48 weeks of the TDF-containing antiretroviral treatment. CD4*<200 cells/ul can be used

as an early warning indicator of early bone loss. Choosing a more appropriate antiretroviral

treatment regimen in PLWH with CD4*<200 cells/ul and or VL=5log1o copies/ml at baseline to

prevent severe bone loss or conducting early intervention for bone loss with TDF-based regimens.
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Regimen Dolutegravir and Lamivudine (DTG + 3TC) in
People With HIV-1: A Systematic Literature Review
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Objective In randomized controlled trials of virologically suppressed people with HIV-1, switching
to dolutegravir/lamivudine (DTG/3TC) from boosted tenofovir alafenamide (TAF)-based regimens
led to generally favorable changes in lipids through 144 weeks in the TANGO study and minimal
changes in lipids when switching from various baseline regimens through 48 weeks in the SALSA
study. Additionally, favorable decreases in total cholesterol/HDL-cholesterol ratio were observed in
treatment-naive people with HIV-1 initiating DTG + 3TC in the GEMINI-1/2 studies. The purpose of
this review was to summarize real-world evidence (RWE) on the effect of DTG + 3TC on lipid
parameters in people with HIV-1.

Methods We conducted a systematic literature review according to the Preferred Reporting ltems
for Systematic Reviews and Meta-Analyses statement. RWE studies reporting on DTG + 3TC use
in people with HIV-1 were retrieved from Ovid MEDLINE®, Embase®, PubMed, Cochrane library,
and relevant international conference proceedings from January 2013 to February 2022.
Publications providing data on lipid parameters associated with DTG + 3TC use were included.
Results This systematic literature review includes 122 publications from 103 RWE studies of 44
unique cohorts (N=8034) reporting on DTG + 3TC use. Of these 44 cohorts, 8 reported data on
lipid outcomes in 22 studies (N=1141), including 20 studies of virologically suppressed people in
Italy (n=820), Spain (n=177), Turkey (n=32), and the UK (n=52) and 2 of treatment-naive people in
Italy (n=20) and China (n=27) initiating DTG + 3TC. Among virologically suppressed cohorts,
mean/median age ranged from 47.1 to 60.5 years and 74% of individuals were male; various ART
regimens were used before switch (median treatment duration, 8.4-13 years), and mean/median
CD4+ cell count at switch ranged from 272 to 698 cells/mm?3. Duration of follow-up ranged from 30
weeks to 5 years. In these studies, DTG + 3TC was associated with generally improved lipid profiles,
with reductions or no changes in most lipid parameters reported. Among treatment-naive cohorts,
median age ranged from 31 to 34.5 years and 89% of individuals were male. Duration of follow-up
was 15.4 person-years in one cohort and 48 weeks in the other; mean/median CD4+ cell count
was 342 and 222 cellss/mm?3, respectively. Treatment-naive people initiating DTG + 3TC
experienced minimal impact on lipid profiles.
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Conclusion Consistent with clinical trial experience, RWE data from >1000 people with HIV-1
suggest that switching to DTG/3TC from various antiretroviral therapy regimens or initiating DTG +
3TC has positive or minimal effects on lipid profiles. A data gap exists among RWE regarding the
effect of DTG + 3TC on lipid profiles due to the lack of studies reporting lipid outcomes.

PU-082
“GIVE IT A SHOT”: BEST PRACTICES FROM HCPS FOR
ADMINISTERING LONG-ACTING CAB+RPV

Paula Teichner! Emilie Elliot?, Miguel Pascual-Bernaldez®,Deanna Merrill',Cindy Garris',Ronald D’Amico’,Richard
Grove*,Rodica Van Solingen-Ristea®,Bryan Baugh®,Parul Patel',Vani Vannappagari',Wyk Jean Andre van?,Xiuxiu
Ni”

1. ViiV Healthcare, Durham, NC, USA, 27701 2. ViiV Healthcare, Brentford, UK, TW8 9GS
3. ViiV Healthcare, Madrid, Spain, 28760 4. GSK, Uxbridge, UK, UB11 1HU
5. Janssen Research & Development, Beerse, Belgium, 2340
6. Janssen Research & Development, Titusville, NJ, USA, 08560 7. GSK, Shanghai, China, 2000124

Objective Cabotegravir + rilpivirine (CAB+RPV) dosed monthly or every 2 months is a complete
long-acting (LA) regimen for the maintenance of HIV-1 virologic suppression shown to be non-
inferior to daily oral therapy in a phase lll/lllb development program. LA intramuscular (IM) gluteal
injection is a novel antiretroviral delivery method that can cause discomfort/pain. In the current
study, we surveyed injectors in the CAB+RPV development program on optimal administration
techniques in order to inform clinical practice and improve patient/provider experience with gluteal
injections.

Methods Primary injectors across the phase Ill/lllb program (ATLAS, FLAIR, and ATLAS-2M trials)
were invited to participate in an anonymous, self-administered online questionnaire containing 15
items with pre-defined response options and one open-ended item. Topics included provider
demographics, clinical and injection experience, techniques used to minimize pre-/post-injection
discomfort, and the perceived effectiveness of these techniques. Data were captured electronically
and summarized using descriptive statistics.

Results Surveys were sent to 161 sites in 15 countries, which were split by North America, Europe,
and Other regions for analyses. Overall, 181 providers, including 99 licensed nurse and 44 medical
doctors, returned the survey, with a mean response rate of 1.6 HCPs per site. Nearly half of
respondents (46%) reported having >10 years of experience with gluteal injections before the
CAB+RPV LA study, and 76% had administered 250 CAB+RPYV injections within the study. One in
four providers modified injection techniques for patients with a BMI over 30 kg/m2, with using a
longer needle being the most common modification reported. Among respondents utilizing =1

injection technique (n=169), the most commonly used and ranked as the most effective in
minimizing pre-/post-injection pain were: pushing the IM injection at a slow speed (66%), bringing
the medication to room temperature (58%), relaxing the gluteus muscle prior to injection (53%),
and distracting the patient (34%). Overall, 60% of injectors felt that a prone position provided
optimal patient comfort and 41% had no preference on injection order (CAB vs. RPV). Post-injection,
the techniques ranked by injectors as most effective in minimizing pain, as reported to them by
patients, were over the counter pain relievers (74%) and returning to routine daily activities (30%).
Patient-reported pain decreased over time, which was largely attributed to decreased anxiety and

improvements in patient self-management post-injection. Findings were consistent across
surveyed regions.

Conclusion In the phase Ill/llIb studies, CAB+RPV LA injections were well tolerated, associated
with low rates of treatment discontinuation due to injection site reactions, and preferred by patients
over daily oral therapy. These data support that simple techniques, routinely used by injectors, help
optimize the administration of CAB+RPV LA.
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B B 83 T R 48 S PO B A T R A S R B 2G4 I, e AT PO BRI T I T 2 AL
FHEE U4 2018 4F 1 A% 2021 4F 5 AW EH 18 MumHimidasr 6 MALLEH HIV s
>1000 # D/mL 30590 B MR FEAS, K H In-house 77 AT RN, K 3L PR 2 4 22 3] 26 [ A
& HIV-1 i 245 %038 )% (http://hivdb.stanford.edu/) 73 BT 24 2825 A7 55 X 25T 2515 0, FFUiEE g A
FI2E R PR EIRIT B R

LEBL 887 IREA R INY 1 812 ], FHEKIhE 91.54%, KILIHZ 676 i, fif2h% 83.25%,
NRTIs fif 2 % & 73.40% (596/812) , NNRTIs fif 25 % 80.54% (654/812) , Pls ffif 24§ %
5.54%(45/812), INSTIs fifZi% 2.09%(17/812), VUKW 25X H St £ 5% (x2=1686.32, P
<0.001) , XPEZWEN T 25E 5 66.38% (539/812) , W =KW 5 5.79%
(47/812) . ALK H 9N HIVERF TR, LB TA T (59.61%) , Hikje CRFO1_AE A
(22.17%) 1 CRFO7_BC WA (9.48%) , AFIZERNWHKIMZ KA 51+ ¥ %R (x3=21.33,
P=0.001) . NRTIs #, M184V/l A% i, HIE K65R; NNRTIs 1, RAZRFT =712
K103N/S. G190A/S 1 V106M/I; Pls H, RAFZFT —ALH2 M46l. V82A/F F1 154V/MV; INSTIs
1, E157Q/EQ R LI E, HIUZE R263K il G140A. NRTIs A >k 7 s Al AL h At DL s BE i 25
NE (65.52%) ; NNRTIs = FH-FAKIAEFIC LR ENZ N E (77.46%. 71.18%) ; Pls
WEUCTRFR/RAFEI T . SN2 AU 3.45%; INSTIs B U4 d B Rfr b B, m
2553 &5 1.65%M1 1.21%, A K IEL 58 8 7 =5 122 8 574 i v FE i 240

2510 TR A B PUR R T RINUEE I 25 el s, BL NRTIs A1 NNRTIs fif 25 5% 5. it 258748
ZREHE O BUCE R RN 25 B R 256 YT, RN IR B U B G 9T 0 B ek AN 24 W
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HE 2T 70 SR8 E 222 1w AT MRS R AL, B IRMEAT N R AR HIV YA
EEAT S ARG . R R KA HIV R G O BRI AT AR A 1 R S HIV e
KB AT OIS B, ABFCBIE TIRRSEAE HIV G M OB & AT R R A 3 A
HHIV G B AT NIRRE, X T e B AN [F] 2l B B i 22 A NBE R 208 R BE 0 B 4% 58
s B E A ISR

ik 83 2016 4F 1 H-2019 4 _F PRI nt iz e BED7 B0 B 1k k224 HIV &G4 /AIDS
BEVERNIF R, F#218 & il 5 2 HEHE WG 45, DTN E SR 7 25 ol
A, B SR S R, B SPSS19.0 AT HEATGi i b AR B R PEAT A R A
WA RN KEERTRIN K245 R A AT NPT B, SRR 7RG EL e P 4L P K224 HIV
SR RO IR AR YL BT AT NI 2 R

GER UGAEAA R 200 13, AN G2 HIV IEGR TER N 22.242.7 %, il HIV Bgent
H 61.50%KMF AR B, HAphFAR 2-3 FEHAFAERL, H 33.00%. G HT AL 3 ZORYE
HNIIIZI LN, 5 38.5%. 45.5%TE AN K2 0T RATEIRMEIT RN, H HIV B2 Wi B E K
TNEJERAEMATAE (1=-4.128, P<0.001) . [FIPEMEC M7 45 B SR N1 R AMEAT N
FIA FERBERLT . XA A 2 2SR PN 5 5 v AR i SR 1 B R Ak 1 L) B2 v T
NG RAEMATNE (P<0.05) o B R¥AE HIV RS 1 IR IEAT N R AERES HIV B )
TR ITEE R BIR, NSFRTRAEMEAT RE IR B IR FEE AT R GO R S A2 AT AR
BlE, RAEE TAENEAT PSRN, B RT R 2 (P<0.05)

9 T AL T IX HIV BHE ) 5 R4 N BRI TR A 00T, 3R 59 K22 A N i 14T 7 2R
PEOEDRASTE R T H HIV BRI RE,  SOINGER R 7 /D 451 B 08 A0 OB T TR 5] 5 1 SR s A
Jiik, K Ad AT N AR SR TR EAR A TAER ORI . RiEEE AN L2 AT NS,
PSR ATS/ab =972
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TitE IRIEEs M 2022 4 1 H 2 2022 4 12 F E#E R R LRt 2 BB dicia 1 160 B AIDS
3 11 B BRI P R S A0 T Ja e e A

Z53R 160 %1 AIDS 11 F &, 90 B AL &Gy, LA IpIRIE RGeS 24.44%, THAXBH R L
18.89%, MM LIURGL Y 21.11%, Skl 23.33%, HAREY L 12.22%. 90 Hil47 /&G
B RIS 119 MO G, L A AR S R A ERTE 12 K, BERTE 7 Bk, SRSRECR R
26 tk, FRTCEAE 14 Bk, 602 AR 20 bR, KRB 14 bk, AR EEA 26 k. 90 4l
P3RS B CDA+ T 4L £ 1-108/ul 2 (8], o 62 NORBHATHURTFIRIT, 48 AITUEHUR
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g7, 90 BN LB H rh R 260 % 16 AL LI R 24 AL (EBER 240, i3
G AR AT BT 213 9mmoliL, CDAT ELANII<200/ul, Hiide sy AR,
TN BATRERA R KNS Y 500, RLFIH 254 0 AIDS 15 MB35 1
BAMBIRIEZE (P<0.05) .

B GEBY, SCUCRLE . (EBEI I, AL, AOPRIILAESR . A 00T IR, IOENT. MR
IR LA e, RITHEZ4. CDA+ T WKEAINL. Humsiteiasy AR S AIDS {5 11&
BB O AR IR R, HE SR A S I, MO LR R, RHE R b
N A R L
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B B 20 b 8 1 42 52 v AR B 5 B A T 1 HIVIAIDS B8 R WA 1 SR> 544 & 5h /K P 1A
Kt

TT¥E XEBEEI2 1) 287 1] HIV/AIDS B #H T E, R —MRIGHER BRI 3) M E3E 1T
BUIRTAR, (R I 3304780 S R0 A 3 AL

LER AR B R R AL R A2 50 5N 65.1%F1 7.9%, s TR EdE AIDS B N E
JRBEFARIE B R BRI R TP AR >40 % . BMI<18 (B uplE T8 &1
Wi, MET 220 Nm /KPR LR T B EIERWH, L CDA+T 4ifiu il m T B 15w 4,
PRI 2 5 Geit 5 L (P<0.05) o ZRFKEIA T BoRE240 2 il BMI<18 /& HIV/AIDS
HE BRI R RA S G R () P<0.05) . fRESCH KNGS (BIEREINESD 1
HIE 70.50%, BEAED 3 RIWEIEEHHN Y 30.58%; £ TAEHERAALET 8 /B &
27.34%, AN BMI K AR 6 1 B R IS S R A B % £ 57 (33 P<0.05) .

G50 B2 R T SR R IR T I HIVIAIDS B i i D 1 A 5 4EEY . BMIL JRJTHT CD4+T
MO BO AR TGP AR DG . BE45 N G L ET P B (A B 48 SR 25 BRI, st R A
TGS, T B B B RS 1R A

PU-088
The clinical characteristics and infectious progression
of HIV/AIDS patients co-infected syphilis after
antiretroviral treatment.

Yuanni Wu' lian feng lu’ xiao sheng liu"2,yang yang',ling chen’ jia tang’,tai sheng li'-2
1. Peking Union Medical College Hospital
2. Tsinghua-Peking Center for Life Sciences

Objective Recent studies have reported overall increasing rates of syphilis with a high rate of
human immunodeficiency virus (HIV) co-infection. However, there is little information about factors
influencing syphilis treatment failure and/or re-infection in HIV co-infected patients.This study
studied the virology and immunology of HIV/AIDS patients with syphilis infection who received ART
regimen for a long time, focusing on the risk factors and immunological changes of syphilis
recurrence, reflaring and serum fixation after treatment.

Methods The study subjects were HIV/AIDS syphilis patients receiving antiretroviral therapy at the
AIDS clinic of Peking Union Medical College Hospital from 2003 to December 31, 2022. General
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data, epidemiological information and laboratory test results of AIDS outpatients in our hospital
were collected through the electronic medical record system of our hospital, including age, sex,
ethnicity, HIV infection route, HIV diagnosis time, antiviral treatment start time, TPPA, RPR,
lymphocyte subsets 11 items and HIV viral load. To analyze the characteristics of syphilis infection
in HIV/AIDS patients with syphilis infection and the effect of HIV antiviral treatment.

Results A total of 86 patients with HIV/AIDs combined with TPPA were included, including 10
patients (11.6%) with serologic fixation after syphilis treatment and 29 patients (33.7%) with
relapsing/re-flareup after syphilis treatment. All patients were male and had started HAART therapy
with a median ART duration of 8 (5,10) years.In terms of anti-syphilis treatment, the overall
treatment effective rate was 71.4% (60/84 patients). A baseline syphilis titer of 1:128 was
significantly associated with syphilis treatment (P=0.003). However, no clear correlation was found
in univariate and multivariate analyses of syphilis recurrence/reburning and serum fixation. After
antiviral therapy, the median CD4+T lymphoid count was 520 (449,767) /ul, the median CD8+T
lymphoid count was 667 (593,885) /ul, and the median CD4/CD8 ratio was 0.84 (0.63, 1.08).
CD8+CD38+% lymphocyte ratio 36.5 (32.5, 49.3) %, CD8+HLA-DR% lymphocyte ratio 31.4 (28.5,
49.0) %. Median CD4 increase was 390 (236,436) cells /ul. Viral load decreased by an average of
4.64+0.68 Log10 values. Syphilis recurrence/reburning/serum-fixed population (36 cases) had no
significant effect on virus decline and immune recovery.

Conclusion After regular anti-syphilis treatment and long-term ART treatment in HIV/AIDS patients
with syphilis infection, the overall treatment effect of syphilis is good, the virological control and
immune recovery are better, but the proportion of relapse/reflare and serological fixation is high. In
the process of diagnosis and treatment, for long-term follow-up co-infected patients, it is necessary
to strengthen hygiene education and Periodic review.

PU-089
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0.838 #1 0.745, H. A fE#(Wr{E A 9455, 534.5, 324.5; N F CD45+CD3+T ik 2 4 A .
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PU-091
Cases of monkeypox showed highly overlapped
co-infection with HIV and syphilis.

Lin Jia,Benyong Yan,Yuan Fang,Xiaodong Yang,Han Jia,Mei Zhang,Shuang Li,Yang Zhang,Wen Wang,Caiping
Guo,Tong Zhang,Xiaojie Huang, Taiyi Jiang
Infectious Diseases and Immunity Department of Beijing Youan Hospital, Capital Medical University

Objective The current ongoing monkeypox disease (MPX) outbreak reported in countries beyond
Africa presents unique characteristics. However, data from series or cohorts of confirmed
individuals in China are scarce.

Methods We reported on a series of Chinese individuals with confirmed MPX infection attending
the Beijing Youan hospital (China) from June 10 to July 15 2023, who had been sampled from
multiple anatomical sites, including skin, anus, throat and blood. We compared the MPX viral loads
(given as PCR cycle thresholds [Ct]) between anatomical sites. In addition, a structured
epidemiological questionnaire was completed systematically to gather sociodemographic, clinical,
and behavioral data from all confirmed cases. The desquamation of all visible lesions, coupled with
no new lesions, and no active mucosal lesions, were agreed for discharging patients. All cases
were recorded the prognosis and complication in hospital.

Results Overall, 66 samples were collected from 20 men with a median age of 29 years (IQR 26—
32). 19 (95%) patients practiced unprotected sexual encounter with men in the past month. 13
(65%) were living with HIV. Of those with HIV, 12 (92%) were on antiretroviral therapy, 11 (85%)
had an undetectable viral load (<40 copies per mL), and the median CD4 cell count was 667 cells
per uL (IQR 404-902). Among individuals without HIV, 3 (43%) patients were taking PrEP. A total
of 11 cases (55%) were diagnosed with concomitant sexually transmitted infections (91% had
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syphilis and 9% had condyloma). 8 (40%) had HIV and syphilis co-infection. MPXV detection was
more frequent from skin (20 [100%)] of 20), anus (6 [100%] of 6), and blood (18 [90%] of 20) than
from throat (16 [80%] of 20). Viral loads were significantly higher from skin lesions (Ct 19-0) and
anal samples (Ct 23.0) than from throat (Ct 31.0), or blood (Ct 34.5). In this case series, all persons
presented with skin lesions (85% had anogenital lesions). Common systemic features preceding
the rash included fever (85%) and lymphadenopathy (55%). The median incubation period was 8
days (range, 1 to 30). The median time of onset to desquamation of skin lesions was 14 days
(range, 6 to 18). No deaths were reported and there have been no severe cases.

Conclusion The current MPXV infections mainly occurs in the young men who have sex with men.
High MPXV viral loads from skin and anal sites, suggest that transmission most likely occurs
through direct body contact. The prevalence of HIV and syphilis co-infection in the cohort were high.
Prevention efforts need focused on this population.
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CEREYE, HCV REEAEHAE (5 f) EZEmKEA, 2020 FE5EE (14.31%)
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0 TP X e SRR 2 HCV R 2 AEPE, 124, 6 B4R 3 By pr AR R A, A
AL R B e . . IR R ER .

85



TR 2 o B TR G . NI R SRR

PU-093
BXEERATREZFHRNQ R B E PRIEKN R

g, XIKE. B, gk
FRARTH 22 3% AR RS T ot

H B SG52 E IE Sk B AT S T R (ABT) 7 R TPl W 889697 (ART)
(T 3R 22 e, R UG A DU BR IR TT SR B R AR TR -

J7iE B IS 2020 45 9 H-2022 4 9 H AN, {EFH & ABT J7 RHEATHESE 24 J&I697 1) 50 i % LA
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SPEI Y, 58.92%(33/56) 4 IF 2 A K UL ML MG HRIE WHO HIV IR 1, 3 4%
33.93%(19/56), 4 % 66.07%(37/56); ABT Ji%: ABT+DTG/3TC 80.36%(45/56), ABT+DTG
19.64%(11/56). 77T HIV RNA 5.40 (4.92,5.71) Ig10copies/ml,CD4 77.00 (43.00,143.50)
cells/ul. ART 4 Ji. 12 Ji. 24 JA HIV RNA #3470 % F P& (3.2320.11) . (3.750.08) .
(4.55+0.12) Ig10copies/ml (P#7<0.001) , CD44 %I 1F+ (54.59+11.56) . (112.34+13.34) .
(115.14%13.91) cells/ul (P $<0.001) . ART4 . 12 Ji. 24 Jil HIV RNA<50copies/ml I & 4%
L5y 26.53% (13/49) | 46.43% (26/56) . 78.57% (44/56) . 437 WIRITE i & A FEsH
RN, ToEFERAES ART KK EA REM, G IHRESCE I 25 Frsu = A B 40507
RIMBRGIE (7.14%)  BUReRH (3.06%) MHDEERH (1.79%) .

S BN B S ABT 5 RITHIME ART 1697 A 3%, (AR R

PU-094
The Prevalence of Low-Level Viremia and Its Association
with Virological Failure in People Living With HIV:
A Systematic Review and Meta-Analysis

Shengnan Zhao,Wenjing Wang,Xiaojie Huang
Beijing Youan Hospital, Capital Medical University

Objective During the just-concluded 2023 International Antiviral Society Conference, a systematic
review published in the Lancet found that the risk of sexual transmission in people living with HIV
(PLWH) with low-level viremia (LLV) (<1000 copies/mL) was close to zero. However, the minimum
viral load (VL) required to trigger transmission varies with different routes of transmission. Even
12.7 copies/mL of blood can transmit HIV. We can’t deny that the existence of LLV still burdens
the elimination of HIV. Previous studies have suggested that LLV has a variety of potential negative
effects, including virological failure (VF), increased transmission of HIV, the emergence of new drug
resistance mutations, enhanced immune activation and inflammatory factor release, and
accelerated disease progression. Based on different countries ‘ policies and economic strength,
these studies have different definitions of LLV and VF. Therefore, this research evidence can't be
simply applied to all countries and is also controversial. Although LLV frequently occurs among
PLWH during antiviral therapy, it has not attracted widespread attention. We aimed to
systematically review the existing evidence of LLV in PLWH to determine the prevalence and risk
factors of LLV. In addition, we analyzed whether LLV was associated with an increased risk of
subsequent VF and mortality.

Methods In this systematic review and meta-analysis, we searched PubMed, Cochrane Library,
Embase, and Web of Science for studies reporting LLV in PLWH from inception to July 24, 2023,
for systematic review, clinical trials, and prospective or retrospective cohort studies. According to
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the 2021 WHO Guidelines, all participants were categorized by their longitudinal viremia profiles 6
months or more after starting ART using the following definitions: (1) LLV, defined as the
occurrence of at least one viral load measurement of 51-999 copies/mL, including persistent LLV
(pLLV), defined as two or more consecutive viral loads of 50—999 copies/ml, at least 1 month apart,
and otherwise blip; (2) VF, defined as one or more HIV viral loads of 21000 copies/mL; and (3)
virological suppression, defined as VL <50 copies/mL. Studies were included if they investigated
PLWH over the age of 15 and presented data that allowed us to establish the prevalence of LLV or
the association between LLV and VF. The sample size of the study below 1000 will be excluded.
The prevalence of LLV was pooled using a meta-analysis of single proportions. Log-transformed
rates were used in correlation analyses and back-transformed for reporting. This study is registered
with PROSPERO, CRD42023410779.

Results We obtained data from 14 cohorts, which reported LLV of PLWH in 551,788 patients. The
study designs of the included studies were prospective observational (three studies), and
retrospective observational (11 studies). Thirteen studies reported the sex ratio of patients, most of
the patients were male, and only one study had a majority of female patients. Eight studies reported
the proportion of patients with advanced HIV disease (CD4 count <200 cells per uL), which ranged
from 12.8% to 51%. The longest follow-up period was 81837 person-years (PYS). The incidence
rate of LLV in the first-line ART regimen was 11.5/100 PYS (11.4-11.7), and that of the second-line
ART regimen was 15.1/100 PYS (14.2-16.1). The pooled prevalence of LLV was 14.23% (95% CI
11.24%-17.22%) in PLWH overall, while that of blip was 15.32% (6.57%-24.07%, 21,552/121,129),
that of pLLV was 4.85% (3.25%-6.45%, 2,883/101,226). We found that VL=10° copies/mL at
baseline (RR 1.79, 1.11-2.88), AIDS-defined illness (1.22, 1.08-1.38) at baseline, and Pl-based
regimen (1.45, 1.37-1.53) at ART initiation can increase the risk of LLV. In the adjusted models,
patients with LLV had a significant risk of VF (aHR 2.77, 2.03-3.76). In the subgroup of blip, patients
with VL of 500-999 copies/mL had a significantly greater risk of VF (2.46, 1.35-4.48). In the
subgroup of pLLV, aHRs increased with an increasing range of LLV, from 51-199 copies/mL to
200-499 copies/mL to 500-999 copies/mL. Patients with VL of 50-199 copies/mL (2.41, 1.91-3.05),
200-499 copies/mL (5.11, 1.64-15.88), and 500-999 copies/mL (9.44, 3.85-23.15) had a
significantly greater risk of VF than that with virological suppression. Similar results are shown in
the unadjusted model. Two studies analyzed the relationship between LLV and VF, including data
from 1429 patients, of which the aHR of 50-199 copies/mL was 1.45 (0.67-3.13), and the aHR of
200-999 copies/mL was 1.66 (1.16-2.37).

Conclusion Our systematic review and meta-analysis showed that PLWH has a very high LLV
burden, especially in African countries. LLV occurs in patients with high baseline VL and AIDS-
defined diseases, highly correlated with VF and all-cause mortality. The main implication of our
findings is that all PLWH should be visited strictly in order to detect the occurrence of LLV in time.
Initial ART and virological suppression PLWH should be instructed to improve adherence, and the
most suitable ART regimen should be selected under the guidance of experienced specialists. All
ART-naive patients should follow the recommendations of the guidelines for pre-ART drug
resistance testing. Follow-up investigation should be carried out in time for patients with LLV to
identify the causes of LLV and give intervention measures as soon as possible. However, these
measures are currently not being implemented, especially in low-income countries and regions,
which need to invest in building capacity for LLV testing, care, and intervention.
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PU-095
Increasing trends of hyperglycemia and diabetes in
treatment-naive people living with HIV in Shenzhen
from 2013 to 2019: an emerging health concern

Ligin Sun’,Yun He',Fang Zhao',Hui Wang',Jiaye Liu?,Hongzhou Lu’
1. B 5 R
2. IR AL T A 2B

Objective With the advance of antiretroviral therapy (ART), HIV infection has been transformed
from a fatal disease to a chronic condition. Metabolic-related problems have become a new threat
to the health of people living with HIV (PLWH) even at the time of ART initiation. The trends of
hyperglycemia and diabetes mellitus in treatment-naive PLWH in China have not yet been
investigated over the past decade.

Methods A consecutive cross-sectional study was conducted to include treatment-naive PLWH in
Shenzhen who were enrolled in the China National Free Antiretroviral Treatment Program from
2013 to 2019.

All statistical analysis was conducted using R 3.6.1. Normally distributed data were expressed as
mean and standard deviation (Xts), and independent sample t test or one-way ANOVA was used
for comparisons between groups. Median and interquartile range (IQR) were used for skewed
distribution data, and the rank-sum test or Kruskall-Wallis test was used for comparison between
groups. Proportion was used to describe the prevalence, and x2 test or Fisher exact probability
method was used for comparison. The clinical correlation, p value (< 0.20) in univariate analysis,
and collinearity between independent variables were considered to determine the variables to be
included in multivariate analysis. Finally, multivariate logistic regression model was used for
multivariate analysis of blood glucose abnormalities. P < 0.05 indicated that the difference was
statistically significant.

Results Over the 7-year study period, 11,287 treatment-naive PLWH were included and 608
(5.39%) and 232 (2.06%) had hyperglycemia and diabetes, respectively. The prevalence rose from
3.0% to 7.0% (x2trend = 25.032, P < 0.001) for hyperglycemia and from 2.2% to 5.9% for diabetes
(x2 trend = 10.097, P = 0.001) from 2013 to 2019. The prevalence of hyperglycemia in the PLWH
aged >35 years showed an increasing trend, from 7.6% in 2013 t014.2% in 2019 (x2 trend
=190.023, P < 0.001). Age >35 years (odds ratio [OR]=4.73, 95% confidence interval [CI]: 3.91—
5.75 for hyperglycemia; OR = 6.15, 95% CI: 4.42-8.74 for diabetes), overweight (OR = 1.87, 95%
Cl: 1.53-2.29 for hyperglycemia; OR = 1.95, 95% CI: 1.42-2.65 for diabetes), obesity (OR = 3.77,
95% Cl: 2.68-5.22 for hyperglycemia; OR =3.58, 95% CI: 2.13-5.75 for diabetes), CD8 cell count
< 500 cells/uL (OR = 1.43, 95% CI: 1.11-1.83 for hyperglycemia; OR = 1.52, 95% CI: 1.02-2.24
for diabetes), and high triglyceride level (OR = 1.82, 95% CI: 1.47-2.24 for hyperglycemia; OR =
2.60, 95% CI: 1.92-3.50 for diabetes) were the independently associated with hyperglycemia and
diabetes.

Conclusion The prevalence of hyperglycemia and diabetes in treatment-naive PLWH increased
steadily in Shenzhen from 2013 to 2019. Hyperglycemia and diabetes have become an emerging
health concern in treatment-naive PLWH. Screening and intervention for hyperglycemia and
diabetes are warranted at the initiation of ART.
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PU-096
PLWH I & 3 4% 4 e 28 8 = B R 0
15 R 43 47 B2 T Bl 4 e SR B 4R 1+t

AR XA, A, BRI
PSR P

HH 8 PLWH LB o e A A R G s AR, T TRl B e Y I e e 4 it PLWH il
WU BB IR T B, BRREEBE N B R A R SRR S E L.

TiVE H5 40 15 PLWH LB R £ AT 5 AL o0 A o A B 0 A o B B e (] 70 A1, B2
B ge S R AR IR R, T AR R R .

iR 4 40 0 PLWH MR & T e, ARG 23 fil, e s B ik sk 2 i, 4
ARG 15 B, FEIERGE 6 B, FEERIVER DIEERE OV, MM ERREUR, A
W LUK A A R 7O 7R R O, XSRP R EREE f i o U . AR 10 ], Horhgh
PRG35, B fREGe 541, DAM A B gyt b i 2 6. BPIER A R R,
WYL RPETHRENE DL, TR OERIKEE A MR AR SMERE, ESRThReEE H . E
e I e 227 R e A2 I ORI R R R AR R G SR R R (P < 0.05) 5 i ASFEIVES ] At Thig
BE RS 100 220 7T BE AN 2 MILVBORR P RS R 38 A A U Qe i s2 i R 3R (P > 0.05) o #E— BT Z R
Logistic [HlVA7#r, 4R TR, Fik=260 % WM >3 4> FLLE K EE R > 20 K. 726
P WEASThRE A H 22 A, A RBEiS [R]220 K CD4 THEUN T 100 AMul #5752 M R e 3 1k
I7 A KA MRS S G R (P <0.05) .

5 MBCEIEM R BE TG o R AR MR, DA R R Ry T, Gl R A T AT A
B BEIISS 3 K, R BT AR AT W IR B G DUk TEAE . Bk, AT A
By PAETHEI. 29T . SRR XU PR Y SR e XU o

PU-097
B K X 3w e 8 SR /M AR R KB AR I B 3 45 4

RIRS EEL WL G
H R AL PABESTBOA

B T i P X 8 e e KB MRS HIV MG R &, ARz X HIV &5
REHESE,

ik KRR AT, T 2021 4F 8 H & 2023 4F 3 A% #E i A4t B A B 7 #a too 3
HR)E LEEBRAT T SR

R I 200 AR EE KRBTSR T IHE. e BEIF HIV BRI AWM, Hf
HIV e 70 ], ARG 130 41, RGN 35%. HIV EGLLAEE HIV BG4 NBE 50 % DL E#%
439 Hi 57.1% (40/70) F160% (78/130) , FH 5 AN 54.3%% (38/70) F126.9% (35/130) .

P BIBHAT RS, B S A ER (p<<0.05) , MERS ALY ER (p>0.05) .

HIV &5 70 6] (100%) 315 B KL FEAE, maE HIV B3 AN 93.8% (122/130) 5 5
BE TV A TR B E AR TSRO DL B A ) 51.4% (36/70) A1 63.1% (82/130) ; HIV
YL E R R TAT . S TR AR N 41.4% (29/70) F142.9% (30/70) , FEHIV &Y NEEN
28.5% (37/130) Al 32.3% (42/130) ; HIV Y NHFIREHZ BORA R AREE « R EKIUH
MBI 2 A 94.3% (66/70). 92.9% (65/70) , JF HIV &Y A#E A 93.1% (121/130) Al
87.7% (114/130) , WA ARFH ARG HIV A SRR 7055 11.4% (8/70) F120.0%(26/130);

PLESERRI I ELEL, I BG it #2ER (p>0.05) o MPEA G R E S 2B WA 5N
57% (4/70) F1 16.9% (22/130) ; Kile 5 B4 UG I Bk (<1 ) (5 Ik 45.7%
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(32/70) 1 64.6% (84/130) 5 HIV & GL4]Hh f fEUBT R B¢ & & R sh Pt 2867715 34.3%
(24/70) , AEHIV G414 56.9% (74/130) ; PTG St 7R (p<0.05) .

Logistic [FlH 73 #r Rt & S 248 LB E R TR HIV 2587 5 i 3Lk (LB & 5 s/
PEAEAR G RS R A ST S 6 A 2%

G598 HLPHIX SRR 1 e b SR MEAE R IR Ry 356.0%, HIATBRA ORI IR AN R ALK, Sk
KIg A2 LRI HIV 25903 HBCAR/AE HA5 5E 5 & Gs HIV.

PU-098
MM T B 2npa I Bt ¥ % CD4/CD8 b (&
EXHFRERBERERINTE S

JAER . iR
PR ] P

H B 3R 059 R SR B8 8 YE DU BRI A LT B S5 A TR T I R sl A I 2 ) A1 R I T bk R4
MOV E CALHE CDA+T Wi it-50/ CD8+T k= 4ifiuit®) , LA CD4+/CD8+T k41 iy
Pl 5228 NBETUS A BE R

Tk E P 2 A Y R B e R 2015 4E 2 H—2022 4F 2 A MG e vrl, HONER
BET 1210 82 151 Xk AR S bk ER B 3 FE 48 AR T i FE i sh A WA B A A0 i T 96k B 40 B S A 5
Je H AR RN R B AR SRR PRRAE « 5236 S AG 2 K I PR 5 A 25 8 i B -2 A T AR S 2T

R 82 G R 75.61%, WL THER (46.1£9.89) %, £ 43 {5 (52.44%) HEH AN
BIRRER R B0 HIV B, AR B 5N 95.12%, ECOG #9322 4 #3465 %l (79.27%)
65 fil (79.27%) HBEVILH A4 B HIEHR, 75 6] (91.46%) HFH B/ W=l #, 28 4
(34.15%) HELAAEERBERIC, 62 1] (75.61%) i3 LDH R, 65 #i (79.27%) H# EBV-
DNA [HM:, 13 il (15.85%) HH G OHPREEEY:. BH LM PAL CD4+ T e iHECh
155 (92.2-250) Mul, 14 CD8+ T k44 h 734 (438-1089) Mul, CD4+/CD8+T kL
A L A2 B0 0.20 (0.12-0.36) , Hidt CD4+ T k40 it-%k <200 AMul &5 A 50 %1
(60.98%) , CD8+ T #kE4iit%=750 Mul A 38 ] (46.34%) , CD4+/CD8+T k41
H L <0.3 &3 54 1 (65.85%) -

S50 LR DG R R S T 1 O 2 A TR R, AR T bR B e A
CD4+/CD8+T ik R4l i LU AE 33K, HLpk R i th 2 A Fop 3, RIS AR petR s 5 22, fEbl
EBV &Y LDH fHME B L, 0 BE AR E BERIEA HBV &G =44 . AL AR A
KB, WG FOM G RIAE I AR AN I T bk LA WA $ & CD4+/CD8+T k4
it EU AR 5 25 W AN BEAE S 1 W7 B3 U IR 2R

PU-099
HIV BREF AR EERNRRAE AR

. RUR. B, FAE
o 27 2 s A=

EHH BFT 2018 4 1 1 H-2023 4£ 6 ] 30 H, A0 30850 B R U5 3 SR R 3R

Jii i B I B RS T RS G A VG E R R R E R RS, YUk
2018 4E 1 H 1 HIRHP O IR N ECRTT, FANRMRER, B A DSAHE (), 58,
WA, GSORIRGUASCACRERESE) , ATREIR gL IRAE, WiE B, MZGtE0L, FEACSKIE, ik CDAT itk
ELAM T2, B OUABE VIR, X SERE B 1 — I DU U I DLEAT Hliik, N Cox EL
JRURSE [ VA R A L AR 7 SR R S 1R 2

90



TR 2 o B TR G . NI R P

SR HET 2018 4 12 H 31 H, RGENRF 91.6%: HEF| 2019 F 12 7 31 H, RGEMERF
91.8%; MZEZF| 2020 4 12 A 31 H, RGAEIARFE 91.9%; BEZF 2021 4 12 7 31 H, RG{ER
7 92.3%; BEF 20224 12 F] 31 H, RGAEHZH 92.6%; #EF] 202348 H 31 H, RG{ER
# 93%. (EiRFF SRR, KITEFOFHELEE. ZHEEK Cox HIHBEER ML RN, i,
HE, R R

S RUTRSRE TR, HE, S, UEIREE, BRI R T .

PU-100
HIV/AIDS &H B2 EIEKFE
REEREA p17 HWETHEST

FRES 12 RIFR VA Umeg . PRl Ret e
1. H PR~ 3 DA BT R O AR A
2. VUFE KRR ST TE B

HE bEE m R SR AT S B, HIVIAIDS 822 (R R e R M AL I S R e H S g
HIR IR R HAIBET F . 2o, HIVIAIDS ARG B8 R RALE 55—, N I B3 A i i 2
K25, HIV/AIDS 35 s Rtk U8 R B0 5L A AN B, BF7C3R 0 HIV ZR A p17 w RE e itk B
TERG B EARME FNLEIA et — B0 o0, DRICAHIT 5 [ 2B HIVIAIDS & bk B8 2 PR 2
5, BRI HIGREFIE LTS . B8 HIVIAIDS B35 LU HIV/AIDS & ks 3 HIV &2 H p17
(R RAF KT Je A AT A, [RIFER 98 HIVIAIDS. HIV/AIDS & bk ERs bk 08 F s 2= R ik R, Ry
HIV/AIDS i3 K ARtk BB i L 2 W pe B i 255

HE WA E KT A Tt HIVIAIDS & Rk R B3 I R EdE . A47 70 1 H Kaplan-Meier 777, %
RZE 48 Cox [BIEAEA, $HEELMYE RNA, Nested-PCR #7488 P17 X BtIfill[5>. DNAMAN.
BioEdit. MEGAT7 58 E M3t A .

L8 HIV/AIDS &tk B g AL A 14 AN H, SRR T B4R KT 60 % (P=0.022).
Ann Arbor 7r IV (P=0.006) . IPI 43 4~5 43(P=0.012). K14 MR & 3 5T &
(P=0.044). D-—FMF+m(P=0.032). o-#2 T #Jt = (P=0.007). LDH & (P=0.019). B-¥k&E
T+ 5 (P=0.049)f1 45 L HEAT 241697 (P=0.000) A 520 B & B AF A R TSN %K. Cox ZIHES
FriE R~ aE#s . Ann Arbor 2 BAFIE LR T L6 T7 i B B A BOL e RN R . 40715 2
HIV/AIDS £ P17 X Bt 112 %5, HIV/AIDS & kLR B3 P17 IXBE 10 %5 RILTE P17 X B R
A E I B AN, A, EE AR ESEN, JFH HIV/AIDS & Ftk R s P17 X
BRA LT HIVIAIDS B .

28 451K HIV/AIDS #5¢ DLBCL /&5 s WL HIVIAIDS Ao, B3 1 ENmERe, 3t
TR IT AT BB UGS B TG . Rk P17 SRR HIV /R R E & TV WE A AL 3G, P17 848
REMER R EREL . A0 EI47 34 W), CLRE T b 2R R AR5 B R 31k . X
HIV/AIDS B& BT P17 AR, Sehtiybk EIRE TG AT TRSRNg, DURE B E AR AL R

EHo

PU-101
R ERBRI L EDETL

D, fTia. BME. fEkte. b
ST AL AR L

HE 752 SLBE s ) L O BRAR AL, FF AR A A AR08 AN FRIBR 93 175 2 RIDe B OIS S8 1
7 B ) AR B AT OB A B X B
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TiE AT AL PARGA o EGeRE 2018 4F 1 A 2023 4 6 HAEIR T 121 44 R0 gL
B ONBIE TR G, R 45 R SR V0 )L B SR B 7 N BEAT R 18 BT X TR A\ V1R i WAL ER X AN
RIIGEIR 1 S 15 R LR Lo BEAIVRE, B B R, 52 SO 45 0 T F1 R A 2 R 5 0 M B AR AL ) S i B
R E R A Tt 4 i A 1], 3 o P50 52 S0 52 0 1)) L B A2 R IBE I 175 i e R PR i 507 5K

SR L 52 44 GERCEAE 0-14 %, B9# 30 4, L 22 %) BI)UAFIR H R, I
169 % CFFREAE 15-18 %, H# 50 44, L 19 4) FILCEHMbH &g

S5 A o 90% ) HIV RS LEAMAEE N mh (15-16 %) I A4 R KITE H CIRGRITE L,
AR SRAE BEH ) AR AL AR MO B S A A2, RIARMEZ, JIHS, B 0 8E, 2EL, &
TN IR, Bk, S23CR0R RN LI 75 20 2 DB 2 SOHF, NSRBI RAR A EAL
OBET AR, AR P S RE kg ) LR LY

PU-102
IR S B REIFTEAARE 1 B

RE. UNEL FRtE. et PREE. iR
StEATH AL A RGE PG

HE N T B R AR 3859 & I A 83 18 38 B IR BEAR RRE (R DA R Oz e I R 2 R i — 2
feftim R &5

TFiE SRR BECIE — 191 33 I FR R VAR B IR AERA R 58 2 HEA T ) 3 b

HRF, 55 %, &25KL20+K, HE1 K. BE20+RKIZHEEEEE R Mg, ik
J% (Acquired Immunodeficiency Syndrome, AIDS) . &t 47, H Tk AIREHAT I FT40 B,
7R R P, Bk IR SUORTRE . 6 AT WE IR AT St ZE KA BERR AT S B B 1697
1M1 KBS AT (Antiretroviral therapy, ART) , JFRN‘BigtES. hikke. Wik
T, bt 1 RETEFFRBIEGEE, EZERWAES SR BEAREE, IWEiH
AT ARIZMIY 2 Sar B A B, MIGEEEH S, A SR WK SO, FERFE . Rk ABEiZHi:
HAE . HRRALURG. AIDS 5. ABifa TAFHE T8 & ART 239055 ] ge it 8o, 56
JE TARMEFAR, R ZEmfi J 56 B mpuER gy, T A% EREEE 20g/d [0.4g/(kg-d) ] (3L 3d) B
& HIRIERIRIAIR SN 120mg/d [2mg /( kg-d) 1 %iEHTR, HLUDEAH . & RRFRS ., &
FESCRE ORIFL ANBLL TR F AR T S X RE SCREIBT o AR e A IR) R R 5 b Vi, HH IO AR R 445 s
KR, BROIAIE R, CEE sre a2, D Rig, S92 aRmE, WiRE RN
A= KBTI, 4 G B IR SR AT B T 3500 8 0 29 AN TR R B R R K TR AR R, AT T 5
s, oA WAPE s Y, R R B2 NP R SR AUAARE , I N e Bk A
A HIR e BRI RN 2 16T 5 B8 B IR W i 5, A2 21 REE IR A5 R 52
R, B REHATEERE, AP &> BRI R i, 45 IR ¥4
FERRFERR, S8R 7 A K R

G5 SR B A T BRI AR B R BERA RRE R RO L i A, g R IR WX, 5
I Z A E DR 24, FEAFIA KRR A . (FR HRR AL AR, TANRREES
BTEE, AELA BIAE IR B S AR S LGS 1R, A 2 S Va8 T B B = B A 5 e
S BREE R IT ARUA L) 1) o
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PU-103
RS E AR B R B E G R HE R USRI E R 5

wE

N BERE RS B S i\ S

H B B0 855555 25 (CME) & LT 7™ 8 S % Th B8 32 45 I SRASME G ) B 28 S 1E (AIDS) B 4, Hofils
W, W EE. TE AIDS £ CME (AIDS/CME) il REHEFI TG R 2 A TE 2

TriE AR IR T 2015 £ 48 2022 2 A CMV i 45 ) 43 42 AIDS 1B 33 % . Ho,
27 XHEWERLF, 16 LEREFEAR GET:. LAEMNE) , BIEBEKSHHITSH. ST
5 2H 22 8] R RO IR AN S8 S A A (R G- 508s . SR 22 AR Btk AT 2 A8 B0 M Al e 2 i Y
R ST ARKEZEHE, FU5 BRIFH AIDS/ICME 22 LI H § 2 (& iR G S m e . 5
9o, MR A RE ) DA AL MR E A 2 R B R 2 5. R P &S T KR
TG BT AIDS/CME % i 3515, 1) CMV-DNA A . B0 4ERS . A #iPsm e
RIRMERS . 6 CMV-DNA. S 7RI CME 1697 REMZ o4, 7T LT AIDS/CME 23
fFi)E, CHa%h 0.92 (95% Cl: 0.81,1.00) . i CMV-DNA 7K-F-F1Ht CME 597 R TG
F8) LT IR 1

9 TG AR AIDS/ICME 3185 BA 18 A A4 R GUSSEIRFATE, BirE i &3 T
KPEAK, CMV-DNA /K V8em e S R I IFTE 7 33 FE N s 58 2 mir b AT H0 S 9 7 i Fe i i o
(AR B A

PU-104
3TC BXA& LPVIr j&97 HIV e
ShE MR BEEFEE U RRABENHR

HIH. e, TP M. BRER
N BERER 2 B S i\ S B

H B 2> B3 HIV e 6 ] 3TC B LPV/r JG 4 & M AMZ AN (PBMC) HIV-1 577 FE B0 45
Ak, T H S HOR R IGTT M SRR R

g BT 2015 45 5 A2 2017 4E 12 A N5 )\ REEBLUE T 48 6] HIV YL /AIDS
B, AR R A R =250 SVRIT I 55 B HIV 4L /AIDS B . Kl g2l 3 4
HAART J& 12. 48. 96 A{#ME L HIV RNA K40 E i T k40 WA &% PBMC . HIV DNA /K
-, N SPSS 20.0 Gt #H 34T i i 0

B W S /E HAART 1697 5 CDA+T K40 it %0, CD4+/CD8+T ik 40 ity L8 5 tH Bl Tt 75,
HAEREZ . 12 J. 48 F. 96 & IGIT SN L B4 %25 (P>0.05) , (HM4EELE
HIT 96 JE CDA+T ik guff i+ A T M. W4 i ANE MR HIV-1 DNA B8, H& VAT
A& HIV-1 DNA KPR S L (fRifk r E41: H=23.495, P<<0.001; =Zj 5 &4l:
H=96.895, P<<0.001) . fifkias741i HIV-1 DNA 5165 CDA+T #kEZAEiT 4. CD4+/CD8+T
WMEYHE A IME (P>0.05) , =278 7415 HIV-1 DNA 284t 5 CD4+T itk 40 A it %
CD4+/CD8+T #k L4l 2 fi A% (P<0.05)

L 3TC BA LPV/r b6y 7 405 2 NRTI+1 NNRTI B8 1 Pl §I = 25 H AR P05 21407 1T 118 HIV-1
DNA /K- P AL T B 2 57
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PU-105
HIV 573 ik SR BEFEX D EX MR

PR B RN RIEE . RS
HRHT AL PABESTBOA T

BB HIV 5850 77 2 (0 R S A7 2 SO0 A B B R . RSB I /N A R T8 Sl
PRAMEARIRTT, SR H F ) HIV RS R R I iR B E R, MECAEIR R & . H ATk %
FIESE SCRE HIV KR EdiiA Y HIV R RGN 2 18 BAA REG, (EAFRB /MR 45 R iR St
— o AT IRT HIV P24 Fiid /K P SR a7 5 KNSR &R, R FE . DU HIV R 8517
JEPEA T VEAT R

FiE WA R R T A SE DA RUA OIS H HIVIAIDS B, rf B# 4t ART G
JTH = R R TR N IR UE A MARA, 438 M3 PR BN A AN Z 4 (PBMC)
A5 54 F HIV DNA Al CA-RNA 5E &6 R 7 &4 PBMC A HIV DNA Fl CA-RNA /KF, DA
AT BEIHE AR ERARL, H ELISA J7ZAill HIV-1 Sfuii/iu i, @il 9% ' 2 % % W sk
I (LISAYK I HIV P24 Hifk /K.

HR ARFRILYIN 63 4 HIV/AIDS B, Ho 546 44, Lt 17 4, FA44E#N 51 (37~60)
% . Pearson tHRVESHTE R, HIV BPUEMHTE S HIV DNA 5 CA-RNA Z [A]¥TeHME, {H HIV
P24 HiiA/K T 5 HIV DNA £ IEASE, M EA ST E X (P<0.05, r=0.3457) .

S5 HIV P24 Btk A 28 moh TR 25 i 17 KNIV TE SR bR, (HIE T B KRR B R 7/ EE— 2056
i,

PU-106
Effect of vaginal microecological disorders on increased
risk of abnormal cervical cytology among
HIV-infected women in China

Xiaolei Wang',Hongxin Zhao',Yuanyuan Zhang?
1. Department of Infectious Disease, Beijing Ditan Hospital, Capital Medical University, Beijing, China;
2. Beijing Key Laboratory of Emerging Infectious Diseases, Institute of Infectious Diseases, Beijing Ditan Hospital,
Capital Medical University, Beijing

Objective Gynecologic diseases including human papillomavirus (HPV) infection and cervical
diseases are the major cause of cervical cancer in women living with human immunodeficiency
virus/acquired immune deficiency syndrome (HIV/AIDS). The prediction of abnormal
cervical cytology based on vaginal microecological disorders allows us to identify HIV-infected
women at high risk of cervical cancer as a primary prevention strategy.

Methods A cross-sectional study was conducted from 2016 to 2022, 130 HIV-infected women and
147 age-matched healthy controls (HC) were recruited from Beijing Ditan Hospital. and factors of
vaginal micro-ecology and HIV-related immunodeficiency were performed to predict risk factors of
abnormal cervical cytology in HIV-infected women based on a logistic regression model and
receiving operator characteristic (ROC) curve was used to evaluate the predictive power of the
model.

Results Compared with healthy controls, women infected with HIV had a higher rate of HPV
infection (36.2% vs 12.2 %, P = 0.001) and abnormal cervical cytology (23.8% vs 6.8%, P = 0.001).
The three most prevalent HPV subtypes were HPV52 (31.9%), followed by HPV58 (23.4%), and
HPV18 (12.8%), and multiple (=2) HPV genotypes were present in 44.7% (21/47) HIV-infected
women. The laboratory study further indicated hydrogen peroxide (H202) (70% vs 52.4%, P =
0.003) and sialidase (SNA) (29.3% vs 19.1% P = 0.033) presented a higher level in the HIV group
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than the HC group, indicating that vaginal microecology disorders were more prone to occur among
HIV-infected women. Likewise, the rate of abnormal flora density (33.1% vs 18.4%, P = 0.005) and
absence of Lactobacillus (56.9% vs 40.1%, P =0.005) were higher in the HIV group. Multivariate
logistic regression revealed three independent factors for abnormal cervical cytology, wherein
current CD4 cell counts more than 350 cells/uL (OR = 0.184, 95% confidence interval [Cl], 0.053-
0.634, P = 0.007), ART regime with NNRTIs (OR = 0.123, 95% ClI, 0.027-0.565, P = 0.007) and
ART regime with Pls (OR = 0.129, 95% CI, 0.024-0.680, P = 0.016) were protective factors, in
addition, the absence of Lactobacillus in the vagina was risk factor (OR =3.940, 95% CI, 1.109-
13.999, P = 0.034). The logistic regression model led to a diagnostic yield of 80.9% measured by
the area under the ROC curve (95% ClI, 0.707-0.910, P < 0.001).

Conclusion HIV-infected women had an increased risk of developing vaginal microecological
disorders, vaginal infectious diseases, HPV infection, and abnormal cervical cytology compared to
that of the healthy controls. With vaginal microecological disorders and indicators of HIV-related
immunodeficiency, we were able to predict cervical cytology abnormalities in women living with HIV
with a good diagnostic yield.

PU-107
RERBZRMFE HIV BRE R RIE S B RRR A E

RHIA. EREW. 2. K6, PE. RISE
FSPA I E YAV NS

B AL AN 77 R PLHIV (il B Gul RO RERT . REBUSAL, SEURIT IR,
ARG, TATEEIEAEEEEF A ANFE (MNGS) AT SEBUIMEE R G PLHIV 2
TEANIER

FIEARTHIIN 2021 45 1 H & 2022 4F 12 HLEHM 5 75 NIRRT i 98 7 il & G (5 Beib o7 1
PLHIV BT BT SREE PLHIV B3 A 8 Il Vel (BALF ) REAS [R] I 1E47 5 ARl AR s 2 0
mNGS #&ll. L F LRI WiERE, DAIVEAS mNGS X A &9 JELAAR 2 B i i -

EEB ORI — g\ 30 LB AE NG PLHIV, 27 AN, PLHIV ) BALF FEA<f) mNGS
PHMEFR N 83.33%, BEFEEHTIHFMEETFE (30.00%, P<0.001) . FF, 11 FEEEHRFITEZIH
ER—8MEE R, mNGS 7EiR5] PLHIV VR & B G H AR MERE, i mNGS HiRTE 30
%] PLHIV 1] BALF S0 E] 27 Flops gk, e 15 4 PLHIV KL T 2Ry (24 3 Fii
JEAA) o BRIRIG T H . NSRBI 5 RN EE 4 BUR R IR R AR,

25 s LR, XM EGR) PLHIV SKid, mNGS & — TPk . RS HE0 AR . %5
FiAR . BALF FEASY) mNGS 7] g A2 FHAR 51 HIV & 5 i i gL 2 3 BT B TR AR (1) Rk 3%, A AR
TR KGR PUR IR

PU-108
HIV AR B LR B E EMA T ERREARARERE
5% REFETHLE: —HREBRERR

P
EE e R s it U

HE PREHREREE (ERAS) J7%4E HIV BIPEBCE SLIASE (ONFH) SBET 2B EHRAR (THR)
oA AT YA R

TiE BRI 2011 £E22 2022 FAEILsUIR BE e H BHZ Wy ONFH J£47 THR V697 55 451 HIV
PRPEEE, KA ERAS B2 AP, 2019 4 8 2 A1 30 #il & Axt i, Huwkdi s
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FRHERITE, EARBMAESGEE 7% (Traditional Pathway, TP) 4B, 2019 4E 8 A5
25 Bl EBE A RA, PR T RRAEA RN % Z 4 I RS, BRI N
ERAS J5 &AM, WL EER]. M. RATCREE —BOIRE: MRl FER. Bk,
M. FFEIIEE. BMI, SHEmEN. S, 5. 2. . OG89
#: X2k, CT. MRIZIEE4T ARCO 43 s P57 ZARFEENT (],  [RIUSCEE CDA+T 40 i1 45U
CD8+T 4 fifiit%, CD4+/CD8+LUA, LLAJwHE RNA K. P A/ 54T ERAS #1 TP 4b ¥,
KHERIBT A, O TR A i & A i & S AR S A B R L. ADL 73 SR
T Harris PE4 15 00 A S AT B 18] BE DT S AR A28 AR AR S5 P 4 i SORE R AE I i, SRR 45 A
BE A SUTHRY 5 TRt 0, Ll 99 L BB AR U0 S [ ek B 9 R P 22 o

GEE GHRABRE R 24~128 N, FH (64.2429.5) MH: WIRAHEE ARG 12~38
NH, Py (24.5£30.4) NH. MHEARFTASZA MLEAKER CDA+T 4 v 30w F K T-0f
5E4H, 1 ESR. CRP. WEHE/KFE T4 . MEEAREEINSMEEG 7 F). U] 0 28R &
& 31, T BE KA TR 2 R AR R AT 1B, S TR A D IR e 1 . TR ek
AT R 2 BIFAVERAAR R BE 3 141 (P<0.05) . P EE ARG LEEU AR AR H A S Bifr 553
fih I BE -

G WIERATMFT L R, X HIV BIYE ONFH 8, FEIAR LI H ERAS AR BIF, WA
PR E THR RJG IR IR . RIS ML MRS RN RSO R A, ESHE) .

PU-109
TN EBENEFRITRE HIV BR BT HEE
CD4+ T fHRuHY R E M FIEH 2 E

BRI L DUEREE 2L ARE 4L BRI ERES
1 KRHE = NREERE
2. RUIBERER 5 — MR Bk
3. mHR
4. 2T B IR BRI BOR BT P

BE G TN Z R w3 5 MBS AR . I8 BEFE 245, M0 2518 14 4 92 30 AN 98 0E
Mo AR, EFXTEFEA KRS F: TS T e B T E ek thie, SCBIRRE R, BHRIET R,
XAEARKARE ARG . AW B EVPEAN —FE FRANFE TS HIV B SR 1) 5a TE RL25 35 (INRs)
IT 3

FE S RE 2 = A A TE R A iSRG 7 D IRFN e, BER—IK, B 77 200 Z71/200
TRIK, UFIMEERTERANE (BERTRE) « &3 =" AEFTE, WET = E MK
FEA o I3 7 B S04 5, AR FF(E-80°C, AT b, RN, TEREVIHAM ST T SR
B RIS 56 = A 2

B WATRBL, #HFRIWEENE IS, CD4+ T 4ifilfl CD8+ T 4 it s Zin. EilyEh
MR AR R T, RE IL-1B K PFEEFIL, M TNF-B /KF 2 5(P<0.05). BTG,
Fa R A5 4 b B — R E AL (DAO) D-FLERFIAEZ HE (LPS)/KF & 35 f#{%(P<0.05). b4, T+
Jad 3ANH, IrEZREMRE. RER. A5, maEAsEEA S P<0.05). FHIHT i
7% CD4+ T 434 5 DAO(r=-0.343, P=0.004). D-FLE(r-0.250, P=0.004)/k -5 & E 7%,
IL-1B 7KF-4> 51 5 DAO(r=0.445, P<0.001). D-7LE(r=0.523, P<0.001). LPS(r=0.622, P<0.001)
SEIEMX.

8 FRATMEE B2 TUE LI N E FRRN TS HIV BGL INRs 26 31
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PU-110
HIV-1 & HE /) R 1 6l

VERERE 12, XIRL2, B2, WM 12, $RL12, T2
1. BHER

2. Kibmiish—B=pi

H B fIE 151 HIV-1 A I B N o), DABSREXS I 1) 1/, AR IR ST IR E B
JTE RaE 1 61 HIV-1 B &R Bl /N . B3 40 551, 8 2 (B B IRAREH A 2022
£6 H6H, TIRABALITERMY. @il 1 H. BEiFdiieEl, gk, ST ERD,
T K. =77, EEARIE N, PRI S Hs ORI HIV-1 BUkRavE, 200
BREE CDAT kAT BRI, KRB PSR EIRIT . ABC AR A A AL A fid A2 1
ANKR/NZ 2em*3em B, W, SABAAMEARARE. &SRR HV-1 RNA
3.18*104Copies/ml. JE#8 5% CT /RATF SV . VIR, B i /o M BE AN S8 5, 2 a4 ) ap
REAETEMWR LGS K . N i il s P i 5ol 88 7 N bL v 8 v Ay S 348, 20224426 H
14 FERERRREE T AT LR i s, &5 AR v/ hatifs, @8 H FARBYT, HHT AR
K, BHESRENHEIEFARIEER. 202247 A7 HEEFIRABERFARIGIT, ABEREHIV-
1 RNA<20 Copies/mL, CD4+T k4l it % 442cells/uL. T 2022 4 7 F 19 H7E4 B BElE | 3
17 Miles R o g BEAS 25 s A/ N IR N 40 Wb, % A4 o Syn (§5+) , CD56 (+) , CgA
(+) , Ki67 (+%] 90%) , CD45(LCA) (-) , CDX-2 (-) , CKpan (¥%3%ditt+) . BEARRTK
RIGIREEZ AT, REMBUIGRTFART, (HHTFEFERR, SEREz#d—9207. 1 MA
JEbEY, BEOAES .

SR NN B I IE A N o WA R RO AR R R I — 2R, ARG, RS RS, T
JEAME . ABEEARFTCHS B/ NS, ABE 6 Bl som 5 77 5808 b s B U v AR S
RYHEFHER, 7 1 MHEEFGA HIV-RNA, 4531 8RO 886 &dzh, HARAT CD4*T ik
B2 442cells/ul, TCHIRFERLL, JFARWREAEAEY), RILAREEEIEFARGT. HiZE
EREHTEEFER, KiFE—PHsT, 1 AHEMY, BFEOAED .

290 EX HIV-1 R #/AIDS B3, T eI Epeimd, GEALER. EEaas, A
T RIAR I E R/ e, MmiREAEFER. AR, Z28HRE 05 22 e W Wi Ana T,
DABRAR S0 9% 3 et 3 1 XUz, AT k2> LAt s 1) R AR 26

PU-111
HIV-1 B BHAEZ D KFERES THE M EE.
HIV-1 DNA B985/

WER ERAE . R . B2 2
1. B AT PR R 2 B YD T 2R — ER Bt FU2E PR 8 IR At
2. R TI 5 — R B SR TT

HE R HIV-1 B 454 R DK AL S TAREYI RS . HIV-1 DNA Z a4

JTE EEL 2021 45 1 A& 2023 4F 7 ARtz T AR HIV T2 7 HIV-DNA £ 1) HIV-1 BEesg 3t
4115, WCEE HIV-1 BGeE 1— R R, ART 5% ARTTRE, M52 HIV-1 &G 1 T bk 40 i T
#. CD4/CD8 LLfE. 4i4= 2 D & HIV-1 DNA KT MM oett, xF4i4 R D 5= HIV-1 B
o ANFIE T AR L

ZE B ORHE R ILGIN 411 B HIV-1 &g, Horh Bk 378(91.97%)%1, it 33(8.03%)f1, 4i4:%& D
L= 2355 64.55%(244/378), 78.79%(26/33); 18~29 & HIV-1 & jE 4t % D th= %51 30
UL HIV-1 J#5e# (X2=31.71, P<0.001), ART j7fE<24 &1 HIV-1 EYE 4t R Dz KE T
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ART J7H2>24 & HIV-1 L% (X2=7.14, P=0.008), CD8+T k411 %r>800cells/uLHIV-1 &
LUWEE D BRZ % T CD8+T EL4NiI it 4i<800cells/uLHIV-1 E&Hs# (X2=41.94, P<0.001),

CD4/CD8 . fti<0.5 [y HIV-1 &4 % D B= Ll T CD4/CD8 Hifi>0.5 [11(X2=7.88,

P=0.005); #:/E% D 5 CD8+T kM4l 4. log10 HIV-1 DNA 265, 5 ART J7ie.

CD4/CD8 . 1 & iF #f 3% (r=-0.2510 . -0.1022. 0.1274. 0.1726,P 7<0.05), ART J7 215
log10 HIV-1 DNA S 474(r=-0.2343,P<0.05); 44 % D = HIV-1 5 4h 75464 % D3 Jg,

CD4A+T k2 4H i i1%. CD4/CD8 thiti 7 E, HIV-1 DNA (1K, 58T Ritat 2R 6 %1% E
S (1=-4.805. -5.912. 2.196,P $<0.05) .

258 HIV-1 B W m AL R D 6=, 6. ART SN eE— R m4E4 2% D K,

N FEL4EA R D3 T REA Bh T e HIV-1 By ez DiRe,  FRAK HIV-1 i BEfiE A7 K o

PU-112
hARKAEMARERTT N GREREET B E TR

Mgz, #hie. KE. BE. KE2

TR A R G BE T G T 28 78 N RSB

B PR A 2235 R S PURTRIATT (ART) X SC050% % A 4 BB AR IT ROR, N Likm
G AWK IT IR AR K

i % ART>2 . HIV R T FR (<40 copes/ml) . CD4 4l g $r 4K T 250
cellsimm3 % E A EE, KRN, WE. SRk, SO0 50 b 253697 %
RIFIA, iR T AR ART+35 W REATT, ZRFIARA ART+ZE7NATT, TR 1240 H . A
Wilcoxon 36 R 77 22 43t CD4 4 i 5 e I % 5 AR AL B i e Bk 4T 40T, P<0.05 2 7B Giit
SRR L0 128 Bl EE A B, Hh 16 61 SN 4L, T2t T4l 54 61, 2RI
62 . PHZHN DRHE 362k ART MGt iR 2 R E ST 4m L (P>0.05) . A7 12 M HJE,
2576597 2H CD4 i i Fh A7 %0 232 1N mm3(1IQR: 131,394), =T34k CD4 41 i %t 164 1~/ mm3( IQR:
115,214); “2I12H CD4 4 B4 210 A mm3( IQR: 161, 276 ), th i T-A 4152k CD4 4%
180 M/ mm3(IQR: 136, 210), MAIRIT AT CD4 4l = R A Gt %= X (Z=-4.851. -4.042,
P<0.001) ; JRJTHIE, THZia T4 CD4 4l FI38 i 112 4~/ mm3 (95%Cl: 72, 152) , Z#
FZH P53 0 56 4~ mm3 (95%Cl: 30, 81) , WA E A 4it &R (P<0.05) ,
25159741 CD4 BifE & T BRI, hEBMEZE RN 52 AN mm3 (95%Cl: 7, 97) . 97 12 4 H
J5i, CD4 4HREEINE >150 NN mm3 ) E 43k, 25767408 34.0% (17/50) 22720 16.9%
A (10/59) , FiHERBEASIT%E X (P<0.05) . H#AYT4, ML ART IE 2~5 £ 24
5], ¥897 )5 CD4 4% 199 4~/ mm3 (95%Cl: 154, 244) ; ART I [a]>5 43 26§, V57 /5 CD4
A% 342 N mm3 (95%Cl: 284, 399) , HMAEREA G TH% = X (P<<0.05)

G B A PUR R T AT DA e AN A B I CDA+T kAR T, A B i
WA ARIIR, HILLL ART WG, F25B6E UM B0 )T ORI AT .
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PU-113
HIV @R EH MR MRS 10 HllERK 5347

BT i e
AN S

H I 417 HIV(human immunodeficiency virus)&4e4 & (A 7 (acute leukemia) il AR %RE &,
AT, FEIGIRE AR ZHE AR

J7EE B 23 b7 25 48 A G 2 el e — R 2016 4F 2 H & 2021 4 6 A #2110 1 HIV B4
Sk A B L. IR BRI . BIR R LR, ISR A AR, M. AT
BEohfe. AMBEE. BEA. B2 MEREA. HIV BYSHMEAHCKE: HIV-Ab. HIV-RNA E&.
AR I CDA+T MR it-£. Sk S Bk : SrEMmpEss:. aheEk. oEdit. &
oy T, BEIR R G AR A% T oy H

281 10 6 HIV BEA I A s B 8 Bl 51, FArFEE 40 & (23~64) , P4 43.5
%, FESERON AL . Fi. Sk R G s 8 B, M3, M4 & 34, M5, M6 & 14|, &
PEWR AP A M5 2 61, $925 L3. 3 %1 M3 ) PML/RARA &L R, 58 3 et kA% 2 2 b
(1) 4 151 55 % BRI % 2k e ik g b S B H S . 10 Bl 1 CD4+ T gt #ii oy 84 ~ 389 4~
luL, P15 253.5 4 JuL. #523— ST HIE 6 B, 3 BIAFNG, 2 BIAE-T107 Ja B SE i 4k A WMo
fiE, 1 BIRV . REZAIT 4 61, 3BIFETS, o 1 B M3 B AR IFER G ST BRI R R H IAET, 1 1%k
Vo ] 10 B 2014 4E 10 AHE2 &3 NKT #kER, LUy e ER e %M, 70 MHJEL
WL, SEHEHARESYE. FEEEa. FHR. SR OMZE S HTe W 2 k8 R A R
M4, Zidiby7 G AAERTE] 104 NH (Bl —kBEVFRAY 2023 45 6 H 27) ,  H Tk ER & [ 1
b T 5 TR

24 HIV 52 A imRIE 2, s, L W, RGN REI6 T 10 [F I A S 5
PREARST, BB RRE AR

PU-114
BT HIV SRR BISFE S 4

Ui, FTEHDE. Bdkte. EH
AT T BRI TS 2 Al P

HE T RRCERTE HIV S B GR BIRRE, A e SCa s TR 1 5 i e R ik B

FE WEE 2022 £ 7 A-2023 4F 3 F RHS T B8z H 0 350 B IE S2 06 = 8 1 ENR R ES: (WB) #fiiESh
TN A B A e (A R e BRI KT 5000 #8 Ul/mL s iME B, 58T, BHE N
SRR . R A E R SR E IR R B RGP I B, R R e AT AT

R XF 401 FIHT AR E B MBI B FEA T AL IRAE I, LRI AR E 60 5], FHMEZR
15.0%. BtEd 66.7%, BHnltth 2:1. 50 % &LLEwHE 83.3%, 5PELL 60-69 X4 N+
(35.0%) , HUH2T0 L4 (30.0%) , Ztbh50-59 ¥4 k% (60.0%) . HIr K LA R SCAbRLE
b 81.7%, CUEHRCH S 58.3%. FMAEH#E S 90.0%, FIMHAARE S 10.0%, SHAARFEF AERE
HNAEMEEMEEIT N (55.9%) , Lt NIAEGEAER AT A (70.0%) - EREEZERN RIS 80.0%,
HIN VCT 1112 (13.3%) - HIk CD4 4ifit- B/ MEN 14 ANl BRAEAN 955 Mul, H4{E N
(338.2+190.3)Mul, 200-349 ANl 41 5 L5 (40.0%) , <200 AMpl £ 5 18.3%, =500 ANl 41
i 25.0%.

g AT HIV SRR #E 50 % K& UL B2 B S Eim, NRFSAEZ NS A I
PR R I, AR, Sk s CD4 /K A%, EKF CD4 41 it Eeh b HIV i
RIS, BEEEE T B v BRI A B 52
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PU-115
Mp1p HREMZET 7 & kmalia AR
B /RRIEB IR E R IF E B RERI S

BIE MM, skEe BOW. ZERTHE. SRR, DREAL. XUHE. ETEOR. RT. st
N EE R B 7\ B B

HE R 2D R R SETER B 6 A [ A B AT XK. H Al 5 R R A2 IR ) S b v,
EHFER K, AR AN IIRTT, RIUL TR JE SE TR T 9 1 7 0 2 A2 o T K i I R Bt
HERITHEEERN R L. AW 7RIS /R B FETRFERE PR Mplp, R LG &
H T I R JE SE TR G 0% A e, DA s ) S O A AR TR A i

FiE AT 2018 AL MERR S E T\ E R RS LR vie B, iz =R WIS MK
FEAS, XA ELISAVEHEAT Mp1p BURAS I,  FRAEAS I 45 Foks 5248 43 v Mp1p BHAE4LRIBA 14
o UHE N D GE i Eds A se i S A6 M EE . ROC B4k i & MRRE A Mp1p BRI & i e f:
CD4 i+ UG . Hr e, UKL, FHMEFIE (PPV) . BAETRNME (NPV) J Kappa ZFFAN
Mp1p FL A 572060 5 7R J8 S W DR 1 95 7 25 (1) RUC R

BB AE 784 &2 UG BE ., Mplp BURIIFHTEZAN 11.35% (89/784), H{E CD4 it%( < 50
Nr/pl BB i, JLPA 3 ik 32.19% (75/233). CD4 i+%i7E Mp1p BHAEZH AN B 1t 20 2 |) 2 5t
B3, BHMEA T 84% %K CD4 i14< 50 Nr/ul H. Mp1p FHPEZR % CD4 1% B % 7= (OR
0.982,95% C10.977-0.987, P <0.01). ROC #h£k4r#r R, XT Mp1p Jilaif e, CD4 i
BEEFUE NN T45T 50 Nr/pl, SHRIFIZIE 6408 0.619675, H5 57N 84.27%, BUKE N 77.70%.
N E Mp1p BRI SE 55 bk s B — 2k, XF 350 & B T HE IR . 4R BN, UK
. FrRE. PPV. NPV Al kappa 1873 74 71.58% (68/95). 97.25% (248/255). 90.67% (68/75)-
90.18% (248/275)#1 0.737. CD4 it%t <50 Nr/ul &35 1) kappa &5 T 5 CD4 ¥ &% (0.720
vs. 0.625).

G50 1) R X PR A6 B R, CD4 14 < 50 Nr/ul ABERT Mp1p TR BH I 5 82 = 1
CD4 iH 3 . Mp1p JUIRAS I ZE S5 i s 7 48 AR — 8, BT 7E CD4 14 < 50 Nr/pl A
e AT Mp1p PR . (E NS R B IETR B RIS i vk, bR 80a T R IFRE .

PU-116
Severe anemia, severe leukopenia, and severe
thrombocytopenia of amphotericin B deoxycholate-
based induction therapy in patients with
HIV-associated talaromycosis: A subgroup analysis of
a prospective multicenter cohort study

Yihong Zhou,Yaokai Chen
Chongging Public Health Medical Center, Chongging, China.

Objective This study ‘s objective was to investigate the predictors for severe anemia, severe
leukopenia, and severe thrombocytopenia when amphotericin B deoxycholate-based induction
therapy is used in HIV-infected patients with talaromycosis.

Methods A total of 170 HIV-infected patients with talaromycosis were enrolled from January 1st,
2019, to September 30th, 2020.

Results Approximately 42.9%, 20.6%, and 10.6% of the enrolled patients developed severe
anemia, severe leukopenia, and severe thrombocytopenia, respectively. Baseline hemoglobin level
<100 g/L (OR=5.846, 95% CI: 2.765~12.363), serum creatinine level >73.4 pmol/L (OR=2.573, 95%
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Cl: 1.157~5.723), AST/ALT ratio >1.6 (OR=2.479, 95% CI: 1.167~5.266), sodium level <136
mmol/liter (OR=4.342, 95% CI: 1.747~10.789), and a dose of amphotericin B deoxycholate >0.58
mg/kg/d (OR =2.504, 95% CI:1.066~5.882) were observed to be independent risk factors
associated with the development of severe anemia. Co-infection with tuberculosis (OR=3.307, 95%
Cl: 1.050~10.420), and platelet level (per 10x109 /L) (OR= 0.952, 95% CI: 0.911~0.996) were
shown to be independent risk factors associated with the development of severe
leukopenia. Platelet level <100%x109 /L (OR = 2.935, 95% CI: 1.075~8.016) was identified as the
independent risk factor associated with the development of severe thrombocytopenia. There was
no difference in progression to severe anemia, severe leukopenia, and severe thrombocytopenia
between the patients with or without fungal clearance at 2 weeks.

Comparing with 5mg on the first day group, 10mg on the first day group (10mg, 20mg, daily) were
calculated to be independent risk factors associated with the development of severe anemia (OR=
2.621,95% Cl: 1.107~6.206)

The group receiving a starting amphotericin B dose (10mg, 20mg, daily) exhibited the highest
fungal clearance rate at 96.3% (26/27), which was significantly better than the group receiving a
starting amphotericin B dose (5mg, 10mg, 20mg, daily) (60.9%) and the group receiving a starting
amphotericin B dose (5mg, 15mg, 25mg, daily) (62.9%). No significant differences were observed
among the three groups in terms of progression to severe anemia, severe leukopenia, or severe
thrombocytopenia at 2 weeks, as well as survival at both 2 weeks and 48 weeks.

Figue 1 showed the changes in hemoglobin levels over time were compared between the group
without severe anemia and the group with progression to severe anemia. At baseline, week 1, and
week 2, the group that progressed to severe anemia had lower hemoglobin levels compared to the
group without severe anemia (median hemoglobin level 91.46 g/L [95% CI, 95.05-87.87 g/L] vs.
106.39 g/L [95% Cl, 103.25-109.53 g/L], p<0.001; 70.74 g/L [95% CI, 68.43-73.05 g/L] vs. 98.54
g/L [95% Cl, 96.05-101.02 g/L], p <0.001; 71.28 g/L [95% CI, 68.28-74.28 g/L] vs. 92.58 g/L [95%
Cl, 89.63-95.53 g/L] , p<0.001). Eleven patients had hemoglobin levels below 60 g/L within 14
days. Six people changed amphotericin B deoxycholate to other antifungal medications within 14
days, and the median day was day 10 (95% CI: 7.42-12.57 days), but the reason for changing
medication was not severe anemia, severe leukopenia, and severe thrombocytopenia. At week 4,
the median hemoglobin level of the group that progressed to severe anemia was 87.12 g/L (95%
Cl, 81.70-92.55 g/L).

Conclusion The preceding findings reveal risk factors for severe anemia, severe leukopenia, and
severe thrombocytopenia. After treatment with Amphotericin B, these severe adverse events are
likely unrelated to fungal clearance at 2 weeks. Starting amphotericin B deoxycholate at a dose of
10mg on the first day may increase the risk of severe anemia but can lead to earlier fungal
clearance.

PU-117
The consistent efficacy of B/F/TAF in treatment-Naive HIV
patients across different baseline HIV-1 RNA levels at
week 48, even if baseline HIV RNA2500,000 copies/mL

Kun He,Yihong Zhou,honghong Yang,yanqiu Lu,giuxiang Tan,weiwei Qi,min Liu
Chongging Public Health Medical Center

Objective Previous studies have demonstrated the efficacy of Bictegravir (B), Emtricitabine (F),
and Tenofovir Alafenamide (TAF) in achieving virological suppression in HIV-infected patients.
Virological suppression can be influenced by various factors, with baseline HIV-1 RNA being a
critical consideration. Guidelines often use a baseline HIV RNA level of >500,000 copies/mL as the
primary reference indicator for drug selection [1]. However, previous studies on the effectiveness
of B/F/TAF have not specifically analyzed patients with baseline HIV RNA =500,000 copies/mL. In
Chonggqing, China, where the prevalence of advanced HIV exceeds 50%, up to 25% of patients
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have baseline HIV-1 RNA =500,000 copies/mL, and many patients have opportunistic infections.
In such a complex medical setting, the virological suppression rates of patients using B/F/TAF
remain uncertain. Therefore, we conducted this real-world retrospective study to gain a more
comprehensive understanding of the efficacy and safety of B/F/TAF.

Methods Data were collected from all treatment-naive HIV patients who initiated combination
antiretroviral therapy (cART) with B/F/TAF at CPHMC between May 1, 2020, and May 31, 2022.
Patients were excluded if they were: (a) younger than 18 years old, (b) pregnant, or (c) had
previously used ART.

All data were presented as mean + standard deviation (SD) or median with interquartile range. Data
analysis and graphing were conducted using GraphPad Prism 5.0 and IBM-SPSS Statistics
software, Version 25.0. Categorical variables were compared using either chi-squared tests or
Fisher ‘s exact tests. Independent risk factors were identified by means of a logistic regression
model with a forward, stepwise approach. Safety analysis of B/F/TAF was conducted using
repeated-measures analysis of variance. A P value of < 0.05 was considered statistically significant.
Results A total of 242 eligible cases were included. The proportions of patients with baseline HIV-
1 RNA < 100,000 copies/mL, 100,000~500,000 copies/mL, or = 500,000 copies/mL were 32.2%,
32.7%, and 35.1%, respectively. In the HIV-1 RNA = 500,000 copies/mL group, the median HIV-1
RNA level at baseline was 6.1 log10 copies/mL, and the change from baseline to w4 decreased by
3.6 log10 copies/mL. The proportion of individuals with HIV-1 RNA < 50 copies/mL was 70.7% at
w24, which was lower than that in the other two groups (P < 0.05). However, it reached as high as
96.7% at w48, without significant differences. The median CD4+ count of these individuals
increased from 104 cells/uL (IQR 39-220) at baseline to 319 cells/pL (IQR 207-493) at w48. Overall,
a high baseline HIV-1 RNA level was identified as an independent risk factor for HIV-1 RNA = 50
copies/mL at w24. Twelve patients discontinued the regimen, and none of them experienced
adverse events related to B/F/TAF treatment. At w4, eGFR decreased and TC increased, but
neither showed significant changes over time.

Conclusion B/F/TAF is prescribed for patients with a baseline HIV-1 RNA = 500,000 copies/mL,
demonstrating a high viral inhibition rate at w48 and a favorable immune response. However, it is
important to monitor renal function and lipid metabolism after initiating the medication.

PU-118
DA-EPOCH 75 a7 3 kmte X<
HEERENTIARREMMIR

Bl g FRSC. B ERHE . MR
PSR P

H K 1¥-ti DA-EPOCH J5 52iR 77 3L BAw AR S B8 B 1y AU e 4 ik

FHiE NN EmAEGREERE 2018 4 1 1 H % 2022 45 12 F 31 HIARI 60 B4 3%k 1 itk
EUR R, AR 101 UCHS 2 w4 P R = AP e s RS 036 AR Sk bk L8 8, 0 Mt
By 2H 5 A8 DA-EPOCH J7 S 197 0% 2 41tk

S5 SCRPAE M TR 5 AR SO R (3 ] DA-EPOCH T RSB M F . RAEANRFFH
JUERTHRZESR, HOH AR RSATL . MRS R o BN e A RS
S50 G G TR S R SRR R SRR A L, IR R R MER I R, B HEE
CD4+T 4RI ER T 200cells/uL, (HAEAT R HUIRTEIA YT R A S Ak T 5 58 T PARAS %R
ARG R B MBS, NGRS ST IR TI0N  tEn i, NAREOA G A DG E
T AR AR, AR M AR S A A7
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PU-119
=INEESE HIVIAIDS BE S 8E ME R F M E = 54

WS IR, ke, WNE. ik
StEAT AL PARGE P

BB R 70 50N 24 HIVIAIDS B3 i fig 7 MLm=, il & 30T T it gk 3
HiE RN X 2020 & 2021 4E[A1Z4E HIV/AIDS BT 5 RA, BEREREER
BE AHE— BN TVRRAE . SRR RS A B AR CRRAE S S i =R A e bnfs ). FIF SPSS A, M
F 2 #3622 1% F1 Logistic [A1 V=Y E4T 508 40 4

28R N\ 233 FIZ4 HIVIAIDS &3, MigsE KAEZRN 43.2%, HH, & TG IfifE. & HDL-C
MSE RESMEAGIAE . = TC I, & LDL-C ILAE K] #5624 52 45,2%. 30.1%. 30.5%.
11,2%. 5.9%. £ % Logistic AR /> Hr Bon: UK - LIBIT TR, SRR, CD4+
/ICD8+>1. AERE. HAART ARZH A ALK A2 Z4E HIV/AIDS B3 i g 7 R N &, RIS A
Xif e 6 P A

2 Z4F HIVIAIDS &35 MR 78 KRS, PURE _LIGIT TR, mIRRIMYE. CD4+ /CD8+.
BMI J&52m %4 HIV/IAIDS 35 IR 5 i) R B K 2%, T i T . BT s,
SR . WO R R I8 B T RS S I AR (0 IR 2R R REEAT 00T, ARF ISR A A5
R A PR BB T 1A 23247 56

PU-120
KRR EERARFEEHE AIDS BER
HimmEGIRE: —BIE KSR

REM. Xl
HRT AL PABESTBOA

HH #410 (cat scratch disease, CSD) ARk, Lilki&Jf CSD [H A ARl , Apl it
BB AIDS 5, HARR TR MR R, WORHIBONT L. BUR G T 2 #t 4T 7)
=, PR E R A )F CSD AR,

Ttk IR AL DA ROA LI es 7 —4 15 5 i RREAERE HIV &I IUR I B, 1L
HBIT A BT VRIS . BT AR BET e .

SR APIBFE AT E R, ARITRM L, DO e R IEA DXk 45 oK Oy 3 2R
i mNGS fEABE 7 RABIFIZ WU, 0 R ARG ML, B R 4 Bk
2, KAERAX IR, S8 CSD 8k, B ERHREH.

& CSD KL Hila R4F, £ HIV IEYE b, 2000 Ml RE DU A AR B, g im sk
PERRE o Il R 2 A AR A B AN BT SR R bk L 5 R AT R RR B CSD, Hpail 2 JLEL LB D4
AR R AR f A, AT B A e B . OSBRI 5 vk, AT CAAE Bl PR =
A G 2 WA R TT, XFEAMLRE R IR 2RI REA R IR DU R AGHE A - X 30000%
& 7F CSD &3, {EFVEIRYT CSD [RIN, AN 2N S0 (I FLEIGE T X e e B ) s g,
% AIDS 3 CSD 8 KM fig.
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PU-121
4hE CD8+T ZHfaFNiELZ B S 4% M PR
AJge& 5 AIDS BE I\ MIRGpH R EiEE

B TKEM
EE e R Nay S

B REEZHAPIUHIIREIRIT (CART) , ARGEEKEIHRTE (HIV) ISR\ 5,
FE IR G % SR A 2 A E(AIDS) B 35 LI RGBT R, EE R L
ANB . B R WA G g% R VA SN RO Th RERRAS AR ¢ . AR TS H K2R FC AIDS &I\ FTh R
B R G IR L 5 IA N ThRE A S

JrE WEE 2022 45 4 H 1 H% 202249 A 31 HIE, 4 cART H3kA30m 52440 1) AIDS i3,
FRAE S R R DT AG B 220 FR 20 J9 A S0 1B A AN A5 4 o A5 o e a7 s ARG 00 71 J 1 2
AN A G B AU KT, YRR CS RS U 4 B PR KT o s R R M R 9 23 BT 92 4 B AN 40 it R
FACFEINHPIRZS A 1

CEEL ORI 89 il e, it 3049 (33.7%) #iRAh JviAEn . WAL E N B, FERS.
#2352 cART I [A]. & CD4+T 4l 1 CD8+T 4 /K- FEGR T #4257 SINHIER HEH ML, A
A 2H B 1) CD8+WIHA T ZH i L ek (p=0.03) , 1M CD8+&M: T 4 bk 56 & (p =0.04) .
Ht—25% CD8+T 44T R 25347 I« tSNE [FR4E4rHT RIAE 3 /4~ CD8+¥IUs T WAL+ (C5.
C11#1C19) , C11 (CD57+ CD127+ CD86+ CD31+) 1 C19 (CD31low) /™ V7 L g5 78
WAL ZESR (p <0.05) . \AIHifsZHd, CD38+ C5 (CD127+) J2 CD127+ C19 LUl 4k, itk
Ah, R 4 R i 4 B R B L LA RN IE AR T (p =0.02) , RS dh B 40
ELBIBEAR (p =0.01) . dEL M iiZ4gifiitt CD31. CD38. HLA-DR ik F B Al mdn i &% T+
&, JFH CD31 L iz ik £ S (p<0.05) . AR SR CD8+HIA T 4. 3F
Z MR RZ 0. CD31+IEL S A A% 40 i A1 CD38+3E A MBI 41 i35 5 MoCA #E4r fif % (p
<0.05) . BeAh, fEINENIAGA T, REMPE T IL-17A. IL-25. MIP-1a #1 IFN-a2 /K FE il g0 1E
WHE, JHYS MoCa VWi 2 fAHx. d#t—DSairitR IL-25 KFE C11 R4, IL-17A 5
CD38+C5 4 2 fiAf=%x (p <0.05) .

2 152 cART [1) AIDS &I\ A0 B 71 Ja e A B Rl 77K 7 kA= 224k, CD8+T 4fiffie 59k
2 WAL A AT BES 5 HIV IR G DA S35 Shois TR%

PU-122
XEmBENMRRATEIETEERENBES S

PR ORBEER. ZEIREE. BFL. ZRE

A R 2 AR B b AT A B

BB 50 0w B B R B T A AR T R R RIS 0L, R R A &K

T BEALNT 180 4 o (Abat b X 00 58 s i T MU FIPUR 8607 ) BT A R A,
M HR 2 2R T HON IR AR SR R AR R B e R R (QOL=BREF) , W& HREEE
SIRTT M R LA I R R R v DR R R K

FEE Rl 180 i TP ERY N 35.65 %, 68%MIEE N KL AT, 69.4%M EBE N
B, AEFEVES SR AR AR FMERN 82.82 (FAHD , HApABARS A
F-143.69 73 (543D, AT 3.39 (50D, Sk RGURES 3.94 (540D, HIE
SUAE5r 3.77 (5 434D, AREERSES, Bk, Bl CDA+EE, Z54iA T AL B 1 AE i
B (P>0.05) ,4FE#, WSWORG, YL a) & 25 9 &)1 F e B3 50 A 3 B A B B I B
(P<0.05) .
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G5 HIV B ARG HIRVF R B, SR AL 2 SR B RO 3 B 4 SO T ROR . BIEAT
RIRAIAN BN AT FEAR AR B AR X — R IR IE HIV 8, IF BT 7T 8 i i
REATE R, ARVl R A DA X A B 2205, s DA B e e i B B i n] A
XEEKIRIER . IR RO S A IHE VPR AT E, e B iR S AR o K B, JF
X BRI i K P B B SR SRR A B O B VPG . B E 2, HIV B iR EA R,
e Bl 45 A T P 37 B T BoR St e 8 AT i & .

PU-123
ETERATVECHIPFETIMN L EREE
Bm A BE 1 B M BE R 254 I RO N

WO fThg . WME. frakte. i
StEATH AL A RGE P

HY A SCF ZEREFE S 3R St T B FRAR 1T B0 (0 47 B T S0 S8 B R e ) S s H
LN ER A

Ttk A RBEH M e 64 41 308000 B F AT Mt ge, WAy 2022 4F 1 A2 2023 41 A, K
XTI At 64 B3Rk S E RIE ENLARE 00T SO 2 AL, AL 32 IR, T A
BEAF B, S R R 32 Bildr A4 NS IRAL, BT B IR 4 B 32 il iy
YO, HERBEAE TSR, BRI, S T IR AR AR, T R
TAHREIRT I, R AR M . M F 7T P AL S B SR T B R T R 8
BRI AP IR SN e 0 SR s 25 AR 10

R WA SRR S AR T | IO B BT RS, AR B, AR
FIIRBABES VIS, UULGEBER 23R WP, P<<0.05, fHTALME

S50 I AT 5 BB A BRI A T T SRR R R R Y 2R AR B TR 25 R
s JIF HIEPEEIRE 1P B o XA B AR SO0 R 1R T TERE . XA O R
PNGHRBE T — DA THE, W UUA ROt A5 B s 8 BN ) SO0, S AR AT A 3 o A
RERDL -

PU-124
OREIERTBRABRSEMNEZAIE

froals WNVE . ikt et FEE. kil
StEATH AL PAREE P

B H Al 45 3B Wn i — 0130000 & S/R B 3EH B IR 5 LR S 1B F iZih i,
S PMORICHR, AR Rl PR =A%) B /R JE 36 B2 T IR &5 B LR & AR I PRAS s (IR, 5 g
IR I R Z W

T3t IR 2347 5t H T 3% B A Ria o laf i 1 61 5 /R Je 35T 5
ANz

SR BEGME, 37 %, A HIV L, BAETCIURTRGIT L, R DUARIA. . ok, AEIRIK .
PS8 E R AR, SRR, AR EMEIR e SR I EFEE, SIS, LBt
HER TS, M i H R s B s B BAE A, 2 MR 12 )5 5 8 E R & HE A RERR
G, AREEXPREVRST 1+ A, EEEREEIIRSGE, WES. 20RES, BREIEEEE K
G 0300 R — P WAL PR, GEAER, BEE SCRLW BN, KRR B
WIhiE B WG 2, (HEIIE LR EIEEE AR TR DI, Hiwi2. BiS/REdEs s

op
S

W 1ML 2% 51k B

B
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=

B IFIE M ER S AL AR T B RS —britE, IR EAHRIZIT 1T

ik S/REIEH B E MR A ALY N B AU 1 R, EAE B MR T ER R .
SR e IEH F LA A H BB 5] K — R R MR, e 4R SRR T —Fh S RGEK M
R ERAS . ZIRX A & F LR IR — 3 B B, S ORI BOERE . IR T f
IRJEAEE B, XA E T PR EAE AR S B M IR 1 DL T O W, Gt AR T el oy, HAES
WrAE T T A — E R A E . TR MLAESAE, My — A WARBO ™ B AHR, E R S
RGP, FEESEE SRR B IFEA H . X —Rpmitr S ERIEE 2
FIVE AN E B8, R AR S h i A . AR 2R 2R, WRGEIME, HE32E
SETAR PRI, HRRT BEM AR ME LR AR IR . LR B 2 ORI AR B I B AR BT, 815 5
PR HE AR XS A I AR B - W MR G AR i — 2D 55 5B e e Thag, IXANMUAEAS F R AL S N
AMECLEE ], AT RE SR A G R XS I o PR 8 T RE 2 302 HE S h e ek, X0 B8 12
AN E B . /R EFEH B R A 51 MER S ALK & I — IR IR PR 1 A, X B AR AT R
FHRIE T BRIk FHICH . BINIR T MER G VRS PR B R AR AR R

I B

PU-125
O ARFFEE S 2R 2 F A E e T R B R R &
i B i MR B i AU E M 5 A R R T

Py
LR ASE B TR

B SRR (PLWH) FIIE B R R AR, SR IR AL, RS REY Yt
WA RA TS RERE.  5ERAE B R A SRR SO B, ifid SO R ot
ABEAR. SHEMEMEDA -, BEMEDA LB DB S 5 RGEREM R
[ BATHEAT T —WIRTHEERT AT, DAVRAS DR L ZE5F (R iz I iRyT PLWH A R
PLEBE ) X B w A . HE MM A MY ™Y 5 A2 Gl 56
ChiCTR2100043617) .

Ttk AMEMER RS TR E USSR B 6T (ART) TR ZED 6 AN A B 2T HE
PLWH. fH35HRIEER s L2555 250 Zraifyy WA B 12 S 5%, JFbETr 24 . e
2. RELEERZFIRYT SO R AR FRRF LR 2T 5 12 SR MR AN S MERE AR . B T i A %
FEVEIAZ A, IEBEAT T I il A A 2 ) 2 (6 A= s B DN 52

SR 23 X H5ENMH, 20 XS H5EHEER T AV . ERHZEIHRIT I, i d s &
Y. mlElisgss & EE (-FABP) MIEA/ -6 (IL-6) /K RABER, HER L MEH )
WE BRI R EIRST IR B LE 2R 2= 2 Ja 12 Ji )5, HA AR SRR BoA I 2 B
EET. MBI RS REY, FrbZEor B Ie, A S A EEE TR, A wE ey
HARBA RN FHRHEST R, ARSEYEREEIRITIIKT.  Ah, FFHZESEIT I
FEC i TE R A P R P 240 0 3 A LR R N 3R

S50 IR EEZEST AT IR U E AL E Y, RN DRI ART 3697 i PLWH )i 1E 5% 1
A Gy AL o
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PU-126
ERM R EEEARAELESREREMERNR

NS BHE . SR XIE BREHE . BRI
HRHT AL PABESTBOA T

HE HEE KT CDA+T k40 %0100 AN ul #3835 Ha o 0 2 PR s 25 TR F RO 28 1% L5
M ] 2%

Tk BEWTTENSEE 2022 4E 5 H 1 H—20234E 3 A 1 H & &w T AL PA BT RuG T 0 aliz H CD4A+T
MREAHH T <100 Mul S350 B IR R POk, REE MLVRFE A B 5Ok 2 & PCR J7 A8l ifn 2%
CMV-DNA /K, SRH#IH 2 52 K% logistic [H1JH 4 Hr L E2m R & .

GEEL SRy N 391 IS R, B 315 4] (80.6%) , TAIEUERS 51 %, 253 f] (64.7%) &
G RN AR, 2234 (57.0%) MAJAzh ART 1697, W% CDA+T k4l it 5Ch 43 4
juL, A% HIV-RNA 4 5.42 log(10) # J1/mL. CD4+T k401141100 AUl 1 3050
L2 5 T IMUAE BB RN 19.2%(75/391), b CD4+T #E4iffit%<50 MuL B&h B EA
22.1% (52/235) , CD4+T #kE4uMiit-% 51~100 MuL HFHE T EIHREN 14.7% (23/156) . HH
ROMaE R EoR, CDA+T MEMHE. i 2 B i, AEEs. &R R
B H IR R G IR P R A T AL R GO IR A2 BB 35 IUE S R R . 2 R s R EIR,
CD4+T kg it%. i 2 FfE A e dmlsn. & IR ERER A& & W 1 R GURE IR 2 B4
93 B ML R0 57 G 6 BT 3%

L0 FPKT CDA+T k4T 11 40<100 ANul i 33508 B3 v B A0 B 2 IURE PR B9 RN 19.2%.,
REJEZ) ART H 2 5% T8 AT i 25 PR B 20 s 253 IURE A B0 2R, 15 400 s 5 i o S 30808 S o
TG IR FE it — B 5E o

PU-127
KRG SRS 85 il FREF =574

(CIE RN P N NS 2 SN € /N 53
SRR AL ARG L

HE SERAE RSP ZR G AL (AIDS) & JF 5%t 3 IR R R, NIRRT R 2%
Ttk W 2019 4F 1 A ~2023 4F 3 JAE5TFH A3 AR ho O B ARHERT 9 AIDS & JF 571 dUl
T BE IR, AT IR 7

S5 3 175 CD4 41l KT 200 Mul,82 fil &5 CD4 41 Jfl/INT- 100 Mul;2 i 34 i = 7 5 IgM
PUARRAYE: 85 Bl EF BT Wik &, b 77 HlEBEEA LI, 15 BIEERMAY TR, 11 B
BREINE TRE, 18 BIEH AN BT, 20 1B E T, 38 i R I A AT P A N
Wit 5, 85 fl & IREAT Kl MRI R e, #HORKBURAL. BBk £ 2R EB, O/
ST 45 TR TP R S )y B AT L S TR AT, 83 BRI R B, 2
B B R ISTRTT

S5 SCRR A IR ST R L CD4 4R/ T EEE T 100 NMul FHEE S S IgM ik
BAYE tr] B S R s A AN R AR R Sk U R IRAS: B RE NS S HER ) A I L,
IO AR DRI P wT Sl B2 Wi s W R4S - 52075 R 6 S X AR BB 5 ] 7 B 2 EAT B 5 TR iR
I7 BRI
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PU-128
BERNLmR R EEN REBENTHNER

Kb fe, HANEL FRE. HER. il
StEAT AL PARGE P

H ) W82 3 5 RS P S B IR)T (antiretroviral therapy, ART) kG S Thit EE AR
BB B RT3

J7E WAE 2021 45 6 A % 2022 45 12 AT 5B A3 P ARG 06T B 3R e iRt @A R
BEIL 247 B, Hrp 70 BIERPUREE IR B AGTT, 177 BITELERE LR YU SR s 24ia
IT 5 AR EBCA R, WIS 6 N H, WEREAE I — R TOR LRI HAN Y CDA+T kL4l
Mott$. HIVIREEE . S DhRe S < AT 2 Fa b

SR BARIT AR CDA+T R4 4 BT CDA+T k4 it 2k 200 ~/mm3 B iA
J7JG CDA+T RESZHM 120 b HiE B ik B aia YT 4 88 5 1 S ThRE CGE L T 5 b 2 2504
TRIT HAADR B B E AR T AR R PR

g R R TR A R B IR R A LR B SR BRI A I R R A R, AT LA
s BE P RE D ReE AR, FFH AT RPN E A R, S AR E

PU-129
A BB S ART xf HIV B3 & b7 #i% 5 b
R R BIAERRNE] ST

TR EERK. PRREL
PRI AL PAESTBoR H0

B 7iE 2 HIV EEZ YRR, HIV G S E N A &5 5 1 F0 2506 66 i, 3t 32
Jit 2o B o B 2 453 e A UAAR TR 82 1 (1) B 928 9 0E S B o 2 2B B 2 o FH I I A E SR 770, ml DU i
RO, RBIPTAR RTE R A IR R R VR, BASGE HIV G gk, 2
IET ¥ HIVIAIDS PR EREE T1. AT BIEMEE, Sl ART MLk, RS ART X
HIV JE e - i 30 IR 1) 28 3 1 28 P o s A 428 9 RE B2, DA Y8 97 B HLHT 1) RS

ik KA RTHEE AR 7881, FRgiN 26 B FF A 9 NJHESR bR v B A Bt ek i) 30 i . 1R
HEBMERERE, @EAVAE, KAIEMILS R G, 2 A0 RAE (ART) FMZ¥H
(ART+ZAH) , HAZgdse—2 0 OsH (ART+HXUEATH =BG H ) MRS A (ARTH+
FEEAT A BRETE) , JTFE 3 AN Ao LB R RN 2 A T R L i e L 5 e R G 2 A E A
B il S A R A R R B 0 R e Ak

2R 5XIRAMLL, A EERE. BRAESERSZIHESE (p<0.05) . [FHFN, BFEIGIT
AIERFE . M EHE R, e R, SHEELMHI, (et m R H R T BE K
feZHEINEE 2. IL-6 FIHRRFER T a BI7KF (p<0.05) o #b7e o 2F B A i 45 i e A Al T8 FEAE 1)
FEAE B B 2RI IFAEE (p>0.05) , 1 a LA Shannon FEEF#IL
(p<0.05) . [ERf, FRATEKIL, *b7Eas A v & i T8 B & e o dst P A 1 I Rk A 2 35 5
(p>0.05) .

g0 i T gl ART, A EBCS ART 1] DU I 2R HIV B 1 I A o e R B2 et R 1T,
78 2 A TR AT DA B S I 1 20 o o s A 428 98 A -G ) /K, E LT B8 38 1 465 i e e 44 o )
R S 2 FEPE RIS, IR TR B — P RIIE
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PU-130
Nanopore targeted sequencing for the diagnosis of
cryptococcal meningitis in people with human
immunodeficiency virus (PWH)

Xihong Yang',Ran Ding?,Yun Chi',Zhiliang Hu'
1. the Second Hospital of Nanjing
2. State Key Laboratory of Neurology and Oncology Drug Development (Jiangsu Simcere Pharmaceutical
Co.,Ltd., Jiangsu Simcere Diagnostics Co.,Ltd.)

Objective Severely immunocompromised HIV-infected patients are susceptible to common central
nervous system (CNS) opportunistic infections, such as cryptococcal meningitis, cytomegalovirus
encephalitis, tuberculosis meningitis, and toxoplasma encephalitis. Due to the immune deficiency,
the HIV patients may also suffer from mixed CNS infections, including those caused by rare and
atypical pathogens. It is unpractical to detect all the pathogens through traditional microbiological
diagnostic methods due to the cerebral spinal fluid (CSF) sample volume restriction and the high
cost related to massive tests. Here, we developed a nanopore targeting sequencing (NTS) platform
where CSF nucleic acid of common CNS pathogens were enriched before nanopore targeting
sequencing. In the present study, we aimed to explore the diagnostic performance of NTS for
cryptococcal meningitis and also evaluate the capability of this novel strategy to simultaneously
identify other CNS pathogens in persons with HIV (PWH).

Methods This study included 58 hospitalized PWH with suspected CNS infections who were
admitted to the second hospital of Nanjing, China, from September 2018 to March 2022. CSF
samples were sent for cell count, biochemistry and culture and conventional microbiological tests.
NTS were done using stored CSF samples. Cryptococcus and other pathogens that detected by
NTS were all verified with specific gPCR. We calculated the sensitivity, specificity, positive
predictive values and negative predictive values of NTS for diagnosing cryptococcal meningitis.
Other pathogens detected by NTS were also analyzed.

Results The sensitivities of CSF CrAg, CSF culture, CSF India ink stain, CSF cryptococcal PCR
and CSF NTS for diagnosing cryptococcal meningitis were 100% (95%CI: 87.5% - 100%), 70.4%
(95%CI :51.5% - 84.1%), 76.0 % (95%CI: 56.6% - 88.5%), 77.8% (59.2% - 89.4%) and 85.2%
(95%CI: 67.5% - 94.1%), respectively. Patients with higher CSF CrAg titers seemed to have higher
cryptococcal sequences reads reported by CSF NTS (P=0.089), and there was moderated
correlation between cryptococcal PCR Ct value and NTS cryptococcal sequence reads (Spearman
‘s r=0.57; P = 0.002). There was no statistical significance of the sensitivity between CSF CrAg
and CSF NTS for diagnosing CM among PWH (P=0.134). All the tests had high specificity (100%)
that a positive result could confirm a CM case. Aside from cryptococcal sequence reads, NST was
able to detect sequence reads of cytomegalovirus (CMV), Epstein-barr virus (EBV), Mycobacterium
tuberculosis (MTB), Toxoplasma gondii (TE) and Varicella-zoster virus (VZV). However, the
positive detection was not always suggestive of CNS infection.

Conclusion NTS has a good diagnostic performance for diagnosing cryptococcal meningitis in
PWH. NTS has the ability of detecting coinfection and atypical infection with a single test, which is
a great advantage compared to traditional methods, especially for HIV-positive patients, in whom
mixed infection often occurs. With its great detection ability, the interpretation of positive results
needs to be considered comprehensively.
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PU-131
4651 HIFFEAT 2% E RNA RIS R 4R

Gl
ATUPH 3822 [ 2 A 6 o0

HE) %t 4651 BIARLATF 455 RNAHCV RNAWGLGSE Bootr, NG BIRT KBS JRIT MiAT
R E RIS KA.

J7iE [l 3R 520G 5 2023 4F 7 H 4651 i HCV RNA Rl 45 5, BT REA K Seit 5ot 8 &
PCR %, 43X LR EHS PH RS H R Bl 47 0 #r

GEER SLAG HIBH T 492 ], Fh Bt 321 41, 5L 65.24%; &t 17141, ik 34.76%, St T
P 0-10 %, 11-20 %, 21-30 %, 31-40 %, 41-50 %, 51-60 . 61-70 %, 71-80 % . 81-90
LIRS B2 0.00%. 0.20%. 2.85%. 11.38%. 30.49%. 29.27%. 14.23%. 8.94%. 2.64%,
FERATE 41-60 % Z AT PR R R, BT 20%.

L0 NGt b s FomT LUE A AT 2 P R S e i Lok, SRR TE 41-60 B BHIE R s, LK
Yo R B, BT HCV RNA [RCI, o T UPAb P00 2167 R AR 7 ORI . TR B 28 94
BRI NARGEATHUREEIR YT, HRIRIIR S E A L. M HCV RNA (1528 RT-PCR il
LA HCV 12 W7/ TR B T 28 995 55 2590468 97 7 R0 I (1) 22 B2 Bt o

PU-132
ZHI R A H SRR AT EEXHRGIHRE

T
R AL PAESTBoa H0

H 7T L 8% (acquired immunodeficiency syndrome, AIDS) &3f 5 Hifii% (toxoplasma
gondii encephalitis, TE) MUHIEIT 5 &R AR

Joik HEE KT AL P A BT Bus YR 2022 4 9 A #2023 4 4 AUltiaRI ] AIDS &3
TE BERZOAA T LA K G AR ERS S, FEE S AR

2R 5 AIDS &3 TE M5B MEEE, CD4 4ifitE/hT 50 Mul, ¥AEMEISIPIETEL, Lk
i WU ARAE . R DIREBRUN BRI R PR IR 00 ek AR IR B 1 R Y
SR PR K, SRR IgG BHME, WGRIZWCN TE, TUBLS I RIATT ERRFE, g5
ANPRNIRAETR, T 2 FJE R 3 ART. BUEHT— E RIGIT 6 G BATIFZS, ¥RIET TE =%
s, ZJE¥IHRE K TE, TLAET 905 W RIGIT EIRIRE MR, AR RN RIT.

S50 IR AR B ST TE B3 iy E B, BRI TE ME RS, @5l &0
FGIE, G . [FER, SRS EIY TE B3 Wfal AR AL FE 2 (E 151 PR e A= 2 2 Rl ST 1)
7. 75, TEBRMEFIEAETTE, WS RIFHRIT R

PU-133
VikmBRERBENAERERSNRRT

BRR . IR, Fiete, W NE. 1RE. kil
StEATH A A RGE L

SRRV A TR S WSS N = E S LI VYRS E /N A

Titk R B BERNS I i 7535, 4155 60 FIEF AW T &, BEFUmf (e A 2022 4 1 7 % 2023
AR, BEE G ARG, fHH30 Ao SRRAN B RN E LA N R E
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BE WP, S8, PEAEE EE RS REBR, SR N SRR B A
BATRISE B, AR 1. RO LB AN ARG R, 18I B T T
W TIREENRETOR, JFATRBE, A RENERE RN ARELARE, 2. TREE L5
N, I HAMLTE SR, —ERABUFTIIFED, RESRREEFE TN B, WnEEa L
RAT BRI . 3. P EE S OB UL AR RIS, BEA LR SO R .
WHE BE W F RGBT 040, W BE RO, ARTEDUGER TR R AL RS, FRATRAEH
Geit o3 M 5 ik LB B A S B AL 2 TR R A SR, O 0 A VP A 3K P AL AR AN R T K 22 57
iR SR E N RN EAR R vy, AEiE R =, p<0.05.

S50 X ORRRGE SOBE AN NIRRT AR, 2 AT H R A RS s, %05
V2T DA B v SE S p AH D% R B SR AR AR T R AR v R T R B R L, (A HE
it PR S B R LA

PU-134
X mRBREEERBSEEINMR

tRE T Frete. N HER. il
StEATH A PARGE

BB T8 S 78 S0 R G 3 A 0 o AR FE AR 7T

Ttk AW TR 5 80 LB A R T B, WU TAI A 2022 4 1 % 2023 £ 1 [, KEHEDH
HHEHA IR AL, RR 40 N XIRAERZ W PUR R RE U B, SCIR AL R8O BV I8 S ST 75 B
VI WEAUN DR TS & 1 AR PR AR AR S VR4 TR (n SF-36. WHOQOL-BREF .
HADS #1 PHQ-9 %) KiFhiZS 53 ARG MR E A B . X S PPl T Bk s 24
YERE, IERINRE. OFMERAMMHAT R R ERTREE ARG, AT Gt 7t 77 % oo IR 4
ASRYGH 2 (B S5 R, FF A PPAG I T 2 AL AR 3 o B MM £ R AR 0 7 THT #2257

SR WG REE A R 120 B RS PO TR U5 B RS T 1R R AT
B, ISR AR R A 2K . S HRZEAR LG, SIRE6 2H B8 1 A I o R B A AR £ 1&
W R % (P<0.05) .

510 A2 0BG 0w 7 BE U5 B R IR T 5 IEAE SO R T B B Al RO
RIE, 7 N %R T7 T3 A BT ol SRR R TR AR A 3 SR AT B BER DL o

PU-135
ZE HIV BRENRB R ESHERERGEX

VRBREE V20 RRRHE . ILE Y. PR
1. BT AL DA BT ff o
2. EHHEERLR S MY R AL i % B B

HE AR FERRAE PLWH BRI E RO, 52595 18 B B 2 B AR 4 5 o 2 1)
KR

F¥E AN — RN 7, A58 5 I8 B RO R RS 2 AR R . T ZIRE W N =
H, OFEEIHH. AT AR EEH .. B ELISA #2062 B w45 = b & . EY
S AN SEAN R T ACE TR, DR R S A Wb B 5 55 2 AR R o

g ARSI 151 4 250 ¥ K PLWH 25 7 IX T 78, HA 73 4 PLWH J& T{@ 41, 61
LR TEEATA, 17 BB TESH . EHANERE. IR E kAR R T b4 5]
(P<0.05) . i+ fiE 50 £ br SRR, BIFAERBATAEEA-3a (REG-3a) i fiE
RS EE (-FABP) KK, S5EFAEEEEENLEME, Mty S EmbsEm S8
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FEPEZ A W ARk BEAh, FERATMBASIHIEMEE R, IL-6. IP-10 Al TNF-a iR E 5555
TR R IEM K.
S5 UL IRATHENT, il 51 K M RAE T e S ECEE PLWH 55,

PU-136
HREH DATKERR 1 fIHEHES

ARG WPNE. e, BEE. et kil
StEATH A A RGE PG

B H Al I 45 B Ga 10— 01 30000 & OF S LR R R A iz il B0k, B
312 e e PR 2 A 0 33089 9 L BR TR R el PR i KA, i 58 B I SRAS I PR 12 T

786 IRy (I AR ERE o8 <eT= L SR =i 0 I (I IS RE AR SN P IES Gl Rt 8P Ok 0] (12 N
ZR BETE, 35 %, A HIV L, EAMEBEIURM SRR, WP LU, k. %K,
FEMgRE . S EEIRARERI, WSPEWNRE, ABEEEm CT . AW FH 2R A, MzEFR.
PREESR . ISR AN B B TR IR H D 2L BR B . AT RIS BUR ISR, I T 28 kv
SIEAEE, 1697 3 AR, BEMMERN AL IR . 4200k

B2, GIERE R MO B M WL PR, JTaEk, BEE SRR B I, S
PRGOS IR 2, (HREAENRR TARBON DI, ZRi2 N a s S5 . H TSk
A I LR R R T oSt — e, JRICHIRIZIT IR .

S50 DLLRRE RGN, BOUERE, RIS (AIDS) B LB WL IR ACRE , 1% 22
WRIEBENAA DY, AT 51 RS B I BRI AE , s A JBE R f W AR SR 2 B, i B I e AR T R B S AR
WP BB, MRS A2 MR, IR Wik EE gLt Ar G 8 MO AR
HAMALD) B HAFRE . — B2 N SRR, NIRYE HEs Rk 20 2 MytdR, BRaeif
KT R PR AR D A S, [R] IR LR St R A Sk 3R (HARRT) . PASR
FELFITG, FRIRIZIEE AL,

PU-137
=N A EPATHE4E HIVIAIDS £EE V14
MEEATRHERREZWER S

BNE P/, FRReE. HRR. Jeilg
SRR AL ARG L

HE 7SN SR 24 HIVIAIDS B35 B R PUm sHa T MG DL R 3R, Dyt — BT T
IR H R PR BRI -

T B T LR YU F AT R B RS, R BBERNSIRT T 5%, X 5T 2005 4F
1 A1 HZE 2021 4 12 A 31 HAALKZ50 & Huaiayr B R Bdm it gt odr, ik
NBSERHIE . PURTEIRITE B 5. ITRN R G380 ART Jyiltadift, B CEFEBRFIZETD #iT
TREEIRTT B\ AL RS, BEV 2 20224E 3 H 31 H, THURERIT RGN, MRS E X
15 245 AN 7 BRI TR g LR 2% i) o AT 700 5 02 7538 Y R AE VR I K N R4S &, SR FH Cox HLfs]
JRSE (AR RS R AN [N T 22 RRAIE AN FISEZRRDL ART S8 8 0% BEIA T A o

SR ST EE ART BEVRITHEVIRIILA 815 # (23.7%) BHHUHARIT, HIBHEN
8.53/100 A4E, JHLAiistAh 5.14/100 N4, Bik3 3.39/ N4, ZRK Cox A HrER, 5
£ (HR=1.72, 95%Cl: 1.45~2.04) . K. Hm M (HR=1.89, 95%Cl: 1.30~2.73;
(HR=1.53, 95%Cl: 1.31~1.79) . =P KL N ALREE (HR=1.86, 95%Cl: 1.29~2.68) . &
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K (HR=1.43, 95%Cl: 1.11~1.82) . & FYEHEA7 MR KR @ ie &g (HR=1.95, 95%Cl:
1.25~3.05; HR=2.79, 95%CIl: 1.39~5.60) . WIIAHUHFIRIT /T R & AZT AR TR (HR=1.47,
95%Cl: 1.24~1.75; HR=1.95, 95%Cl: 1.61~2.36) . VA7 B HILEAEIR (HR=1.49, 95%Cl:
1.27~1.75) . I6JTHI CD4+ T iHhE4ufiuit-% <200 cells/uL (HR=1.17, 95%Cl: 1.01~1.37) .
ART i &4 (HR=1.50, 95%Cl: 1.16~1.95) 2R HHimiEin T iakiz (P<0.05) .
598 NFEMSTEI T 24 HIVIAIDS BB ST T UKL, R0 I8 XU 85 R N BER A 0
YRR B, InosBERRE T A B, PLRRIR HIV/IAIDS SR H

PU-138
ARG ERIEHTRRSIEREERENIEKT R EAFLLE

ER. el KER, ZEH, g, AR, XIER. meE
WUH T PE IR B e

H B A N G i b o B i e 5 AR I e M e B (e PR AR i S T
H¥E ANAE 2023 46 H 15 HZE 8 H 5 H HIMILEATM 17 P8R 2= Be (Bt 1 e 3 o [l ik Wi 4
BERATR LR IERER . OB RRE . &G RERAVALE . G508 B A A% . (TEVTRER
H t k58 E Mann Whitney U £33% . THBT R LECR A Fisher's #iYIlE %1%, UL P<0.05 AZERA SR
HES-38
SR LG O B 31 45, o HIV BRI 21 41, HIV B E &g 10 6. pr
ey B E B B BN 5 BT R E IE 1 DA WA FREMEAT . a2 DL 4 B PR R IR N
K23 B (74.19%, 23/31) . t# HIV FHEAS HIV BITEA PG g — s L. 451k
BEAEIR . SEIG =M AR, WARER LRI FE . BREEZYHRESMEENEE, KB
e AT R BB 25 ] (80.65%, 25/31) B E&IHFMEEEIEER 18 # (58.06%,
18/31) . HIV FEMALS HIV BT 0. BE. BE. KA. B R®KE, AR
54 A B O 7 1 2 S LU T G i . CDA+T k2 40 i>200/ul 45 CD4+T<<200/ul £ L
BRI ZEA22 ecm BIBLRZER GG %E X (P=0.001) , RIEIRIKRER LG FERE L
(P>0.05) .
S0 WE AR S, BB R K2 AR SN, & W4 SRR
RS BIFR RGP EE L . N AP RIE RE IR e 5 AR IR e 3 e 8 3 I PR A i S TS A
ffio 1M HIV BHPE CD4+T 4iiffl/NT- 200/ul I 88 3 5 BRI a1, s, HES

PU-139
HIV BEfE HHV-8 (YRR A& 18 ik BB & H 09w 1 f

K4
HRTT AL PABESTBOA T

HE & —# HIV HEE I HHV-8 1 EBV BH % 1 i & & YRR L (Primary effusion
lymphoma, PEL) Jpfil.

J7 i B E PR A PAR ST oA FoL G R 2022 45 3 AWUA R 1 818 A 3T PEL B 2
SARIT G, R SRS

SR BE, BY, 718 HIVERNE 17 4, KIPRA3TC/TDF/EFV HiiEIRIT, MLKE LA,
T s RRBO £ B R B, AR BRAIESZ A HHV-8 F1 EBV YLK B 4Btk 08, T LUA AR 5|
W~ PUHIVIGRIT & R-CDOP 77 4637 2 1k, JRAEHRAE 8, Hizidom, BV, RILEK.
2518 PEL 2l N kR R AL 5B, ETEM R, HIV FHYEARE, HHV8 BHEF HHVS [
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P PEL Al R SR IR PRAFALL,  (H2 S & I 5D AOT S RO, AN R B4 45 22 A G 2
RAVFHIE R IERIZ WA X 2 0C8E . XFF HIVIAIDS AR, AR HT HIV 167 IR, FReiiik s
T BEXESHEABOL B EERIRIRTT, SN2 8 LT 2 25 E T AT RERE R ARE &K B 4
Pk B R A A

PU-140
HAART 8 AR O IMERR SN ERIER

TitKGE 1 BRAEAR . ARER 2. BREREL 3. ML, WEESE . R 4 TS 5. MOEHE©
1. KRR BERNR A IR PR 22 5t 2. AR RN BB 3. AR BRI PR R 2 & 2020 4l RIS
4. ARIEEERL R R A BOR TRESE B 2020 PR AAG I HOR 5. 48 g P BHK 22 MY 5 — e b 75 1
6. AR I DR R 2 o AT LR e

H B W% HAART 2540 i K BCo ML 5200

His EEZ 200 7iEES% SD M. MEAR & 20 R, BEHLZ 4 4 (n=10): #f CON 4. #f
HAART 2. I CON 4. /i HAART 4. e, K CON 4 KRR F . #isEFEEE/K (10mi/kg)iE
B, M. M HARRT 41K RUESEAF HAART 2591 (Gr2 K5 31.25mg/kg+Hi K K2 15.63mglkg+
)12 (41.67/10.42)mg/kg), ELE1NH . BRIMKRAE, SIEWEAEE KGN 14 H R
EAEOEL R SHRRIERFEIRR 4 NH, WK E. Z0EET.

2R () REEKE: M. M CON 4K R E KRR FR KRB s . 5 CON i,
M. B HAART 41K R BB KR HK. M HAART 41 K58 3-16 RIAE LK, 16 KJ5iAR
B 12 KA E KR CON 4K (P<0.05); 1 HAART 41K 1-9 KAKE
K, 10-16 RAAEMKAFR, 16 KA EZIEH K, 26 Kk EH KRB HE HAART 41K
(P<0.05). (2) OF#EFEO0E: Sl CON 4iAHLt, M HAART 21RO M O = & IKR B
£ (LVDd) /v (P<0.01); 5 CON ZHAHEL, Mt HAART 41Kl (Al kg 5 (IVST)
(P<0.01); (3) 4 MHI KBAEEEM: M CON H7E 6 K (6/10) , M HAART 4177i% 8 R
(8/10) ; Ift CON 4f7i% 5 X (5/10) , M HAART 47735 3 H (3/10) . (4) Fhfikif/E: S
CON #iLb#s, i HAART 4K Rahikis4iE (SP)&, #F9KEDP)&E, “FHshikE(MAP)&E, IkE
Z(PP)/N; 5if CON 41tb#s, it HAART 41K DP &1, PP /. (5) ZEO=EES: Hiiff CON 41
Eedse, i HAART 41Kk B 22 O 5 e KU 4EiE E (+LVPdp/dtmax)fik, % KaFski#EE (-LVPdp/dtmax)
fik; S5k CON ZHtk#s, M HAART 41K A DEE (LVP)K, +LVPdp/dtmax {i, -LVPdp/dtmax
ik, Pk A% JI(LVEDP) &

518 HAART 259 m] it K RO I 3 5 A AN T 6 S i HAFE MR 22 57 o

PU-141
HIV FHE HHV-8 PHERY Castleman §% 1 i

G2
HRTT AL PABESTBOA T

H B #i1E— 1 HIV BH &I HHV-8 BHPE ) £ A0 B Castleman Ji (multicentric castleman disease,
MCD) J# %

Fiig B E PO A4 T AR EE ST oA o YR 2022 4E 9 H A 1 136 & 3 MCD BE K2
Wr S v T oL, R S AH ISR

28] B, B, 65 % HIV Y 114, KIRHAZT/3TC/NVP Ik #ERTT, 2022 45 A
BORbZAgE (W BRER) « UG 2 RIEBMELEM K. W R AN FEERI, 7FRIME L%
FEIES N HHV-8 BHERY Castleman %, 40, T LURIZE PR LA 7 2097 4 Ik Bt
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HIV 69T, SR, KR ESSHR, FYr 3 H, RWEK. castleman Jiit—fl % w itk
BEAENEDN, A B SOEA B A0S SRS, B NSRRI B A SIS 7 8 1K
ot CDA+T ZHJ it R HIV i S dnfe, SCRDWEAR R MCD #mT R 2E, 25000 il R I
FELF AR5 5 3 ART 8400

&5 HIV FIPEAHE, HHV8 B MCD AomZ A B, mIChrikEinsr s &, 169777 RiAGE—,
B BT 5 SR T RESR 2R

PU-142
¥R G+ SR R ERAIERFHEN TS E RS

T, HEE
SN B

B R0 3005 (AIDS) AR H /R B FEHREE (TMD G RS ORI LS R 3B 9

Joik IR 2017 4 1 A & 2021 4 12 AYANT 85 ] AIDS £9F TM Be . ARHE L5 15 100

SRR RIBET o S5 AL ER A (I RN S5 3 R bR AT LU 0 AT o Xt B8 T 2L 5 0 191/ 8] 2 ik

1T Logistic [A] )= 534

LB AIDS & 9F TM IR B E R IEE N 18.8% . e WAERIAME AR H(94.1%), 1% (54.1%),

HHE (54.1%) , JWIKIIE(34.1%) HFBRAROK (38.8% ) IR L4 A(80.0%). et WL SE I == 4]

PRAH R (78.8%) /MRS (45.9%) MIAHEHERTHE (70.6%) « LRBABET =
(80.0%) . Logistic [FlIA##k H A& A= 26 g/L( OR=0.049; 95%CI 0.006, 0.419). CD8+ T ik
[L411<280 4Mul ( OR=7.527; 95%CI 1.390, 40.769) 2 MA G127 LTl 5 K 2.

£51% (8 (s R CD8+ T itk R4 ik /b /& AIDS &3 TM S TIUE A KL IR H 3K

PU-143
HIV PAM4 8 #& CD4/CD8 Lt S5 F AR IR
AR XR: kB DEERR I #F

XU TR
HAHREE AR S I R A R R BE B

HEJ CD4/CD8 LhAH 5 HIV FHM: B MR 2 RS AHDE, AT I B FNRZRE HIV B SN &
& CD4/CD8 LWAE 5 F AR ALY (SS) RS Z A R

T AW T M 2011 FEE 2019 FEAE L UHIZ E R B R Z ) 216 4 HIV BT E T8 E . 3R
B 4 T AR R T BN DGt FAREHEA MR T br. A8 B2 4 0T,
BAVR T R S EF ARG N R . dE—0H, EREBERRANE G, RO T
CD4 it#¥i. CD4/CD8 LLZRM T AEALEY R (SSD ZIAIMIRARM . iE, RATPFET) X
AT R AN R ) 1t = VoRE 2% i 42 SR 4R 2% CDA4/CD8 LR AT AR IALR YL KK (SSD 2 ja) & k4
XA,

£R )5, BAIMHFRY 23 (10.65%) ZEEEARE 7 RWAKRE T FRIBAIES (SSD . &
# (OR=6.10, 95% Cl=1.46-28.9), HIV #i&#= (OR=8.68, 95% CI=1.42-70.2; OR=19.4, 95%
Cl=3.09-179), F R £ 4L} 5] (OR=7.84, 95% Cl=1.35-77.9)F1 CD4 i} #1(OR=0.05, 95% CI=0.01-
0.23)2 T ARG G K (P<0.05). HIV 3T i CD4 308K (< 200 mg/dL),
SN TR BTG XS . FRATIE KB [H) CD4/CD8 Lhft 5 SSI K& R AFLi L &, EHH
BE-HORT RN, S HAEART 0.9 AN, HE i SSI UK T w4 % .

5 AW L R CD4/CD8 LLIE AT E N HIV B E 3T 3 T REB LS XS (SSD 4 F 7
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M+Etr. 5 CD4/CD8 LUHEMRKIBE ML, 1% AR K & T ARE ARG KK, XL
HRHEEITRAZAT HIV B R TR AT S B 1A 2

PU-144
HIV B350 B SEEd HIV DNA 2
5 HIV RNA & CD4+T ik E4Eaa X R

k3 N
HAHREE AR S M R b R IR BE B

H B F LU SRR R BUR B I6 97 7 N HIV G A0 A 88 A% 4 (PBMC) o HIV-1 A
ez (DNA) #E S HIV-1 ZPZEE (RNA) KAMNEIL CD4+T #EZi (fiifk CD4 4
M THERIOC R, WEPERER HIV R T e A7 AL o
FHE BENLACE N BB R 2 JE bt IR ER B RHME R B 30 i, HAh 551k 26 N, %tk 4
N PR 41.381.4 5, JiEPum s F R ANBIEmRT . fokReE R KIEFR 6 AN H M HIV
Y, APt 24 /NEFNERICREESNE I, BRRAEERE. KRB R0 E B R G MR
(RT-PCR) AR M ML FEHEF HIV-RNA &5, Al HIER 7 Bk AN I 73 25 PBMC 42
HU DNA XM PCR #47 HIV-DNA £, 8RG8 AGHAT T k40 A CD4 dipfafaill, i
F SPSS 25.0 #AF Hm AT o dr. B BEWHUR IR E, 20Ut O &t w i E R
B b s s PR B A B A
55 30 ] HIV BG4 M HIV-1 RNA SFKF N (4.2842.57) log copies/m L, HIV-1 DNA
SFHJ7KF (2.63+0.81) log copies/106 PBMC, CD4 4 ffiit%-H 1%k 298 (119~440) 4 /uL. ‘&
BT HIV-1 RNA “F#17K°FA (4.06+1.33) log copies/m L, HIV-1 DNA “F-15/KF4(4.55+1.81) log
copies/106 PBMC, CD4 4fifgit%i 7% 330 (95~504) 4> /uL.
5 A FEPURFRIRIT 77 % 6 N H I HIV IR G4 HIV-1 DNA #8550 E 3 HIV-1 RNA #&E 2
1EAA2E, 5 CD4 4t Al oS, HIV-1 DNA #m A a] SRR HIV G E R N &
UEAhEAEH HIV-DNA R0 R B0 = TAME L, 25 RE B R nT /e v HIV 5 838 7E g A7 05

PU-145
The Discovery and Development of RukobiaTM and
the Future of HIV/AIDs Prevention, Treatment and Cure

Tao Wang,Xiang Li
Beijing Kawin Technology Share-Holding Co., Ltd.

Objective The global epidemic associated with human immunodeficiency virus-1 (HIV-1) virus
infection continues to present a significant health burden for the estimated 37 million people who
are infected around the world. Despite the availability of a variety of classes of antiretroviral agents
that enable a range of treatment choices, many as part of convenient, once-daily drug regimens,
treatment failures continue to occur. High viral heterogeneity, drug-associated toxicity, tolerability
problems, and poor adherence can all lead to treatment failure and may result in the selection of
viruses with mutations that confer resistance to one or more antiretroviral agents or even multiple
drugs from an entire class. To address this problem, the development of new inhibitors of HIV-1
replication that are mechanistically orthogonal to current therapies has been advocated.

Methods The discovery of compound 1 from a cell-based phenotypic screen as the initial member
of a class of indole 3-glyoxamide derivatives that interfered with the attachment of HIV-1 gp120 to
the CD4 protein expressed on human T-cells has been described. Mechanistic studies with this
class of antiretroviral agent have shown that at low concentrations, these compounds bind to the

116



TR 2 o B TR G . NI R SRR

viral gp120 protein and stabilize a conformation that is not recognized by CD4 while at higher
concentrations these compounds may form a ternary complex that compromises release of the
gp41 fusion protein from the gp120-gp41 complex. Initial structure—activity relationship (SAR)
studies were focused on optimizing indole-based Als, but as the challenges of developing this class
of molecule became apparent, these studies evolved to encompass molecules with azaindole and
diazaindole core hetero- cycles.

Results Five independent heterocyclic series had been studied to search for inhibitors with superior
profiles: indoles, 4-azaindoles, 4-F-6-azaindoles, 4-MeO-6-azaindoles, and 4,6-diazaindoles.
Studies with the indole series provided a seminal SAR observation that the antiviral potency was
increased considerably when specific substituents linked by sp2-hybridized atoms were directly
attached to the C-7 position of the heterocycle. As a consequence of this finding, substitution at
position 7 of the 4- and 6-azaindole series with heteroaryl moieties was pursued in parallel. While
the introduction of an sp2-hybridized heteroaromatic substituent at the C-7 position of indoles and
6-azaindoles could lead to increased potency, each series displayed unique SARs with respect to
optimal potency and preclinical profiling. In this report, we describe the optimization and preclinical
profiling of the 4-methoxy-6-azaindole series which provided a path to the most promising analogs,
leading to the synthesis and selection of 3 (BMS-626529, temasavir) as a clinical compound and
its ultimate formulation as the phosphonooxymethyl prodrug 4 (BMS-663068, fostemsavir) which
was approved by FDA in July 2020 and marketed as Rukobia™ currently by ViiV/GSK.
Conclusion The SAR and properties of a series of 4-methoxy-6-azaindole HIV-1 attachment
inhibitors with substitution at C-7 of the core heterocycle have been described. Incorporation of N-
linked heteroaryl substituents at C-7 of the azaindole heterocycle that reflected patterns of
substitution designed to maximize coplanarity led to compounds with significantly improved
potency, PK, and overall preclinical profiles. Compound 3 currently represents the most optimal
molecule from this class of HIV-1 Als and is being developed as the prodrug 4 in order to surmount
drug delivery issues arising from dissolution- and/or solubility-limited absorption of the parent drug.
As the inventor of fostemsavir, Dr. Tao Wang will present the discovery path of fostemsavir and
related analogues. HIV attachment inhibitor's pharmacological effects beyond biological results will
be discussed, and its potentials in the HIV-1 cure and prevention will be illustrated.
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(AIDS/CM-TBM) Il PREFE B A AIAE, SR WT R, ABFFEBIES T 2R, AR
YL WHR B -

FE S BB 8753, Wi 2017 4E 1 3 —2021 4F 12 H BRI AL B A EI7 BOA O Bta
AIDS/CM 5 AIDS/CM-TBM 2K %k, RN DGR IRRED. L ERE. Mg
2 % I R U1 ) 7 I

B AL AIDS & 9F CM gL 177 41, Hoh {5 CM &g 137 ), CM-TBM Jt
GIEYL S 40 ] (22.6%, 40/177) ;3 WARBIAEN DT H LS FZ R, RITARK
#: CM-TBM [MFET-H 5 TME (15%, 27.5%) & T CM BHEMIET-HELMKE (7.3%,
26.3%) , HERLLGHFE N, P=0.297; ¥EINBIFE 177 4] B3 kR IR R HET B,
GEREIR: BFWKHE, B SIERG . WRRIRAE . E AR AT EAER. SRIRG L
S MRUKS IEYIK R R SR AR L Bl AR I A L R % B Oy BB R A
HEREST 13 MR LR, ZEZFEARIFFE N (P<0.05) . K 13 M mEgh N Z K& Logistic [7]
H5FT T, EHR I, RNEEIEAE (OR=0.273, 95%Cl: 0.088~0.846) . =4 ik (OR=0.072,
95%Cl: 0.008~0.697) . fifii /& (OR=0.287, 95%Cl: 0.091~0.909) . [ii #5132 i ¥4 i 4%
( OR=0.201, 95%Cl: 0.049~0.827 ) . Mg i A% 3 8¢ 0 B B ( OR=0.338, 95%CI :
0.117~0.978) . Wi &EH (OR=2.501, 95%Cl: 1.495~4.184) ;&% % CM 5 CM-TBM [f1 2 &
S

4% IDS/CM-TBM 5 AIDS/CM 3 L, wi& MR BAE . =95k, Il S B2, iR
TR s AR R O BB L, IRRIETT AL T SR BRI WIL R
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G5R A SR ARG SR T IR IR AR B, RV KEEAR, HHEHTHIVE
PSR ESE, EARERINS HIV B FERE RSB, S EEMERRGHHRBTE,
BEWINGE IR . ORI R B 6 & 14 130000 &I B daE, 51 8 #l. &tk 6 i,
Fie N 20-66 % . Hrb 8 LN HIVIEHLE K EMCD, X W Fli (T TR R I 18] 4 9.75 4
HIV BT REAH B R F R, 12 GILEZEZHN MCD B &I ERLEGIE, A 7 HIEERN &G
BTIMIK, 5 BlEHE I AKI. 10 BLEZEATRITBORL 1 BIIHBURTE A K%, HR 9 Bl T
WEiayT, A 5 G DR RO BN E B AT 1 —4ifyT, 13 BB E WG I, 1 Bl
BHEAEIR YT WA B R VRN B R B8 A0 T IBCIE

& HIV RS UM B a R R, SR B 0 0 e f™ SR O, B0, BT
JONEE, SERR RN AR R R RO R S PR R AT, TR O s 5 R
R 2 FE A P 4 B B 25 W B S AR 7R, AH R B ALV IR A A
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TEWL, F R Z R logistic [\ A4 R 3T 3059 A& HE I 25 1% H 3 A8 37 IS IO AR S IR 22
GEEL 1: 284 ilfiligE 1% B E AT, Hoh HIV/TB 483 137 4], B4l TB 48 147 ). HIV/TB
Y EEIER (48.0¢13.4) ¥, FEL 80.3% (110/137) ; TB 4 FIER (40.3+17.0) %,
BYEd 39.5% (58/147) , MALLEERARITFE X (p<0.05) . HIV/TB 4EHE AR BMI
B OB RERT ] (ERR AR5 20.143.1, 30 (1-1460) K. 25 (1-133) K, ifi TB 4 #E%
4 20.942.6. 180 (1-10950) K. 14 (4-29) K, WALKZERA L HH¥E X (p<0.05) ;
HIV/TB )6 B SN 53 5 123 B (89.8%)M1 67 191(48.9%), TB £ 514 111 4
(75.5%)F1 15 $1(10.2%), PiZlLbi 22 gt EE X (p<0.05) . HIV/TB 41L& # NRS 4.
MEA. AEA. REA. ATAEA. AR HGB {E4) %4 4(1-5). 69.4+8.8. 34.8+5.8.
36.5+7.9. 221.5+106.1. 1.320.5 1 109.8+24.3, TB #4145k 1(1-5). 64.4+5.4. 40.5+4.1.
24.7+4.7. 218.2+54.1. 1.8+0.4 Al 127.0¢15.7; H HIV/TB 41 NRs2002 iF/=3 73 & 5 51.1%
(70/137) , TB 4N 17.7% (26/147) , WidltbizEREA S5 L (p<0.05) . HIV/TB 41
L 12.4% (17137) FBFE LT SURGHEIT HFE, 10 TB A3yarst b, WA TE LLE Gl 2%
5 (p<0.05) . logistic [T #T R~ BMI A 8 FUE A2 5200 HIV/TB 583575 77 KUK 1T fa [
K.

BE HIV YLK il 4 1% 53 1 5 S S TS A B S 52 s B VAR (1 M BMIRRAIG, 78 77 U R A=
Kihe, HWJREZE.

120



TR 2 o B TR G . NI R SRR

PU-152
Optimal timing of antiretroviral therapy initiation in AIDS-
associated Toxoplasma encephalitis: a prospective
observational multicenter study in China

Yao Li,Yaokai Chen
Chongqing Public Health Medical Cen

Objective Toxoplasma encephalitis (TE) is the most frequent cause of expansive brain lesions
among acquired immunodeficiency syndrome (AIDS) patients. Timely ART initiation is crucial for
HIV-infected patients with opportunistic infections, since the immunity of such patients has been
severely compromised and needs immediate reconstituion. However, overlapping drug toxicities,
potential pharmacokinetic interactions with ART drugs, and the emergence of immune
reconstitution inflammatory syndrome (IRIS) may occur when ART is initiated early, thus, may lead
to poorer outcomes. Thus, the optimal timing of antiretroviral therapy (ART) initiation in these
patients remains controversial.

Methods The present study is a prospective observational multi-center study. Eligible patients
were recruited from 11 study centers in China, including Chongging Public Health Medical Center,
Beijing Youan Hospital of Capital Medical University, the First Hospital of Changsha, Liuzhou
People’s Hospital, the Third People’s Hospital of Shenzhen, The Third People ‘s Hospital of Guilin,
Guiyang Public Health Clinical Center, Public Health Clinical Center of Chengdu, the Third People’s
Hospital of Kunming, Yunnan Infectious Disease Hospital, and Chest Hospital of Guangxi Zhuang
Autonomous Region. Eighty-seven patients were included, and 38 of them were assigned to the
Early ART group (initiating ART within 2 weeks after anti-Toxoplasma treatment initiation), while
the remaining 49 patients received deferred ART.

Results In total, 87 patients were included, and 38 of them were assigned to the Early ART group
(initiating ART within 2 weeks after anti-Toxoplasma treatment initiation), while the
remaining 49 patients were allocated to receive deferred ART (initiating ART at least 2 weeks after
anti-Toxoplasma treatment initiation). Our results indicated that the incidence of immune
reconstitution inflammatory syndrome (IRIS) (2.6% vs. 0, p=0.437) and the number of death events
(1 vs. 5, p=0.225) were not significantly different between the two groups at Week 48. The timing
of ART initiation was also found to not significantly contribute to human immunodeficiency
virus (HIV) viral load control. The difference in the number of patients who maintained
an undetectable HIV viral load of<50 copies/mLin each of the two groups of
patients was calculated to not be statistically significant at Week 24 (8 vs. 3, p=0.142) and Week
48 (7 vs. 7, p=1.000). Meanwhile, median CD4+ T-cell counts were also observed not to reach
statistical significance between the two groups, both at Week 24 (155 vs. 91, p=0.837) and Week
48 (181 vs. 96, p=0.219).

Conclusion In our study, early ART initiation in AIDS/TE patients was observed to not confer
statistically significant differences in the incidence of mortality, IRIS, and HIV virological and
immunological outcomes, when compared to deferred ART initiation.
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MRS, A0 E0E I CDA+T k241 ie (CD3+CD4+) . CD8+T ik 4fffi (CD3+CD8+) .

CD4+# JiZHffl (CD4+CD45RA+62L+) . CD4+ic{Z4Hffi (CD4+CD45RO+) . CD8+i% 4l
(CD8+CD38+) ; ELISA il FH4ifi/r %k 12 (IL-12) vy THE (FN-y) EFIMEFH
SHEA-10 (P-10) ; FHLLRT-PCREMGIT 4l # 2k &=, [ PBMC LA IFN-y RISt 3% 5 K, &
WIS IL-12 W, BEaRdifE+ Treg 4 A Ll
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FHEBEATRE TR, ART AT 6 A% 12 A¥ME TR FIE;2. 6975 CD4+T 40 (¥E
CD3+CD4+, CD4+CD45RA+62L+, CD4+CD45RO+) H] & 1 in, i CD8+T 4ifi (£ 3%
CD3+CD8+, CD8+CD38+) ] #{%;3. HIV/AIDS M3 i) IL-12. IFN-y W JEMR T REx 4, 1
IP-10 FRIU e TR NI IR ZH . HAART 1897 )5, IL-12. IFN-y 398 ETF, 12 A 54K P < 0.01;
IP-10 7E HAART JAJ7 5 P %4, IFN-y RIS RE 55 5 1L-12 3¢5 B S48
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Integrated analysis of microbiome and host transcriptome
reveals correlations between lung microbiota and
host immune in bronchoalveolar lavage fluid
of pneumocystis pneumonia patients

Ling Zhang,Xin Zhang,Xue Chen,Caopei Zheng,Yuqing Sun,Ying Liang,Feili Wei,Yulin Zhang
Beijing Youan Hospital, Capital Medical University

Objective Pneumocystis pneumonia (PCP) is a common opportunistic infection among
immunocompromised individuals. Little is known about the interaction of lung microbiome with host
immune in these patients. We aimed to explore the possible ways in which the interaction between
lung microbiome and host immune affected the development of PCP through multi-omics analysis.
Methods We selected patients admitted to Beijing Youan Hospital, Capital Medical University, from
January 1, 2022 to August 31, 2022 and underwent bronchoscopy. Participants were divided into
PCP and non-PCP group. We investigated the lung microbiome (via 16S rRNA gene sequencing)
and host immune (via RNA-sequencing) in adult PCP patients and non-PCP individuals through
bronchoalveolar lavage fluid (BALF). For transcriptome data, we assessed differential gene
analysis, GO enrichment and KEGG enrichment, etc. of the two groups. We also explored the top
10 relative abundance and differential species composition of the microbiome. The linear
discriminant analysis (LDA) effect size (LEfSe) was performed to identify the significantly abundant
taxa (phylum to genera) of bacteria among the different groups (LDA score > 2, P < 0.05). Using
linear regression method, calculated the correlation between the OUT abundance of differential
species and the expression levels of immune related differential genes in two groups based on the
Person correlation coefficient. The significance of each OUT-gene pair was determined by a p
value <0.05.

Results The study enrolled 58 pulmonary infections patients, including 19 with PCP. Transcriptome
data analysis showed that compared with non-PCP patients, the PCP group had 2534 differential
expression genes (DEGs), of which 1431 genes were upregulated. These genes were primarily
associated with immunity (such as response to interferon-gamma, activation of immune response,
positive regulation of MAPK cascade, and immune response-regulating signaling pathway, etc.),
inflammatory response as well as cell growth and death (including ferroptosis and necroptosis).
The microbiome data showed that in PCP patients, the a diversity of lung microbiome decreased.
The top 10 phylum of microbiota within PCP and non-PCP groups were consistent. At the level of
phylum, the microbiota that most strongly distinguished patients with PCP from non-PCP
individuals were Firmicutes (median relative abundance 47.53% in patients with PCP vs 33.73% in
non-PCP individuals, IQR 1.22 — 25.25, p = 0.015), Patescibacteria (0.95% vs 0.58%, 0.7633 —
2.344, p = 0.041), Actinobacteriota (9.34% vs 21.62%, 5.089 — 22.79, p = 0.008) , Bacteroidota
(8.52% vs 20.07%, 5.013 — 17.84, p = 0.022), Fusobacteriota (0.84% vs 3.57%, 1.131 — 4.468, p
= 0.011) and Campilobacterota (0.42% vs 0.62%, 0.3716 — 0.6277, p = 0.002). The correlation
analysis of the immunity-related differential genes and the OTU abundance of the top 6
microorganisms at the level of phylum showed that the Actinobacteriota was negatively correlated
with the differential genes while the Proteobacteria was positively correlated with the differential
genes.

Conclusion In addition to characterizing host immunity and lung microbiome in PCP patients, our
study explored the potential role of host transcriptome and lung microbiome interactions in PCP
patients. Our findings provide a basis for the discovery of lung biomarkers in PCP patients.
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JYHT HIV-1 RNA N Ig (4.78£1.08) : 24 IR &4MHIR A 85.71% (144/168) : 48 ik #2441
%K 97.62% (164/168) . Aik#ifil ART J5 24 Jil. 48 i TG. CH. HDL. LDL 5 ART gl
th, ZRARIEEN (B P<0.05) ; 24 F. 48 AZESRLGHEE X (3 P>0.05) ; ART il
CD4+T L4 3<<200 AMpL ifsl, 24 . 48 J§ TG. CH. HDL. LDL 5 ART fijkiltk, ZRE45
W& Y (# P<0.05) ; ART Aif CD4+T #2413 >200 ML #ifl, 1 HDL ART48 5 ART
RTAHEEZE e Geit 2 m L (P<<0.05)

it o BNE R EVNE R HIV G NBE R AR W 85 BN g s MR & K A TE
CD4+T itk 41 i <200 N/uL NBEARF S 24 AN, X Tk 48 >200 4~/ul A#f, A Fhm HDL /R
H.

PU-158
HIV/AIDS &H P IRHEZE RGRTIGEK 7T

EREIS, 1S, BIER 1S, RN 2
1. ZH g R
2. BWILE b5 — IR b
3. BLWIBERIA o I R A S R

HE T HIVIAIDS & X4 R G008 A IR PR R A, NGB BE TG . M A7 Rtk
Pz,

J7¥E 2016 45 7 A~ 2020 4 5 H BB EER} K IR A& 4uim 2= Bt B s —FHIGA HIVIAIDS & JF HRAx p
ZRGIWBWETA B, WERFENRATHR G S AWk, @7 Excel $udE P, KH
SPSS17.0 Xt B AT 4347 o

g8 1L 92 il HIV/AIDS A IRt RGUm B BE N, B 7161, tk21 46, F: %h3.3:
1. BEVKH. KW RNERIEWR, kIF (60.87%) , K# (47.83%) , RIS
(18.48%) , ity (15.22%) , WX ik (13.04%) , #i4E (11.96%) , ZiHMEE (10.87%) ,
EEREE (4.35%) , ITHNFE G (1.08%) , A B FHA I FEERE KK % 38.05%, 45 1% P i b
% 29.35%, 5IEHURG 13.04%, HEATIEZ N RN 7.62%, MR 6.53%, HIV ARSI %
217%, S50 KT MGG 26 1.08%, T R PEMEE 2 1.08%. £i35 CD4A+ T 4 g 1H % 7E 10-838
AN JuL, P4 132.13£137.29 4> /uL, CD4+ T 4Hffiit3< 200 4 /uL 15 81.52%. 92 #l & 64
N3kfi CT wl WLk, & 69.57%, RIAFRILEER . R REEHNE . K. 28
NSkl CT R WLHR R H o EIRIEEN 21.74%, FREKBEVEME IS PIER 14.29%, S5 1% VRN 5 28 9
BEF 29.73%, 5 IE HURTISLAR 16.67%, HEATHEZALYE (A RMIRIER 42.86%, HIV AHSCHEM
L 50.00%, 5 F i 2 AEZR 100.00%. HIV/AIDS A6 XA 4 KRG8 & TR AP R AL R

124



TR 2 o B TR G . NI R SRR

TgtitEZzER (P=0.268) , A[F CDA'T it BUEFWILE LG4 %R (P=0.379) .
5% HIVIAIDS & JF X Fh 4 RGM A B WFEFR . SO NE CD4+ T 4 RHAIIZ RSUAE
W, K giRitmBE AR, SEE.
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Paradoxical Tuberculosis-associated immune
reconstitution inflammatory syndrome:
Dose an impediment to initiate ART among
HIV-infected patients in China?

Honghong Yang
Chongging Public Health Medical Center

Objective Tuberculosis (TB) and the human immunodeficiency virus (HIV) are two of the world’s
greatest public health threats . TB remains one of most common opportunistic infections (Ols) in
people living with HIV (PLHIV) as well as the most common cause of death. Early initiation of
antitubercular treatment (ATT) and antiretroviral therapy (ART) are most effective means to
improve survival. initiating ART early can rapid restoration of the immune system, which is
associated with a much heightened risk of paradoxical tuberculosis-associated immune
reconstitution inflammatory syndrome (TB-IRIS) . TB-IRIS is a transient but sometimes severe local
and systemic inflammatory response that usually occurs within the first 3 months after
initiating ART. Paradoxical TB-IRIS generally lead to temporary exacerbation or worsening of TB
symptoms, signs, and/or radiographic manifestations. China is a high TB and HIV burden country,
it's reported that paradoxical TB-IRIS is an important early complication in TB and HIV co-
infected patients, but data from China are incomplete. In addition, an integrase strand transfer
inhibitor (INSTI)-based ART regimen is becoming a first-line therapy for most PLHIV, it seems that
INSTI-based regimen could increase the incidence of paradoxical TB-IRIS. However, to date the
reported data have been weak and contradictory.

Methods A retrospective study was conducted in Chongqing Public Health Clinical Center from
January 2018 to December 2021. Demographic and clinical data of HIV/TB co-infected patients
initiating ART were descriptive, the predictors for TB-IRIS were identified, and the clinical outcome
were determined.

Results A total of 384 patients co-infected with naive HIV and pulmonary TB (PTB) who were given
ATT and ART combination were included. 72 patients (18.8%) developed paradoxical TB-IRIS with
a median of 15(12,21) days after initiating ART. Baseline age<40