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Imbalance in the hemostatic process in cirrhosis
with acute-on-chronic liver failure

Shupeng Liut?,Hai Lil?
1. Shanghai Jiao Tong University School of Medicine Affiliated Renji Hospital
2. NHC Key Laboratory of Digestive Diseases
(Renji Hospital, Shanghai Jiaotong University School of Medicine), China

Objective Cirrhosis is a significant public health burden worldwide. With diverse etiologies and
complex, variable conditions, cirrhosis can progress from compensated to decompensated stages,
and further to end-stage acute-on-chronic liver failure (ACLF). The liver plays a crucial role in
maintaining hemostatic balance by synthesizing many coagulation factors and anticoagulant
proteins. It's widely recognized that cirrhosis patients exhibit a fragile coagulation balance due to
the simultaneous alterations in both procoagulant and anticoagulant systems. However, ACLF on
the basis of cirrhosis involves extensive hepatocyte necrosis and a strong secondary systemic
inflammatory response. The impact of these pathological changes on the known hemostatic
balance in cirrhosis is not fully elucidated. Moreover, infections often lead to
hemostasis abnormalities, and since ACLF patients frequently have concurrent infections, the
effect of infections on hemostasis in the ACLF population remains to be studied. This study aims
to explore the changes in different hemostasis processes in the cirrhosis ACLF population and
the impact of infections on the hemostasis process in ACLF.

Methods This study prospectively included 2,600 patients admitted for acute events due to
chronic liver disease from a national multicenter prospective cohort (the CATCH-LIFE exploration
cohort). Plasma samples from 986 cirrhosis patients at admission were collected and divided into
cirrhosis with ACLF and cirrhosis without ACLF groups for quantitative proteomics analysis of
coagulation-related proteins. The study comprehensively compared changes in the hemostaisis
process between cirrhosis with ACLF and cirrhosis without ACLF, and the impact of infections on
the hemostasis process in cirrhosis with ACLF, from aspects including endothelial cell activation
and damage, primary hemostasis (platelet count and function), secondary hemostasis
(coagulation cascade), tertiary hemostasis (fibrinolysis system), and other hemostasis processes
involving immunothrombosis triggered by neutrophil extracellular traps (NETS).

Results Consecutive cirrhosis patients with ACLF (n = 329) and non-ACLF (n = 657) were
included. In cirrhotic patients, those with ACLF had higher MELD-Na scores compared to non-
ACLF patients (25.00 [21.00-30.00] vs 14.00 [10.00-17.00], p<0.001), but there was no significant
difference in platelet levels between the two groups (78.00 [49.00-115.00]x10"9 vs 71.00 [49.00-
111.00]x10"9, p=0.503). Regarding classical hemostasis processes: In endothelial cell activation
or damage initiating hemostasis, ACLF patients showed significant increases in E-selectin
(13.994£1.32 vs 13.42+1.39, p<0.001), SDC1 (16.07+0.82 vs 15.3+1.06, p<0.001), and a
decrease in VCAM1 (18.18+1.49 vs 18.64+0.92, p<0.001). In primary hemostasis, ACLF group
had significantly lower levels of GPIb and NAP2 (GPlb: 13.97+1.13 vs 14.20+1.16, p=0.003;
NAP2: 7.54+0.62 vs 7.67+0.48, p<0.001). In secondary hemostasis, Factor VII (FVII) was
significantly lower in the ACLF group (6.38+5.81 vs 10.03+4.02, p<0.001), and Thrombomodulin
(TM) was significantly higher (14.66+0.38 vs 14.55+0.33, p<0.001). However, in tertiary
hemostasis, the ACLF group exhibited a hypofibrinolytic state, indicated by lower levels of
Plasminogen (15.66+0.93 vs 15.99+0.95, p<0.001) and higher levels of Plasminogen Activation
Inhibitor 1 (PAI1) (13.89+0.77 vs 13.68+0.74, p<0.001). Regarding NETs formation, there was no
significant difference in calprotectin levels between the two groups (11.82+1.64 vs 11.64+1.74,
p=0.114). In cirrhosis ACLF, compared to ACLF patients without infections, those with infections
showed significant increases in VCAM1, NAP2, and TFPI2, as well as a significant increase in
calprotectin.

Conclusion In cirrhosis with ACLF, due to disturbances in both primary and secondary
hemostasis, the overall tendency of the coagulation system is toward hypocoagulability. However,
at the same time, due to endothelial cell damage at the initiation stage of the hemostasis process
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and low fibrinolysis in the later stage of hemostasis, patients with ACLF also have an environment
that induces a potential hypercoagulable state. Therefore, the prophylactic use of blood products
to normalize abnormal traditional coagulation test indices in patients with cirrhosis ACLF should
be cautious. In the cirrhosis ACLF, when ACLF patients also have infections, the entire
coagulation system exhibits a significantly hypercoagulable state compared to those without
infections. In summary, it's crucial to focus on personalized monitoring and treatment for the
ACLF population in clinical management.

OR-005
Evaluating the life-saving potential of liver transplantation
for acute-on-chronic liver failure with circulatory failure:
an observational cohort study

Jinjin Luot,Peng Li2,Meigian Hu!,Xi Liang?,Jiaojiao Xin?,
Jing Jiang!,Dongyan Shi',Huazhong Chen?,Jinjun Chen®,Yu Chené,Jun Lit
1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, The First Affiliated Hospital,
Zhejiang University School of Medicine
2. Department of Gastroenterology, The First Affiliated Hospital, Zhejiang University School of Medicine
3. Precision Medicine Center, Taizhou Central Hospital (Taizhou University Hospital)
4. Department of Infection Diseases, Taizhou Hospital of Zhejiang Province
Affiliated to Wenzhou Medical University
5. Hepatology Unit, Department of Infectious Diseases, Nanfang Hospital, Southern Medical University
6. Beijing Municipal Key Laboratory of Liver Failure and Artificial Liver Treatment Research,
Fourth Department of Liver Disease, Beijing Youan Hospital, Capital Medical University

Objective Acute-on-chronic liver failure (ACLF) is a complex syndrome that develops in patients
with chronic liver disease and is characterized by rapid progression and high short-term mortality.
Liver transplantation (LT) is the only life-saving therapy for ACLF that can significantly improve
overall survival in contrast to patients without LT. The functions of organ systems, including the
liver, coagulation, brain, kidney, circulation and respiration, are critical indicators for diagnosis
and prognosis in three widely used definitions and prognostic scores proposed by the European
Association for the Study of the Liver—Chronic Liver Failure (EASL—CLIF) Consortium, the
Chinese Group on the Study of Severe Hepatitis B (COSSH) and the North American Consortium
for the Study of End-Stage Liver Disease (NACSELD). Previous studies suggested that
circulatory failure (CF) was a severe type of extrahepatic organ failure with much higher mortality,
and the specific phenotypes of CF in hepatitis B virus-related ACLF (HBV-ACLF) were different
from those in alcohol-related ACLF. The prevalence of CF was only 1-3% in HBV-ACLF, whereas
it was approximately 20% in alcohol-related ACLF. Early determination of the clinical
characteristics and outcomes of ACLF patients with CF is important for intensive treatment,
including LT, to reduce mortality.

Methods Patients with HBV-ACLF were enrolled from the COSSH study open cohort between
January 2015 and December 2022 to clarify the clinical characteristics of HBV-ACLF patients with
CF. HBV-ACLF was diagnosed based on the COSSH-ACLF criteria. Univariate and multivariate
logistic analyses were performed to identify the risk factors associated with the onset of CF in
HBV-ACLF patients. Propensity score matching (PSM) and stratification analyses were
performed to determine the survival benefit of LT in HBV-ACLF patients with CF. Clinical data
were collected at admission or at the onset of CF and included demographic data (age and sex),
cirrhosis complications (hepatic encephalopathy, gastrointestinal haemorrhage, ascites and
bacterial infection), laboratory indicators, number and type of organ failures, and severity scores.
Patients were followed up for at least 360 days after enrolment. Information on LT and survival
was collected from the electronic data capture system and case report forms. All statistical
analyses were performed using SPSS software V.25 (SPSS, Chicago, lllinois, USA) and R
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Results A total of 2247 hospitalized patients with HBV-ACLF were enrolled and analysed from
the COSSH cohort between January 2015 and December 2022, of whom 59 patients were
diagnosed with CF and 2188 patients were diagnosed with non-CF at admission. Among 2188
patients, 163 patients developed CF during hospitalization, and 2025 patients did not develop CF.
Thus, a total of 222 HBV-ACLF patients were diagnosed with CF. Patients with CF were older,
had worse laboratory indicators, and had a higher proportion of complications, prognostic scores
and mortality (28/90/360-day: 93.6%/95.2%/95.7% vs. 26.9%/37.7%/43.1%, p <0.001) than those
with non-CF. Septic and haemorrhagic shock were the main causes of CF. Age, white blood cell
counts and international normalized ratio were identified as independent risk factors for CF
development during hospitalization. The survival rate in HBV-ACLF patients with CF undergoing
LT was significantly higher than that in those without LT (28-/90-/360-day: 62.9%/54.3%/54.3% vs.
6.4%/4.8%/4.8%, p <0.001). Propensity score matching analysis confirmed these results (28-/90-
/360-day: 62.9%/54.3%/54.3% vs. 7.1%/7.1%/7.1%, p <0.001). Stratification analysis further
showed that CF patients with INR <3.5 had a higher 360-day post-LT survival rate.

Conclusion This study systemically summarized the clinical characteristics of HBV-ACLF
patients with CF, identified the risk factors for the onset of CF and determined the survival benefit
of LT in HBV-ACLF patients with CF. HBV-ACLF patients with CF with INR <3.5 had a higher
benefit of LT. These findings provide insights into the appropriateness and limitations of LT in
ACLF patients with CF.

OR-006
A moderate increase of serum IP-10 correlated
with response to PEG-IFNa in NAs-treated patients
with chronic hepatitis B

Wenxin Wang!?,Xiaoyan Li%3,Xue-Yuan Jin?,Rui Jia*,Hong-Min Wang?,Junging Luan?,Fu-Sheng
Wang'?3,Junliang Fu®22
1. Peking University 302 Clinical Medical School
2. Senior Department of Infectious Diseases, The Fifth Medical Center of Chinese PLA General Hospital,
National Clinical Research Center for Infectious Diseases
3. Medical School of Chinese PLA
4. Department of Gastroenterology, The 985th Hospital of Joint Logistic Support Force of Chinese PLA

Objective Early prediction of the efficacy of anti-HBV treatment, especially biomarkers that can
effectively predict the immune response early, is urgently needed in clinical practice to help
develop the optimal treatment strategy and avoid unnecessary risks. The purpose of this study is
to evaluate the predictive value of dynamic profiles in serum IFN-gamma inducible protein-10 (IP-
10) levels in pegylated interferon alpha (PEG-IFNa) response in patients with chronic hepatitis B
(CHB) treated with prior nucleot(s)ide analogues (NAS).

Methods In this study, patients with serum HBsAg < 3000 IU/ml and HBV DNA below detection
limit with prior NAs treatment were enrolled. Then NAs monotherapy and NAs combined with
PEG-IFNa therapy were respectively administered. Patients’ venous blood was collected every
12 or 24 weeks for laboratory indicators and IP-10 testing. The outcome of this study was the loss
or a decline of greater than 1 1og10 of serum HBsAg at week 48.

Results Among 99 eligible patients enrolled in this study, 27 patients received NAs monotherapy
(the NAs group) while 72 patients administered combination therapy (the Add-on group). After 48
weeks of antiviral therapy, none of the NAs group achieved HBsAg loss, while 15/72 in the Add-
on group achieved HBsAg loss. Both baseline levels of serum HBsAg and IP-10 were
comparable between the NAs group and the Add-on group. With the combination treatment,
serum HBsAg levels decreased and serum IP-10 levels showed an early increasing trend.
However, the decrease of HBsAg level from baseline at week 48 in the Add-on group was
positively correlated with the increase of serum IP-10 level at week 12, although not statistically
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significant (P>0.05), and was significantly positively correlated with the increase of serum IP-10
level at week 24 (P<0.05). The area under curve (AUC) of baseline serum HBsAg level predicting
serum HBsAg loss at week 48 was 0.892 (0.799-0.986) (P< 0.001); the AUC of serum IP-10
increase at week 12 predicted HBsAg loss at week 48 was 0.706 (0.575-0.838) (P=0.014), the
cut-off value of serum IP-10 increase was 0.4 log10pg/ml; Compared with baseline HBsAg levels,
combined serum IP-10 increase at week 12 did not visibly increase the predictive efficacy to
predict HBsAg loss at week 48 (AUC: 0.892 vs. 0.895). In the prediction of a decrease in serum
HBsAg by 1 log10 at week 48, the baseline serum HBsAg level demonstrated an AUC of 0.703
(0.565-0.841) (P=0.005). Moreover, the combination of increased serum IP-10 at week 12
enhanced predictive efficacy [AUC= 0.753 (0.630-0.877), P= 0.001]. Specifically, the cut-off value
of serum IP-10 increase was also 0.4 logl0pg/ml. Furthermore, an increase in serum IP-10 at
week 24 indicated a subsequent loss or decrease of greater than 1 log10 in serum HBSAgQ at
week 48, mirroring the observations at week 12. Regression analysis was used to substantiate
further the predictive capability of serum IP-10 in the efficacy of the 48-week combination therapy.
The univariate regression analysis indicated that an elevation of less than 0.4 log1l0pg/ml in
serum IP-10 could predict both the loss and a reduction of over 1 log10 in serum HBsAg levels at
week 48. Furthermore, the multivariate regression analysis demonstrated that an elevation of less
than 0.4 log1l0pg/ml in serum IP-10 was an independent predictor of serum HBsAg loss (P=
0.029).

Conclusion Given the suboptimal cure rate and potential adverse events related with Peg-IFN-q,
it is necessary to explore immunological biomarkers that predict the functional cure of CHB. Our
study found that a moderate increase of serum IP-10 level at week 12 or 24 was associated with
substantial loss and decline of HBsAg in the Add-on group, may predict HBsAg decline and loss
in chronic hepatitis B patients receiving PEG-IFNa and nucleoside analogues.

OR-007
Clinical Characteristics and Risk Factors for End-Stage
Liver Disease Complicated by Bacterial or Fungal Infection:
A Multi-Center, Retrospective Study

Wei Liul,Tao Chen',Yougin Yan?,Xiaolin Zhou?,Yi Li*Wei Hu®,Yue Chen® Xiuji Chen’,Jianjun Zhang?,
Lyuye Xu®,Jun Zhu'®,Guodong Wu?!,Li Liu'?,Liangbing Cheng*3,Qiwu Qiu'4,
Lanyue Huang?',Yuxin Niut,Yunhui Liut,Tingting Liut,Qiuyu Cheng?,Qin Ning!
1. Tongji Hospital, Tongji Medical College and State Key Laboratory for Diagnosis
and Treatment of Severe Zoonostic Infectious Disease, Huazhong University of Science and Technology
2. Wuhan Seventh Hospital
3. The First College of Clinical Medical Science, China Three Gorges University
4. Wuhan Puren Hospital
5. Wuhan No. 1 Hospital
6. Taihe Hospital, Hubei University of Medicine
7. Xiangyang Central Hospital
8. The Third People’s Hospital of Hubei Province
9. General Hospital of The Yangtze River Shipping
10. Xian’ning Central Hospital
11. The Second Hospital of Jingzhou
12. Tianyou Hospital, Wuhan University of Science and Technology
13. Hubei Provincial Hospital of Traditional Chinese Medicine
14. Jingmen Central Hospital

Objective Bacterial and fungal infections are the most frequent complications of end-stage liver
disease (ESLD). However, the clinical characteristics and risk factors for the occurrence and
mortality of ESLD complicated with bacterial or fungal infections have not been fully elucidated.

Methods A total of 1208 patients with ESLD were included in this retrospective cohort study,
involving 14 tertiary hospitals in central China, between January 2012 and December 2022. The
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cohort included those with acute-on-chronic liver failure (ACLF), acute decompensation of liver
cirrhosis (ADC), and chronic liver failure (CLF). The clinical characteristics and risk factors for the
occurrence or mortality of bacterial or fungal infections among patients with ESLD were analyzed.
Results Of 1208 patients with ESLD, 565 (46.8%) had bacterial infections and 16 (1.3%) had
fungal infections. Bacterial or fungal infections occurred in 64.2%, 60.2%, and 37.4% of patients
with ACLF, CLF, and ADC, respectively. Spontaneous bacterial peritonitis (SBP) was the most
common type of infection (51.5%), followed by pneumonia (43.7%), urinary tract infection (7.9%),
bacteremia (2.8%), and others (1.9%). Seventy-two samples had positive culture results, of which
28 (38.9%) were Gram-positive, 28 (38.9%) were Gram-negative, and 16 (22.2%) were fungi. The
most common strains were coagulase-negative Staphylococci (6/28, 21.4%) in Gram-positive
organisms and E. coli (16/28, 57.1%) in Gram-negative organisms. The most frequently identified
fungi were Candida albicans and Aspergillus fumigatus, both of which were most frequently
isolated from sputum (7/16 [43.8%] and 5/16 [31.3%]). Thirty- and 90-day mortality rates in the
groups of bacterial and fungal infection were significantly higher than those in the non-infection
group (P < 0.001). With bacterial or fungal infections, patients with ACLF or CLF exhibited
significantly higher 30- and 90-day mortality rates than those with ADC (P < 0.001). Patients with
ESLD complicated by bacterial or fungal infection exhibited significantly higher levels of white
blood cells and procalcitonin (PCT), more severe liver and coagulation dysfunction, and were
more likely to develop ascites, acute kidney injury (AKI), hepatic encephalopathy (HE), and upper
gastrointestinal bleeding (P < 0.05). ACLF (hazard ratio [HR] = 4.933 [95% confidence interval (Cl)
1.478-16.472]; P = 0.009), HRS (HR = 1.771 [95% CI 1.012-3.101]; P = 0.045), bacterial
infection (HR = 1.986 [95% CI 1.013-3.894]; P = 0.036), and high LDH (HR = 1.003 [95% ClI
1.001-1.005]; P = 0.004) and Cr (HR = 1.002 [95% CI 1.000-1.004]; P = 0.030) levels were risk
factors for mortality in patients with ESLD. CLF (HR = 4.889 [95% CI 1.140-20.964]; P = 0.033),
ACLF (HR = 8.353 [95% CI 1.989-35.083]; P = 0.004), AKI (HR = 2.591 [95% CI 1.575-4.262]; P
< 0.001) and high LDH level (HR = 1.003 [95% CI 1.002-1.005]; P < 0.001) were identified as
independent predictors of poor outcomes in patients with ESLD complicated by bacterial or fungal
infections. The mortality risk factors in patients with ACLF were AKI (HR =2.782 [95% CI 1.515—
5.107]; P = 0.001), increased total bilirubin (HR = 1.005, [95% CI 1.003-1.007]; P <0.001) and
lactate dehydrogenase levels (HR = 1.004 [95% CI 1.001-1.007]; P = 0.006). The mortality risk
factors in patients with CLF were higher count of neutrophil (HR =1.120 [95% CI 1.037-1.210]; P
= 0.004) and HE (HR = 3.190 [95% CI 1.260-8.075); P = 0.014). The mortality risk factor in
patients with ADC was elevated level of PCT (HR = 1.078 [95% CI 1.015-1.144]; P = 0.015).
Conclusion Bacterial infection was one of independent risk factors for mortality in patients with
ESLD. Homogeneity and heterogeneity in epidemiology, clinical characteristics, and risk for
mortality were observed among different entities (ADC versus CLF versus ACLF) of ESLD
combined with bacterial or fungal infections.
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HE FhEXTE SRAmEiEMET (tenofovir alafenamide (TAF)) 45 250 Al 2 4 M ) L szt
FFEEARICAHR AL o B AW AU IAZ H IR (an's SR B e 35 ki) 5% 2R
Y (B R, Pk IR SN Rl ER . (HE BT R E KR TAF 216
BARZEHETER, WIIEETT A0l TAF 7 AR R4 i K7 A8 b . Bk, JATFR T —
TRRTHEN: 2 FO I B BIRE 7R 206 TAF JR9T 48 BRI R, 2241k, HBsAg 281k J 4 it [H] 1t
A4k o

FiE AWt 98 5l HBeAg FH 1. HBV DNA>2x107 IU/mL. BEAE PR R 16IT Lt 2
BRI B3, BFEHZ TAFIRIT 48 Ji, rRIredkel. 12 . 24 J§. 48 JEdHATRE U7 K i br A B
U FASI IFN-A3, 1P-10, IL-12, IL-21, IL-10.

g8 M 2020 4F 4 HF| 2022 4 1 A4 108 B E I, Hrh 98 5 bl i« X 56 i 1 1)
98 i L EH AT /M. L HBV DNA 1 HBsAg /KF43514 7.7 log10 IU/mL #1 4.3 log10 IU/mL.
e 48 VYT IG, HBsAgQ ¥ FF&{E N 0.7 log10 1U/mL, H: 28.6%(K) 528l T HBsAg FF&
>1 log10 IU/mL, 0% 3l HBsAg HIiGRR. 54h 12 N (12.2%) SEIL 7 HBeAg 5k, 52
(53.1%) SZHl T 52 R B SE N2 (HBV DNAS 20 1U/mL), 48 J& ALT %% (B ALT<35U/L,
L ALT<25 U/L) 5 56.5% . AHE T4, 697 48 AR ML A2 T = (mean change
0.03 mg/dL 95%CI [0.01-0.05], p=0.006), MEEFIIMEGIEATSA . 1F 48 AR T fEd, Mm¥
IP-10 7K FiZ i FE&{% (OW, 12W, 24w, 48w median: 671.3 vs 431.3 vs 287.3 vs 269.5 pg/mL,
p<0.001). I3 IFN-A3 /KTFHIZHI MG, M IL-12. IL-21. IL-10 fE¥G7H— H R SAE R /K PR
ERE . BEZHESNT, KIHEL IP-10>1000 pg/mL 2477 48 JHSLl 584k M N2 (HBV
DNA< 20 IU/mL) B2 iR & (OR = 5.26, 95% Cl:1.27-21.71, P =0.022). H4MNEKIIFEL
HBsAg>4.6 log10 IU/mL , ALT> 299 U/L Fl IP-10>680 pg/mL 577 48 J& HBsAg T F4> 1log10
IU/mL BT AH G

0 TAF VYT 48 JHTTLUEZE Pk HBeAg FHVEMIE I £ B 4 i3 1) HBsAg /K-F HARBLH R 47
BB 224 . B A FEER L2 1P-10 7KF A1 B I B0 2 N B A 56
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HE M =B ARG ERBEPURER 112 HIVIHCV JLE G HCV JER A R A IE53 4T, N HIVIHCV
Biiaieft %,

F¥E IEHL 2022 4F 1 H-2023 4 7 A1E = AL R BEPUR E T T2 5021 HIVIAIDS B35 A7
X5, KRBWIATR, WEEBEEAGEE, Bl HCV Fitfk. HCV RNA. HCV EH A, E{bfE
bR, AT M. LLEXCEL 2023 s 23dli%E, KA SPSS 26.0 #tT74tit #fr. dEIESH it &
kb, SR FAIE M(P25,P75)HiAR, AR tLECK A Kruskall - Wallis H #656, TR n (%)
iR, B LLECR A Fisher #VIMER %, P <0.05 WAZERA G FE L.

g8 Jiidr 5709 5] HIV/AIDS &3, HCV HiifkFHME2R 10.42% (595/5709) , HCV RNA fiil] %
86.72% (516/595) , HCV RNA FHE% 47.09% (243/516) . 95.47%HCV RNA [H1452 5 HCV
FEPIA I, HoA &R . 1b # (14.66%) . 2a A (0.86%) . 3a A (27.59%) . 3b
(40.95%) . 6 % (14.66%) . K% (1.29%) . HCV RNA A& d FIB-4 iF5>3.25 K
37.86%. AIFRGLEEN HIVIHCV B dL B IR R 5B 22 R A S E L (P<0.05) , 2
-804 3a. 3b [ FIB-4 fa 53y & T HARE R A, PR bz RIA g5 5 L (3 P<0.05) .
58 HIV/IAIDS £ HCV ik, HCV RNA BHMEZRE E, HCV ZEEALL 3b M, 3a BN F R
1Tk, KA BYEIFA 440 5 e . 748 HIVIAIDS B35 hi#E4T HCV B R 97 2 6 L 112 T K
FGIT N B 2 A R

PO-02
FRMEHMEER S8 O RRHNEEREN TR

K RS B
AR AR S PR b BT R B2 B

H B 38 0L P RE A F R BEHLAL R 2 (TSMR) 14l 5 R PEREALPERR S & (PSC) 5181 2.
(CHB) Z [A] [ KRHEk,

FiE AWFRET W E TSMR 204 PSC 5 CHB I B%FR . MAIEEH LT (GWAS)
(n=14890) WiEFFM KM PAZ TR Z SMHAL A (SNPs) fE N T HAE (IVs) , ZM A BT
2194 5] PSC JfplA1 211059 %14 PSC Hifsi LA K& 2871 5 CHB 7l Al 12019 5l CHB Fiffl. il
W ZEIAGE (VWD L IR R A2 B (WME) . MR-Egger 5. MR 22 Rk 25 Al B B4R 2
(MR-PRESSO) 434t PSC *f HBV i AU IR RN, Homr IVW AR PPAl BR300 A 1 32 22
GuitIrid, A FHEURPE Tt — P IR UE S R AR

8] AWK, PSC 5 HBV & AR R SR CHA 2 T HRA SRy 11 4~ SNP {7 5. TEBEK
*F | PSC 5 CHB fE7E R 5400 (IVW OR=0.783, 95%Cl: 0.684-0.896, P=0.000) , H}l PSC ¥
FRK T 21.7%10E HBV K. Wim MR 74, CHB 5 PSC Z [RIFRKCBHARA St %5 X
(IVW OR=0.936, 95%CI: 0.852-1.028, P=0.168) . UM/ #r5 E0Hras B —5, B TSMR
IATERAFER T (P=0.789) F/KG-Z &% (P=0.704) , AXJ 455 i& Bl

5 TSMR RIUIEFIKF E PSC BA5 5 CHB MGAHK IS AL1EHE, PSC 3 fEdHT Sz #nHlia
7RI NAZ I A B R IMTE HBSAgQ K Bi-HBc fii#AF1 HBV DNA, XIF HBV DNA FHE# BT &
1BIT .
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PO-03
RZAF2ESNEAM B HEHAMERE R INEES

K. BRI

W — IR EERE, LR bt

HE o irigtt 288 %% % (hepatitis B virus, HBV) YA R4 BASME ML B k404 AE, R 1T
B ik EL4H U TE HBV &4 BRI Thie S1EH .

FHEE YN 35 A A K 36 BIAAZ Y (NA) JRY7 18 2 (chronic HBYV infection, CHB)
BE, WAMAN 17 iR (HCs) 1EAXTIR. 11 Bl d@RisREEH (Conv) 1E N &I # R gy
X, KA AR M A E L B kAR AR Y R D RE, SR S22 e s Al A & it HBV
DNA 7KF, R R b SR I A O AR AL 2 FE b

L5 5 HCs #itk, CHB Aif B E4ME AR B E 4 (atMBC) HIFRIA/K B E, HB
PR ELAT D X P AR B AN HBV I H AR AE T, NAS JUR BRI TT AN atMBC [ 3RIE K
atMBC, cMBC DL K atMBC/cMBC K5 CHB & IfjEH ALT. HBsAg fil HBV DNA /KFTC iz
FEMLMEA DG, CHB KRIGEFH atMBC RiIAZ ¥ 5 K1 T-bet DL AN PERK F FCRLS 7KF B 3 &,
NAs FUii 87097 AT BRI T-bet. FCRL5 Rix. ¥idiEERE#E (Conv) #MEIML B #hE4HA
atMBC 7K-F#; CHB Aif B BRI 5, SR T-bet. FCRL5 ik /KB R F#AIK .

298 HBV BT Ul B kgAY, SEILIIREZH, PUREHGIT I B 4HMuThREE KK .
SV BB T SR A JE I B R AR AR I, (EX D RETC R

PO-04
M gRNA-CRISPR/Cas9 A%t 1hEH#IF Z BT X = Hl

ok, PR
Figm AL T AR

HE 4K, CRISPR)/ Cas9 %M ZwiaH AR NIRIRRE . HTIPUnsRia T TiEMKE &
181t LR 299 5 (HBV) &4t . CRISPR/Cas9 HiARA A E M AIE g HBV YL I Tk At
B EMAL CRISPR/Cas9 A, fmHdidl HBV E4l. F&{k HBsAg Fil HBeAg 7K-F LA K i3t
Hr AR DNA (cccDNA) I BE

J7i% N T #EE CRISPR/Cas9 it HBV fEH, A7k Z 7 XS RNAs (dual-guide RNA, gRNA)
WS JEILITEIE, FATRLERE T 3 FF gRNA, 43772 gRNA-10. gRNA-4 fll gRNA-21, EAf14>
BER X HBV S5 R ZH AN R AR 5T X 45

58 F HBV 2 E4fi & HepAD38 Fl HBV &4t HepG2-NTCP Ziffufsifich, FATKI, 7E
CRISPR/Cas9 #4iH', gRNA-10 5 gRNA-4 5, gRNA-21 B:4Af# A Lk sl fd FH 52— gRNA SR
A HBV |, &% HBsAg. HBeAg 1 cccDNA /K, 12i HBSAQ 154

i 7F HBV FAE4i %R HepAD38 il HepG2-NTCP il HBV &Lt R b, AR ILEA X
grna ] CRISPR/Cas9 LLiH— gRNA Fj0f #db#is] HBV i, JEFC HBsAg. HBeAg Al
cccDNA 7KF. 7E CRISPR/Cas9 %%, gRNA-10 5 gRNA-4 5 gRNA-21 418 F 7T LLEE iy
R HBV &, AKX HBsAg fl HBeAg /K7, ik HBsAg i&k:. K, HAX gRNA (¥
CRISPR/Cas9 &4t nl G MR @IS HBV BRI/ 1L, AHEMAN CHB EHINREEIR TR
AR,
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PO-05
TAF J&TTHIB ZFF#1i8 8% HBsAg THERE
— H SR 4 SERETSE

. OREIIE
EEREEARER

B VPl TAF 75 5 ST G A K7 2oR 22 4k

Fig 2019 F 1 H-12 AR TAF 697 RS N B rR O RTIE R 78, & 12 JRBEDT—Ik, JLRE
Vi 192 &, oM EEE TR EY) (HBsAg. HBeAg. HBV DNA) PFVAITRUR, 70fr
eGFR il /NERINRE, AT RMIEEESE S E (URBP) « B2 fEREH (B2MG) FIJR N-Z [k
B-D EH EMEH I CE (NAG) 1HE'E NEDIRE, /= (TG . SRR (TC) . M
R FERREE A (LDL) PFAS Mg /K T

gER SN 144 N\, HrH)E 50 A (HBeAg FHME 21 N) , 436 94 A (HBeAg FHME 45 A
FEWNR BE R MK S, 2B EFHEBYE . HBsAg Al APRI 1K, {H eGFR K. it
& 192 I RFEfL & £ % 3.5%, HCC KAH 0.7%. L34 Bl TAF fci W R B e /N
WG (27.7%) . VIIREFH 48 JH. 96 J&. 144 A1 192 F [FiRE 24 N2 507N 76%. 90%. 96%
A1 100%, *FM ) HBeAg #3458 4.8%. 14.3%. 28.6%Fl 33.3%, HBsAg #[HZ 735k 0.
0. 2%F1 2%. ZiGHE¥E 48 . 96 A, 144 JEAT 192 JE 5 5524 M & F 50 B8 89%. 100%-. 100%
A1 100%, St HBeAg # % 51N 6.7%. 17.8%. 31.1%F1 40.0%. 236 B NN HBSAQ
FERIRD A 2.1%. 3.2%. 4.3%F1 4.3%. HBsAg /K T-H:LkI1i6 B =T 406 5% (4.31 IU/mL
VS. 3.97 IU/mL), 96 EK#IA EE G T 46 E3(3.37 IU/mL VS. 3.67 IU/mL), H7E 144 4
A1 192 WG B HBsAg /KPREEL N MR LB ERITF %R (P=0.01) . ZHESITE
£ BMI<25kg/m2(P=0.02). HBsAg<3.3loglU/mL(P=0.04);% 48 J& HBsAg T F#=0.5log {14 FIH % .
2R B EH SANE ST eGFR WK TR B . YREHEMEEEETE 48 FR#HILT eGFR I
Tb, AHMEERITI K, BRI T eGFR FF. URBP. B2MG 1 NAG 7E¥IG BE TR
Fhi. &IRHEE URBP LR FHE, B2MG Fil NAG R4 Fl i, BEYATTIN [ 15K 5 F e, BT
HEE 144 H TC BI-LTFE (4.66 VS. 4.95mmol/L, P=0.01) ,192 i TC &3t (4.66 VS.
4.91mmol/L, P=0.03) .

% 1. K TAF T KR SRR N AR, 2. B TAF iI7IfEIEK, HBsAg 2 TR
P, YAEE HBsAg FREHE T3, H4 BMI<25kg/m2. HBsAg<3.3loglU/mL /& TAF J4J7 48 J&
J& HBsAg FF4%20.5log G FIF 2. 3. TAF (B W24, o I fig 6 5 25 5 o

PO-06
ALT ER80181 HBY Btk BERERAMLITD N :
—Ii Meta 94

Fah. X2, B, SR
AEHOR A — BE B

HE 180 8% (CHB) e E 40w 1 20 A . TE R 2 ARl 778 ALT IEH 12
P HBV B3 A7 R AN FIFE B 1) 538 SRR BT i1k, (HESE/MEARTIAT T . AW B R R4
(=] RN Meta 73 BT 1 77 V1T S IX B i Fh SORE AN 4R 4EAL I LB, AT SE 4ol ALT IEH 012 20 &
FH PR BB IT IR RATR ERTE

J7i% @itk %& PubMed. Embase Al Cochrane Library, MIFIRERIE A . QNI LG AT IS E
Wi AU IESZI T IEE AT A B RIER A Lt el . SRA 172 RN TR R mtE, 172
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KT 75%. 25%-75%. /NT 25%5 il . HEERMIR R . BTN Z N ENE. /ME
AT, BT AR BT R BEN LN A R AT o @it W ZH A AL Meta [B] A4 78 7 1 5 02 1 SR
T RO RE R F4b. FHELL A E

GR HBRAERNEE, EINT 19 T & &I, 2771 %25% . £ ALT IEFHIR
BIT I ME HBV Beduss v i 35 JORE T LG 35% (95%CI 27-43) . HBeAg AT 2071 HBeAg [¥]
PEZH 751N 34% (95%CI 19-50) Al 32% (95%CI 21-43) , HERILLiTHER (p=0.806)
BRI 435 A 30% (95%CI 25-36) . HBeAg FHPEZHLAT HBeAg FHYEZL > 5N 27%
(95%CI 18-36) F 34% (95%CICI 26-42) , W#FE RIS ZERF (p=0.255) . AL LA
3% (95%CI 1-5) , HBeAg FHPELHAPH AWM I 2% 2 7 (2%[95%CI 1-4] vs. 3%[95%Cl 0-8],
p=0.571) . EWHNHrH, >40 % (5<40 Z ML, 44% vs. 26%, p=0.012) S E L4405
ML K BFREAL 2 AR C (5<40 B AL, 4.8%5 1.8%, p<0.001) .

g5 15 ALT 7K IR PIREZIRTT 8 HBV IR, 2 1/3 (1) 38 70 2 35 1R SO0 BT 41k,
2] 3% BE LR KRN . 40 % DL B NHE R B AR 4EAC AL () LU <40 DI 5 % .

PO-07
FEZKHARE LT H K HBsAg FAMEELEY
BB ZEFRBETUREMIESA:
— L E B A RS R

. BREGR. AR, 2. AE. AR, ARG 7. mel.
VUK S HE P R e

BB AWFIE S RS RS Y 2 B 58 SR 2 % 2R (NAs) K VG T SL B I &
HBsAg B 45 24 5 (1) HBSAQ [ 447 28 1 mT B A T 51 3%

FiE X — T2 NAs 1697 HEAEAR T REAG IS 1 £ BT 98 F 38 R Sa)l HBsAg B % 1 s e [m]
JPERIF T o X e S AP )1 K 22 VG R BE T 28 T 128290 T FIBE VT o SN b e 2
RBE W RN O Gt S AR, BT 5 25 B 74T 25 #3822 T 1y HBVRNA Fl
HBcrAg il .

GiR A T 137 &4 1MiE HBsAg Mt AEFREIEPE BT & 8 3%, 83 &M E4ursy, RfF
54 4 EEFEIFEY . 11X 54 ZRIBFAMEL Y, H 43 LB 11 AW B PUWERIT il
HBeAg BHTE 42 ], HBeAg [fit4: 12 fil; 44 Bl EHZ THERZARIT, 10 BlEFBEZEERIT .
Fifg g2 7 5 U EMPUREAIT . EIX 54 LAEE N EE T, 79.6% (43/54) [
TEAZ 2 HBsADb BAPE, 59.3% (32/54) MR I HBsAb /K-F& T 2001U/ml. B B#H1E
{225 HBVRNA S TR, 87.0% (47/54) HHFHIME HBcrAg<3 logl0 U/mL. 7E{E
)5 24 N, Eit 3.7% (2/54) [ N~ HBsAg FItE. fE525)5 48 AN, it 9.3% (5/54)
(1) s HBsAg FaE, Ho 3 44 B3 FIRfEA 7S HBV DNA . (2 )5 —4F N I HBsAg
BRI 1) £ 2 2R A5 245 B 1Y% HBerAg 7K°F- KT 3 log10 U/mL.

g B2 K NAs 1077 15530 HBsAg B I8 14 2 70 i 98 JE IRl AY, 26 55 7245 24 )5 113 HBsAg B
PEYERERIR o (2G0T 1IMYE HBCrAg KPRl RE S B s HBsAQ TEAF 25 /2 B IR REBA R A K

13


javascript:;

AR B 27 2 B DY O B PRI RABEAL . FORE AR 55 I R F FE 1 J 2 R il BESR AT

PO-08
$0[5) EIF4G2-FOXO3A B BFEE & ik = MASLD BERITR

FE XEOR Mg, WRigig . BEERE. EH. B, Xt
Ll R R e 2 = R e

H I AU ThEE RS AH <RI AT (MASLD) & BT RE M F 0 M % (NAFLD) I &k, =&
i A7 AE R TR R AR A O BEAR U R R 26 . 3 IR R UTAR 2 MASLD 3 i 1) 8 ZE 0 B [A]
=, MEZIFRGHET 4y - 2 (EIF4AG2) KA T CEAHESR H O3A (FOXO03A) 5 &7 MINE
JRUTAE 5. A9 S £ IR EIFAG2-FOXOS3A 7£ MASLD A i i UTAR A (R4 B B LB AE R L
Frik AT 6 AR C57BL/6 /NN 9 FIEh Z IEAR . L-Z B M = eI & (CDAHFD) LA
F g MASLD /N RAERY . #4570 EIFAG2 %K % RNA () 8 BUIRM <575 (AAVS-shEIF4G2) 42
ElkiES 2 MASLD /NR N BL NI EIFAG2 RIS, AR YERFIE LR EIFAG2 /T4 RNA #%
YeR AR A PE P4 M N DL R R EIFAG2 HI#KIA. H&E et FiliZr O YetaFl T-3EA5 /N BUFFIF G A,
Pt B0 A7 28 R PR 6 T T ARG /N BRI S TN R B (ALT)  BEEEEE (AST) LUK ATIEH i =5
P&, KA BODIPY YLt fIyHAL O e ta iAol fig 728 1t 40 B M AR iR U . SR 2 % 8 & PCR
VR [ ENN L TR EIFAG2. FOXO3A. LUK Mg iR & et < i fE [E B 1 o 45 &% A 1
(SREBP1) . ZMhiils A #4klF 1 (ACCL) FJENFR& HillE (FASN) Ik,

g8 23N 9 ) CDAHFD T-Hij5, SxtiR4ifitt, CDAHFD 41/ R FiiE ALT. AST BLK
FH R v = B A B R v, R BRSO, i LR R R 1 O s DA R 4 i g O AR
0] MASLD /NIRRT 325 R IL, EIFAG2 F1 FOXO3A 7E MASLD /)T ()78 )
ETrER. T EIFAG2 5, MASLD /MRILE ALT. AST DLR IR H b = Fa & & 0 B RE%, T
I Hi B O AR s T A5 2 B 2 2z, i ELATAERY SREBP1. ACC1 1 FASN [{RIAHIEZE N, A
4b, FOXO3A MFRiA%Z2%E] T EIFAG2 Mi¥E. £ i EIFAG2 J5, MASLD /NEHAER) FOXO3A
FKaRkPb o FERRIAR AN, EIFAG2 1) T RtH 52 FOXO3A [RIER/D> . HEERZE, fiAE
PN Y SREBP1. ACC1 A1 FASN [ZRIEWHEE 2 N, FF H IRyt S Gl 15 21 525 o
3

g5 LA EIFAG2 mT ] FOXO3A [IRIE, MM e g & i AScE g it . EIFAG2 1 #
BN MASLD JIg B TRR 6 97 #E 51

PO-09
BRE SR 1 AR 6 BT E AR 1 ) L E BT A 4 (L IS BT BE PRI

. K
o N AT Je B e B TR~ vt

B DPAN I e 5P A B SRAZ AR (WD) ) LEE T 21 440 (2 Wi e

Frid EBUARZE SRR T 20 2015 4F 1 H & 2023 4 8 A4E#R<18 B % T SoIRIZ AR M &
JL 796, ATHHER BT, % Metavir PEARAERE T SORAZ AR 1 i LI A 4EA0 5y R EE (0sF<
2) . HEF (2sF<3) MIERE (F23) K#EM (F23) 53RN (F<3) , [FR47 BN 20k 5
BHEARKEE N ERFEEE (LSM) o FFIEAE S BERT 3# 1 sR G B AR B kg A 1 M H . dr
E#S. LSM. FIB-4. GRP Z£llfnRIgAr AT BT 4L iTE5r 5 WD B LIFEF 4L RR B ROAH O,
Fi —Jt Logistic [H[JA5387 LSM Xt RIIRF4F 4tk (F23) B Wil 90 R A 2R #E TAERHIE ih £k
(ROC HiZk) 74t LSM gt AT A 4itb i FHE, KFEle . v REREZE (GGT) 5 LSM
A, Db %, iRl AGL I3[ (age) « GGT A1 LSM]. it+&EH kL
M (P25-P75) #r, Z4H[AIELECRH Kruskal-Wallis H 5, THE08R 2 40 HLECR FH X 2 K5 .
FIZME R Spearman 2 AH <3t .
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B MEWRY. GGT. FIB-4. GRP 5T SURAZAS M H LT LT 44 R 528 % IEAH S (r=0.33, 0.315,
0.345, 0.364) , LSM S5HF4F4eefefE 2R IEMK (r=0.447) . LSM X)L SR AR i e
HANF A 4Efv iz g — e M, Wik 7.15kPa, ROC HiZk FHFN 0.793. 4 LSM B4 4F
W S GGT Wy xif ik fg BRI 4F 4Etb iz W sk Re SE £, ROC #iZk R A nI A& 0.805.

GEW R g GG 6 BT SOIRAZ AR M F LI BT LT AL R PRI — €7 X, LSM>7.15 7%
FE Nk R ST 41 4k

PO-10
Effect of fatty liver disease on liver function parameters
and severity of liver fibrosis in patients with chronic
hepatitis B: A cross-sectional study

Xiaohui Fang®2,Yuhang Yin3,Haonan Zhao'2,Hui Li'?,Caie Wang'?,Yiyang Shang!? Jia Li* Xingshun Qi23
1. General Hospital of Northern Theater Command
2. Department of Life Sciences and Biopharmaceutics, Shenyang Pharmaceutical University
3. Postgraduate College, China Medical University
4. Department of Laboratory Medicine, the General Hospital of Northern Theater Command

Objective Chronic hepatitis B (CHB) and fatty liver disease (FLD) are common chronic liver
diseases, which can progress to advanced liver diseases. However, it remains controversial
whether the presence of FLD aggravates the disease severity of CHB patients.

Methods All consecutive outpatients who were diagnosed with CHB at our department between
March 1, 2021 and September 30, 2023 were retrospectively screened. They were divided into
FLD and non-FLD groups. Liver function parameters and non-invasive indicators of liver fibrosis,
including liver stiffness measurement (LSM) value, Fibrosis-4 Index for Liver Fibrosis (FIB-4), and
aspartate aminotransferase to platelet ratio index (APRI), were compared between the two
groups. Subgroups analyses were performed in HBeAg-positive, HBeAb-positive, and HBV
DNA>10 IU/ml patients.

Results Overall, 203 CHB patients were included, of whom 76 (37.44%) had FLD. In the overall
analyses, CHB with FLD had a significantly higher ALT (47.04+53.28 vs. 33.00+34.88, P=0.003)
than those without FLD, but there was no significant difference in the LSM value (7.62+4.90 vs.
8.20+4.96, P=0.359), FIB-4 index (1.13+0.75 vs. 1.28+0.99, P=0.679), and APRI index
(0.41+0.46 vs. 0.36+£0.47, P=0.535) between CHB patients with and without FLD. In subgroup
analyses of HBeAb-positive and HBY DNA>10 IU/ml patients, CHB patients with FLD had a
significantly higher ALT (33.03+£22.87 vs. 24.28+21.62, P=0.004; 62.47+66.30 vs. 40.63+43.99,
P=0.004) than those without FLD, but there was no significant difference in the LSM value
(6.66+3.15 vs. 7.19+4.25, P=0.527; 8.42+6.37 vs. 8.01+5.05, P=0.995), FIB-4 index (1.21+0.81
vs. 1.21+0.73, P=0.940; 1.26+0.98 vs. 1.34+1.18, P=0.995), and APRI index (0.36+0.36 vs.
0.2940.21, P=0.296; 0.56+0.61 vs. 0.43+0.61, P=0.189) between them. In subgroup analysis of
HBeAg-positive patients, CHB patients with FLD had a higher ALT (79.03£85.33 vs. 53.61+50.29,
P=0.394) than those without FLD, but the difference was not statistically significant; additionally,
there was still no significant difference in LSM value (9.69+£7.19 vs. 9.52+5.81, P=0.931), FIB-4
index (0.86+0.41 vs. 1.54+1.57, P=0.223), and APRI index (0.61+0.73 vs. 0.62+0.84, P=0.530)
between the two groups.

Conclusion FLD may cause abnormal liver function reflected by an increase in ALT in CHB
patients, but not influence the progression of liver fibrosis.

15


javascript:;

AR B 27 2 B DY O B PRI RABEAL . FORE AR 55 I R F FE 1 J 2 R il BESR AT

PO-11
FHETRT B FLIaTT A RN ATTHEMARZEHAR

sRAE L BRE A 2. RIVESE L, REE Y. R BE 2
1 ERKER Y TR
2. TN B AR IO i 28 2 R K72 — MY I B e

B BEARTARE, AR AT 907 3 A e b I8 i A A R . B0y i (DTl i
K FARA ST EE TR 77 A SR AR 4, 26T AR T RS R, BB
TSEBUMRTRB i H 1. AT B 1A 8 A< BN 1 0T 2 60 9 A S PR R P 647 057 1k T
RO 9 4% 2 0 T A 0 A5 5 PO T 52

FiE AR 57 42 RE, 2540 4 BB EZk APP HE T, A% 77 S R A
PRSI, TR A 2 vE 7 ORI 2. R, BB TREr. BERHRS. VEBRRTORS N Rk
FTAEFART ISR EL A7, FERT B2k APP () G BR 2RI (R B e b AT WA, {7 P 45 s el ok — 25
ik SF-36 M EXEFH AT ST RIAE, FHEAH USE MBEM S 55 0EHBE. 5
FATE. SRAFPEANE R

GR GREW: S5 E (B T R TH RS BB AT T BRI AL 35 4T A ST 508
R VE B SRV B 7 T (p<0.0001) (& 1) o “FHIFIEBREA 4 J8 917235 61.4%, USE 1%
1340F 68.06 - 83.10 2], ST ZARMIF AUFE, SF-36 e WA F % 168 B 5 AR5
BICBCR, A APP AR 258 s F 3% 0 S HE AN S M LA v B

S5 ZHTFE TS AITI A B b Ay s G 2k . AT HER AT B2 1, SE 9
TIPS BARNEAT A (R A R SR A R, AT AT R R
A BN S TR B 2, L% S U A S KB T 9ok A TR AT LA

PO-12
MEHISIFET CAR. NAR & Sl BIFE K 1R
TER R BA M AT AR B 2B 2 TR RO T3S B

LS N VIS N 3
o N R T 2 2 DR R 5 Y Jm e e

B 05 BRI (CNLAD B35 R BR MBS IR 45 8, 3800 1 I AR PRSP AR 3R S,
BE WO RER 2 BT R T FEIE A R o QT 7E S5 7 2212 W AR H (0 J Al b L3 v aff i
I CNLA B35 W5 2 IR PR R A A s ] f, Tk, AWFR BAEMEHIERL T C RMNEA/
HEAME (CAR) « thEkiguM/ I E A A (NAR) MRS G RIEFRE (SID 5 XU
TR TR Jir 25 [P A T e 25 38 v 0 000 25 e

J7vE UL 2009 4F 4 H~2022 4F 10 At TR EREKEH M E bl 4R 412 5] CNLA 3%
TERRFFEN G #5608 2. 1 K N2 B R o — IR IG R ZERHITBC I 28R (n=275) FIESHIE
£ (n=137) , RPWEFELE LG 1 G N IET ST R IR RI 2 57005 A R 20 R0 4
WG Rara . vHE I R s 7wl Il Zr e v A TS AS R 4L AV # PG R 4541 2 35 (8] CAR.
NAR ¢ SIl /KFZ 5. i#id Spearman M. HEEZE L Z HE Logistic [21JH70 b g5 T
CAR. NAR J SII fffil)a KESA . Jiid 52038 TAERHIERT 28 (ROC) | $eiiZk (DCA) J H-
L AL I8 VP 12 T ARG Y (10 T 25k e B HE R

SR A A RAH CNLA BE PR gt 2. C RMNEFH. CAR. NAR K Sl 5%
E T EYITUE RIFHEE (P 19<0.05) ; Spearman #<tE0#r %] CAR. NAR J% SIl 5 CNLA
BEFWTE AR BA B EMEM (r19>0.300, P #%)<0.05) ; #REE &KL EE Logistic [A]94)
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M CAR. NAR J Sl & CNLA B35 5 75 A R i EEZ A el &R (P<0.05) 5 3T CAR.
NAR &2 SIl FZE ) CNLA B35 155 R BT 78 I 254 B IIF 45 rh 1y JH A 48 i T 2% i B R
258 FENAITHT CAR. NAR &SI KT 2 CNLA B EINHUE A R EEGR R, XiEL
RIEHR AN T AER TR S T . s 3 1T T R B 2 IRR TR SR X

PO-13
SEMAGB triggers macrophage mediated systemic
inflammation in acute-on-chronic liver failure

Hui Yang?,Qun Cai?,Jiaxian Chen?,Xi Liang®,Jiaojiao Xin!,Dongyan Shi',Jing Jiang?,Jun Li*

1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, The First Affiliated Hospital, Zhejiang
University School of Medicine
2. Department of Infectious Diseases and Liver Diseases, Ningbo Medical Center Lihuili Hospital, Affiliated Lihuili
Hospital of Ningbo University
3. Precision Medicine Center, Taizhou Central Hospital (Taizhou University Hospital)

Objective Acute-on-chronic liver failure (ACLF) is a life-threatening clinical syndrome developing
in patients with acute decompensation of liver cirrhosis or chronic liver diseases, and is
characterized by the multiorgan system failure and short-term high mortality rate. Studies have
shown that SEMAG6B is mainly involved in the regulation of immune cell activation, differentiation
and immune cell transport and other functions. SEMA6B has been confirmed to have a high
degree of sensitivity and specificity in distinguishing ACLF patients from non-ACLF patients.
However, Semaphorin-6B (SEMAG6B) crucial role in its pathogenesis is unclear. This study aims
to clarify mechanisms of SEMA6B in ACLF.

Methods This study was based on stratified random sampling in the Chinese Severe Hepatitis B
Study Group (COSSH) cohort, with a total of 321 subjects (including HBV-ACLF, n=142; chronic
hepatitis B, CHB, n=60; Liver Cirrhosis, LC, n=60; Normal Control, NC, n=59). Among them,
MRNA transcriptome sequencing of peripheral blood mononuclear cells from 84 subjects (ACLF,
n=50; liver cirrhosis, LC, n=10; chronic hepatitis B, CHB, n=10; normal control, NC, n=14) was
performed. The expression levels and cell types of SEMAG6B in PBMCs and liver tissues were
verified by qRT-PCR, immunohistochemistry (IHC) staining, and immunofluorescence (IF)
staining, and the area under the receiver operating characteristic curve (AUROCSs) of the
validation cohort verified the value of SEMAG6B for diagnosis of ACLF. The correlation of the key
molecule SEMAG6B with clinical indicators was analyzed and combined with gene set enrichment
analysis to predict the biological functions of SEMAG6B involved in ACLF disease progression. The
mechanisms were validated in vivo with SEMA6B knockout mice, and in vitro with macrophage.
Results Transcriptome analysis of PBMCs showed that the expression of 5 genes (SEMAGB,
PPARG, MERTK, ADAMTS2, FAM20A) were significantly higher in patients with ACLF than with
liver cirrhosis, chronic hepatitis B and healthy subjects (all, p<0.05). ROC analysis showed
SEMAGB to be the robust value for diagnosing ACLF in sequencing and RT-gPCR validation
cohorts (area-under-ROC analysis=0.9788/0.9026, respectively). Correlation analysis was
conducted between SEMAG6B and clinical indicators, the high expression level of SEMAGB in
HBV-ACLF patients was significantly positively correlated with clinical indicators ALT and INR.
SEMAGB expression levels increased significantly with ACLF grade, and there was a significant
difference between patients with and without coagulation failure. Functional analysis showed that
SEMAGB significantly related genes were mainly concentrated in the biological functional
pathways related to inflammation. SEMAG6B high-expression was observed in macrophage in liver
tissue of ACLF patients. Overexpression of SEMAG6B in macrophages activated the inflammatory
response and inflammatory cytokines secretion (IL-6, IL-1B, IL-10, CCL2; all, p<0.05). The
knockout of SEMAGB in liver failure mice improved the liver functions (ALT, AST, TBil, TBA,; all, p
<0.05) and downregulated the inflammatory cytokines expression (TNF-a, IL-6, IL-1[3, IL-10; all,
p<0.05), and significantly rescued liver failure mice (p<0.05). mMRNA transcriptomic results
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showed that the molecular characteristics of SEMAG6B knockout liver failure mice were between
those of liver failure mice and normal control group, suggesting that SEMA6B knockout plays a
therapeutic role in liver failure. SEMAGB knockout significantly downregulates the enrichment of
inflammation-related pathways in mice with liver failure, including inflammation-associated
cytokine pathways (positive regulation of type Il interferon production, positive regulation of IL-13
production, chemokine-mediated pathways, integrin-mediated pathways), inflammation-
associated pathways (IL-17 signaling pathway, TNF signaling pathway), and adaptive immune
responses (immune cell chemotaxis, positive regulation of T-cell proliferation, and activation of T-
cells). In particular, it inhibited the IL-17 pathway and significantly down-regulated the expression
of IL17F and IL17A, the key genes of the IL-17 pathway.

Conclusion SEMAG6B, as is a potential diagnostic and diagnostic biomarker in the progression of
ACLF, aggravates liver failure by macrophage medicated systemic inflammation, providing a
novel clinical target for treating ACLF.
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PR R R 8 i 38 DDX3X {R #2541 FH R (5 Y 2 F LSRR

EE. IRFE. WTE. B
AR RS I R AL B 2 PR

BB 23Vt kiR e, HRIAE, TEAR. AR, AERFmmRERESN
JR SR DI S, AHELAR ST B AN B A

F¥E L AN QB IERY (APAP)IE S 1 2590 PE FH 455 /8 SR, P o 5 9 S8, 00 5% B 453495 %
DEAD-Box RNA IRJiEfif 3X(DDX3X) MR IAEA 1k ; 2.4 572 DDX3X 4 7 P 6k 2% /N B
(DDX3XAhep) & DDX3X MRS R IE /N R AT APAP i, W4 fn 8k 3.48
i S =ik DDX3X /MR H 4 il s A Bl K Sk K1 EB(TFEB), MM 4k; 475/
JRARFARAE S /N R4 2 (AMLL2 4fe) Hidt—2Pid@it ChIP kil DDX3X X TFEB ) B 4% ;
5. TE I R 25 P4 FFHR 403 040 FFF 2HL 23 B 0375 A A o6k R 5 I 8 3 -DD X3 X-TFEB H (1R 1A AT 04T

251 1.APAP Sl 254 P FF 0475 /0N BRHb H IR 25 P 0 P S, 00 P J5i PO S e B 45 473
2. WESEA TR, 30 N B X SR DDX3X A B R, 3.5 R AT B3 R
DDX3X ik, fifk DDX3X Al fiE APAP 5l 54, miki& DDX3X Ja FHifngefik; 4.APAP
o) D 2 S DR A VA O IR B E 4, H DDX3X S5iA R4 Bk 1 6 T TFEB KRk 5
#I1EAHSS; 5.DDX3X IE[M1i% TFEB K1k, =ik TFEB 2 APAP 5| 2/H45i15 6.ChIP siig 45 R
%W DDX3X 5 TFEB B3hX 1454, i TFEB #3%; 7. W5 M N E-DDX3X-TFEB i1 524 YT
0 B TS 2 A G

5% N SEGE TS N DDX3X #ik, ] TFEB ThAg, MMt APAP 55 HI258 I 5 .
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WL, A, FFICA 1R, BHE LS, AR 12, RUKEE D2, MRGH 2. MBI 12, EnRs 12, T2
1. g B K S ) B S5 I L 5
2. N B H e B 49 4 T 5

HH AR VE IR 107 44 FH5 (NAFLD) 2 — i LU I 5 &8 AR R i AR R o, © oy 4 it 5 i
HOLBRTER . B EAEE NAFLD RARJE R E 2R, ZALA s e X AR i
Mtk (B B BE RA T, SUEACHIBRIG A RE . F43R-33 (IL-33) mRIE T il FiR 5 e
(IR Z SR EIERS . AW AR IL-33 7£ NAFLD HA94E K BARBLH .
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FiE BEAER (WT) /NERAD IL-33 m N (1337) I 60%m e 5: 24 fH %7 NAFLD £
A, [FI %S CHOW PR ZHAE x4 . &l NAFLD /) LA IL-33 76 TR M i A TE o, A&
D \L-33 BRI EREACHES . FEAE S RN LR 44k LA R BR B ) sem . USCEE/IN RS (E #E4T 16S rDNA
o

R SR, SR EMEIE WT /NRIZIE IL-33 RE B ET &, M IL-33 FIRIER
BZES. Wi IL-33 13 T NAFLD /NRAEREIZREL. RIEBGMLF 4, RICHIMARACE T,
JiR S U DS . BT IhRE N R TR AP 55 2R AN AF 4k AL A S i 3L IR 604 BB 25 PR . b4, 1IL-33
gl o T (R B £ i B B e B e F i, IIE LPS /KPR R%. 16S rDNA MIF 45 R iR, SXE
AL, HFPATY NAFLD /)N BRI 708 B B2 FEE AR IR . 58P NAFLD /MNRAHLE, HFD M
FR N33/ i N S5 AR 2L RIEAR SR B LA, A 25 Bl 1 E R

5 IL-33 A Sl E AR ELUINE NAFLD ARSI SEL . RIEM 44k . $Em 1IL-33 W] fg
9 NAFLD [H¥RTT $& it —FfoBr i e m .
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PU-001
B R EAEL AR5 S5 B MLTh RE I R AE 53 47

e, Ei
P B R I I B B

HE [ 256 415 25 A 10 I (HFRS) B HIIRPREORE, 438 H I Dh 401 35 1 PR ARRAE S L 1)
Re SBEMINREI R 2R

J7iE M 2017 4F 1 H & 2020 4 3 A EBWGEIE LA ME T AL 256 1, KA spss23.0 #
AT G0 . IEASD A HJ7 255 HE SRR tAa 6. LSD-t#5%, H COxxs )Ewn; FIESD i
B7 ZATF I E T EESR A Mann-Whitney £:45, Tamhane's T2 £, A M(P2~P7)%&7R.

g R 256 f'E LR G MAEE R R E (ELEAMENTE T XL (2021 FRR)Y F4E e HH
BESA, HpER 84 ], drEA 172 . A GIEEM ALT KFo5N: 78.40 (46.37,

176.85) U/L, 70.40 (42.95, 118.05) U/L; AST /KF4r%IJ: 196.85 (91.6, 358.62) UIL,

110.00 (72.10, 175.35) U/L; TBIL /K*F4r%)A: 12.55 (8.62, 16.65) umol/L, 11.40 (8.05,

14.40) umol /L; ALB /K F4r5N: 26.68+5.34g/L, 30.33+3.99 g/L; INR /KF4r5HlN: 1.24
(1.10, 1.41) , 1.07 (1.04, 1.25) ; PTA /KF% %N 75.00 (60.00, 85.00) %, 87.00
(71.00, 93.00) %. ERIHIEEA INR. PTA. AST. ALB ZREA 4 it% = X (P<0.05) .

TBIL. ALT ZREGiH#EE XL (P>0.05) . HH INR 5 ALT BAHEME (P<0.05,r=0.261) ,

INR 5 AST H A M KM P<0.05,r=0.325) ,PTA 5 ALT HAG &M (P<0.05,r=-0.306) , PTA 5
AST Ef MM (P<0.05,r=-0.348) . LI AST H ALT fH1E%, AST H ALT<2 f&IE% 14,

AST/ALT & 2-10 {5 IEH1{E, AST/ALT>10 fFIEHAE, 4 AVUANIEA, #I4E INR BTG E
X (P>0.05) . PTA fH, AST/ALT>10 f7IEH{EIAH S AST/ALT A 2-10 f5IEHEWAHBEE ST
2R (P<0.05) , HATHAY LS HH#E L (P>0.05) .

g B AR AR AR BT R RO E A E AR, HEt It 5 BA —x
FHIHE

PU-002
M X 4793 GRFSE ST Rk IgM MG R D Z A

Vel T
B it 22 B2 Ry e

HE BB 215 JE A il 28 SO IgM P HAB L, S JEARIR LI TiRT 1296 R0 R FH 3
PRI ES K .

Fik S 2022 4 12 H 1 H-2024 4 1 H 10 HAEHUMN 25 B BEfhi2 it 28 S5 ARG 1) 4793 H
SEEFRAIEAS A ORI B E NI T R, EAE SPSS Guit AL G A A IR IR
okl GurtPEaa) . AEESLEIE], DLRZETE MP-IgM RIBE P 22 (115 B 24T LI A AT

ZEER 4793 FIER LIS AT, MP-IgM BHTE 920 7, SBHTER N 19.2%, T2 BE PR
38.62% MR m TER A 27.39% ; BYEM 53% W EET LN 47%, EZRBES%E
X (x2=128.48, P<0.05 ; x2=39.55, P<0.05) . #%4FE#4LE MP-IgM FHEREL 0-12 241
42.2% tei, MR T 13-59 L A1) 27.9%M1>60 SN 29.9%, ZFA4 i #m X (x2 =86.39,
P<0.05) . A4FIMIE MP-IgM HtiARH I ZpEE TR TAE, 4 NRERMERE, afER
Hoih2E L (x2=13.86, P<0.05) . ZFEE[H KK NET (125%) <EZFE (15.1%) <HKZFE
(29.57%) <%47F (42.83%) MP-IgM fliBHMER, DIAKAWZEAEEIH H DA TR m, Z7EH
it L (P<0.05) « BEFEMKZSHILL 0-12 B4 57.4%F1 50.4% Km0, ZRH ST
=Y (P<0.05) .
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S5 HUMIH DX 78 SRR I G LA BT S R NP E AN AT PEARFALE 75 B o 5 R ) SR PR
75 47 B O A R v i A

PU-003
FEBESRIAR S B X BE A M AT AR X

EOE L RREER L SRR L IRER L. XUIGAL AL NS, W1 13, B 18, 128
1. e B2 K5 P R I e B e/ _E i o B 2 KA T AT 72 T
2. g B2 RS I BB G BE e B S vt
3. HF B I IR B B R SR
4. bR R B R b
5. b PR 25 K2 B BB G R e UM B

B REAHCAEM YR (MAFLD) CRCH Rk R E RS 2 —. MAFLD ALl 5 2,
R TR B U CNAE MAFLD kAR @ ki EEAEH . BEAEI2 M MAFLD JHFIEERITAR 2 & % H
FFRE TGRS, JE T L0 FBUWIRRIE UM A Z W, HE2m MAFLD FFAEERITAR IR &= MANE 2. FA1T
() H ) T RESEIR S (MRD BF7T MAFLD 2238 BFIF 2R ITRR R 52 MAFLD TR &R URR (1) &
Jrige [RBAERT I T i A R 2 K 2 B Ja BB G = Bt i A 0 2 Sl RIS 1Y MAFLD i35 304 %1 FidE
MAFLD % F84H 36 %l (£EHSFE 18-65 X 210D o N MRI it K22 [ml o6 5 [m] 35 5 41 s 1) it 74
(R2*) TFHEAEER S 8. MRI IR 2 BRI 70 20 (PDFF) AT 204 T o sk 5 4 s i

il (FibroScan) & FFREREEMEM (LSM) , [FEIRGI MBS E A MG EThae. 8

ke, MAeZEE b iRbr; {EH Spearman FiAHISTHE IR AE 1 AR B A G, £ o2k Mk A it

Wi JHF JUE 42k 0 AR 1) G [ R &6 . WE 9T © 7 ChiCTR.org.cn vEM (JEM S : ChiCTR2000038111,

ChiCTRior -17013491, ChiCTR2100046132) .

ZH MAFLD HENTH R2*H (67.67 (15.96) vs 45.36 (9.79) Hz; P<0.001) . IMiE&kEH
(207.4 (203.0) vs 85.1 (99.8) ng/ml; P<0.001) #:dFk MAFLD xfME41 % % Tha, ik
(20.0 (8.5) vs 20.0 (10.9) umol/L; P=0.523) £ WHHE Z5; MAFLD £ FIE R24E 517

BEHE (r=0.606, P<<0.001) . Ifii&%k (r=0.222, P<<0.001) . MRI-PDFF {4 (r=0.498, P<

0.001) . IMy& ALT (r=0.391, P<<0.001) . LSM {A (r=0.28, P<<0.001) . ZJEIM## (r=0.124,
P=0.027) . IfiJRFR (r=0.316, P<<0.001) EZFIEAHIG; £ oLk Bl #reh R g2 & A .
MRI-PDFF. ALT. GGT. ZMEIHE & /KT AMESITR I EkF & (P<0.001) .

g AT REKM, EMAH MRI EAIPE T MAFLD B8 AR RFAT2R TR, R AERE i

HEREAMEE S MAFLD B3 ARk 5 AR MR DG & & R 285K o A 3 R At
Rl W2 MG M. IR IR 2 552 IEAH S 52m MAFLD i 35 T IRk vrofe () £ 6 R 250 365 I L 2 1
MRI-PDFF. i ALT. GGT. ZEHESE.

PU-004
ET IR 4RI 1 TR A 1R M AT B & A9 BT AR i S Th RE RO SN B 3%

RULL FERE L WIRE-PTAOKSR 20 Fhc . Sl L ARRRS 20 EmRAD 2. FpiE 2
1. BB R
2. FramgEE R BiR X B B

B 11| W5 o 6 DA 12 A2 T 6 2 U s 48 DO BE RO SRE TR BT 3R

ik AN 2023 4= 10 H-2024 4 2 H a4 E /R 36 X P EEBERPREMS MR AR S, RIE
Ik 2% 15 /8P % (ICG R15) MIFHES AW, IEHE (ICG R15210%) L7 #E (ICG
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R15<<10%) , LLEPHEH MIG2E4ER. CTP W MELD Vo KIS SEfabr 25, it
K R [B1A 73 BT BR8P s S5 5 T I i 4% Th RE ) sl R 2%

BER LAWY NS MR 139 7, PRy 56.05+£10.13 &, Hik 78 fl (55.7%) , Hr
FFREAL R ARZ I B 3 57 1] (41.0%) , R 54 4] (38.8%) , AF%Es 74 (5.0%) , A&
PERbIE 13 41 (9.4%) , 18R & 811 (5.8%) .

2.1CG R15 [EH4 5 R EAHtLi, F#. WBC. HGB. AST. ALP. TBil. CHE. Alb. PT. INR.
FIB. CTP 4>+ MELD P4 FRAERERE. [FIKER. MIEKE. MIEEE, ZR R ERiM%=
X (P<0.05) .

MK PTER: ICG R15 /K5 CTP P4 2 1EAMK (r=0.782,P<0.05); 5 MELD #4758 £1E
FH5%(r=0.757,P<0.05); 5 LiF 5 & & IEAH 5% (r=0.334,P<0.05).

4. Z [N %K Logistic FIHGH7~: MELD VF7r R B 2 1 s 5838 I U i 2% Dh e T B 1 s e A
%% ICG R15/KF5 CTP 14y MELD W/ A 7EERM IEA KR C R MELD V5 AT JE 218
PR 255 T i 45 ThRE T B IR s [R 2%

PU-005
REFHLIE SR EERRE MY A & LRI R

SN AN
HISHE T 1 e B e

) SR B R 200 S A 835 (R0 2 IRE o FHH e A I A S

J¥E W 2017 4 1 H~2017 4F 12 AR I AT S G 140 B, N BE R FHiRIT>1 4,
S EBRFEHEAT A 5 ERIBEYT . AR B HBV DNA KIS DL, K5 LLV 4 68 15 CVR 41 72
B, WEFELLV R R, X PIALEE 5 4 I R0 S AE s AT 4 HT -

Z3 LLV 45 CVR 4l4F# . HBeAg (BHME) « HBV DNA 7K-F-LL K HBsAQ J 5 77 T 2 55 Gi it
B X (P<0.05) , ). BMI. AST K& ALT JiHiZR L4 it E X (P>0.05) ; KM —Jt
Logistic [RIARARHEAT /3 #T, 450278 HBeAg (FHME) . HBV DNA JK-FLLK HBsAg WA 38
LLV MEZmaAER (P<0.05) 5 Sid X&) 5 FhEYr, 4RER LLV AfHEAERN 23.53%,
CVR WM R AEZEN 9.72%, LLV AR KAERWE ST CVR 41 (P<0.05) ; LLV A HE
JBEH N 43.75%, CVR ALIHEEHWILEN 42.68%, PIHMIEERTLUEZR (P>0.05) .

g5t JE2 HBeAg (FHPE) . HBV DNA /KT BLK HBSAQ /¥ A F L LLV [MEENH %, LLV T fg
SO R G, LI PR, AR B R R A &3, RAARURIT T %, LLV &K
FEATNTFNE, DA R R .

PU-006
A case of E. avium-induced peritonitis diagnosed by Next-
Generation Sequencing (NGS) in a patient with
decompensated liver cirrhosis

Shigi Chai,Wenzhen Kang,Yi Gang,Hong Jiang
The Second Affiliated Hospital of Air Force Medical University

Objective Ascites is a common condition in cirrhotic liver disease that may affect up to 50% of
compensated liver disease patients. Infection of the ascitic fluid is a serious complication
associated with a substantial increase in the risk of mortality. Timely diagnosis and adequate anti-
infective treatment are crucial.Although E. faecalis and E. faecium among Enterococcus kindred
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account for more than 90% of infections, E. aviumhas been increasingly documented as a
causative agent in human infections. And the episodes of enterococcal bacteremia were
commonly polymicrobial. Although classical fluid culture testing is still the gold standard
in correct diagnosis of the responsible microorganisms, the quality, process times of samples for
fluid culture and bacterial load are possible suboptimal to yield positive resultsl. And the culture-
based diagnostic methods have limitations in timeliness, especially in the condition of multiple
microbial infections. Furthermore, the identification of rare microorganisms could be difficult,
because it is overly dependent on the knowledge level of microbiologists, which will extend the
identification time.

Culture-independent approaches such as next-generation sequencing (NGS) have enabled us to
explore a wide range of bacteria at the same time, which could be difficult to identification in
standard diagnostic culture at express speed2. They have illustrated the complex microbial
communities in the ascitic fluid of patients, where they may contribute to infection outcome. We
now report a case of E. avium peritonitis in a decompensated cirrhosis patient. To our knowledge,
this might be one of the first cases of peritonitis with this pathogen diagnosed by NGS in a patient
with decompensated liver cirrhosis.

Methods A 50-year-old woman was hospitalized on November 9, 2023 with general abdominal
pain worsened progressively of 9 days’ duration and ceftazidime was inefficacy. The patient's
medical history includes a six-year duration of autoimmune hepatitis with hepatocirrhosis, for
which she has been regularly prescribed ursodeoxycholic acid capsules at a dosage of 250mg
three times daily. No history of glucocorticoid use and abdominal surgery. On admission, the
patient presented with diffuse abdominal pain and weakness. The physical examination revealed
afebrile status, blood pressure of 103/64 mmHg, pulse rate of 93 beats per minute, as well as
diffuse abdominal rebound tenderness. No peripheral stigmata of infective endocarditis. B-
ultrasonography showed a large amount of ascites, with floating objects presented in large grids.
(Figure 1) The relevant laboratory data on admission were as follows: white blood
cell 28.34E+09/L; neutrophil 26.56E+09/L; c-reactive protein 83.69mg/dl; procalcitonin
11.59ng/mL,; lactic acid 7.41mmo/L. The analysis revealed a leukocyte count of 3900E+06/uL
with 80% neutrophils in the turbid abdominal effluent. The empirical therapy is initiated with
meropenem (1g i.v. 8hrly). The presence of E. avium was rapidly detected within 1 day using
NGS. At once, linezolid was added to the meropenem anti-infection treatment regimen. It took 6
days for E. avium to be identified through culture-based methods. Antibiotic therapy consisting of
meropenem (1g i.v. every 8 hours) and linezolid continued for 5 weeks, in conjunction with
peritoneal lavage. The patient's abdominal pain was alleviated, accompanied by a significant
improvement in the clarity of the effluent. Then, the patient experienced an uneventful recovery
and was discharged on day 36. Since her discharge from the hospital, she has been residing in
her residence and remains ambulatory with crutches until February 1, 2024. (We have received
written informed consent from the patient for publication of case details. We depersonalized data
to disable the identification of the patient.)

Results The abdominal infection are critical conditions that necessitate prompt diagnosis and
treatment. Timely diagnosis of the responsible microorganism and adequate anti- infective
treatment are of crucial relevance. Due to the limited efficacy and velocity of conventional culture
methods in identifying causative pathogens, NGS-based approaches enabled earlier identification
of microorganisms, with probably higher sensitivity and even for microorganisms with reduced or
missing vitality. In this case, the patient benefited from earlier (5 days) and more targeted
antimicrobial therapy facilitated by NGS methods, potentially reducing the substantial morbidity
and mortality associated with the infections.In fact, interpretation of the results of NGS remains
open. When we get the result of NGS in this case, we repeatedly interrogated the patient's
epidemiological history. The patient had utilized chicken manure fertilization in the field. Initially
classified under the Streptococcus genus as S. avium (due to its frequent isolation from chicken
feces). It is likely that infection occurs primarily through the fecal-oral route. The patient had
definite fever, nausea, vomiting, and diarrhea before the onset of the disease, which is consistent
with previous E. avium reports. The patient's lack of response to ceftazidime treatment before
admission may be interpreted as natural resistance of Enterococcus to cephalosporins. The result
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of NGS was proved as abdominal fluid the classical bloold culture test showed the same
bacterial.

Conclusion We report a patient diagnosed with peritonitis due to a rare infection of E. avium. In
the present case, the pathogen was identified through next-generation sequencing of fluid
samples. The patient was treated with meropenem and linezolid which effectively improved her
symptoms. This case creates awareness that E. avium can cause peritonitis and can be
diagnosed using next-generation sequencing(NGS).

PU-007
EGCG Protects Against NASH via Regulating NOD-like
Receptor Signaling Pathway

Xiao Xu,Xin Xin,Qian Zhang,Cheng Chen,Yi-Yang Hu,Qin Feng
Institute of Liver Diseases, Shuguang Hospital Affiliated to Shanghai University of Traditional Chinese Medicine

Objective Non-alcoholic fatty liver disease(NAFLD) is one of the most common chronic liver
diseases worldwide. There is no clinical therapeutic drug for Non-alcoholic steatohepatitis
(NASH). Green tea beverages and their functional extracts are recommended in clinical
guidelines as potential interventions for the treatment of obesity and non-alcoholic steatohepatitis.
The protective effect of epigallocatechin gallate (EGCG), one of the main functional extracts of
green tea, on non-alcoholic steatohepatitis is also gradually uncovered. However, the
pharmacological mechanism of EGCG against NASH is still unclear. Therefore, the aim of this
study was to investigate the pharmacodynamic effects and pharmacological mechanisms of
EGCG on nonalcoholic steatohepatitis mice.

Methods C57BL/6J mice were fed normal chow or HFHC(High-trans fatty acid high-carbohydrate)
chow, and at the end of 24 weeks, mice on HFHC diet were divided into HFHC group, EGCG
group and positive control drug, obeticholic acid group. HFHC group was gavaged with drinking
water, and mice in EGCG and obeticholic acid groups were gavaged with EGCG (100 mg/kg) and
obeticholic acid (10 mg/kg) for 6 weeks. We detected the content of TG in liver tissue, serum ALT,
AST activity, and FBG in each group of mice, as well as FINS and HOMA-IR and hepatic
histopathology (HE stain, oil red O stain, Sirius scarlet stain) to evaluate the effects of EGCG on
glucolipid metabolism, liver inflammation and fibrosis. In addition, we established the FFA-
induced LO2 cell model and set the experimental groups into CON group, FFA group and EGCG
group, while TG content and oil red O staining of cells in each group,relative mRNA expression of
the inflammatory factor Tnf-a, Ccl2, Cxcl10 were detected to observe the effects of EGCG on lipid
deposition and inflammation. Moreover,Five mouse liver tissues in HFHC model group and
EGCG group were randomly selected for transcriptomic analysis, the differential genes in the
model group and EGCG administration group were assessed transcriptomically to select the set
of genes associated with the EGCG phenotype in the pathway with higher enrichment, and the
top-ranked gene was selected based on the enrichment score for validation using PCR. And key
proteins on the signaling pathway were verified by Western blot and the molecular docking.
Results Compared with the HFHC group, the EGCG group significantly reduced the content of
TG in liver tissue, the activity of ALT in serum, FINS , and HOMA-IR index (P < 0.01, P < 0.05, P
< 0.001, P < 0.01). The pathological results of liver histopathology showed the hepatic steatosis
and fibrosis in the EGCG group was improved(P < 0.01). Compared with FFA group of LO2 cells,
the TG content was significantly reduced (P < 0.05) and lipid droplets were significantly
dissipated in the EGCG group. The expression of mRNA of inflammatory factors Tnf-a, Ccl2, and
Cxcl10 was significantly reduced(P < 0.05, P < 0.05, P < 0.01).Furthermore, transcriptome
analysis revealed that inflammation-related signaling pathway and metabolism-related signaling
pathways ranked high enrichment. Among these, the NOD-like receptor signaling pathway was
the most enriched pathway with the most differential genes(the NOD-like receptor signaling
pathway has 5 differential genes and its enrichment pathway ranks No.l). Further analysis
revealed that EGCG significantly reduced the transcription and protein levels of key genes (TLR4,
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NLRP3, IL-1B) in NOD-like receptor signaling pathway in NASH mouse liver (P < 0.05). Molecular
docking results demonstrated EGCG had great affinity (affinity < -6 kcal-mol-1) with TLR4, NLRP3,
and IL-1pB in the NOD-like receptor signaling pathway.

Conclusion EGCG can significantly improve lipid deposition, inflammation, insulin resistance,
and fibrosis in the NASH mouse models, and ameliorate lipid accumulation and inflammatory
damage in the LO2 cells. The pharmacological mechanism of EGCG is related to regulating the
NOD-like receptor signaling pathway.

PU-008
HEEE NAFLD /MR AFARE BULRBIHL IR 5

PO V20 MR b2 RIS B2 Bebior 12, GRmEEE 12
1. EHREE RSB A B4 22 B e I 0 DY
2. gl 5 N T AT R8I0 5t 1 2 S0 =

B HardErE R R (NAFLD) MR RZEN m, HARIWILHI RS, WARE RS L
Mo ASZEGBARAM RN SRR E (HFD) S NAFLD /MR WIS R UTAR s, N
NAFLD HIZ590iR 97 $e Bt n] =2 1) S0 504

Jik 24 2 SPF it C57BL6I /N, BENL/ NIEFEXT A (EHH, n=8) . &k ad
(HFD %, n=8) MMl tFiGIT4l (HFD+Nar 4, n=8) . IEWHA T EiadpiEsE, HFD 4R
HFD+Nar 1% Ptk 9% 12 . HFD+Nar 41457 100 mg-kg-1-d-1 kh iz tFIE s vESt 4 4,

IEH A HFD ZHBE VST SR 25 3K . 16 JERK I & 20/ RIS N s BRI & (ALT)

RERAREEEE (AST) « FFHNEJEEEE (TC) « HM=ER(TG): HAER-FLL (HE) Yt
O Yeft, Flkr/ BRI IFHSUR AL gPCR A& Western Blot il i S AR 15 FH o6 35 BRI AN AR 3 1K) 22
ik, RISSEEET oS4 HE A 1 (SREBPL) AL FEIHIE 24K v (PPAR-y) . figfij
FREENIERE 1 (CD36) « MBI A E A 1 (FABPL) . i EALWIBEIA S YOS 218 o
(PPAR-a) FIEEERAEEL 2N 1A (CPT-1A) &

e HIER AR, HFD 4/NRARERIN 54.34%; Wi TG, HFD /AR E R 12.06%:

A B % HFD /N DIRE, A TCL TG SRR TR, HE J4 J0m4 O et /R HFD
H/NRIFH RN IR ERAEAS LR R R TR, Tkl B TS T4 i e e R B 19 B B 5 2R . 31—
SO TR B TR N SREBP1. PPAR-y, J/DHBITRIIG G FiH CD36 Al FABP1 )
KL, B IEWIRIHZ; i PPAR-a Fl CPT-1A ik, N i fg 1 &4k .

g5 Al R RTS8/ NAFLD /N BRAREE 38 0, oG8 i IR R DCRR A, LML PT /8 S5 i
D MR AR TR e T R E A A %

PU-009
X matdt=ia
FF4E4Y HBVcccDNA HEER HIGEKRE X

EHYL e RISCEN. dkHE. HEERE. BREE. R
P B K B S e e e

BB 80T 28 m A& iF 9% (HBV-related acute-on-chronic liver failure, HBV-ACLF) 1%
5 B 22K HBV cceDNA 2 8 R s R -

ik EEL 2015 4F 1 H-2023 F 8 HERE KAME B BT (FE B T AR SLE R FFE ) HBV-
ACLF WS A 30 5 vsciaed, 180 4R/ % (Chronic hepatitis B, CHB) 9 il 14 Jil A& 44 1L
R 8 AT IRAL. TFIOM GFAL AU A 14T RNA WO A7, S BI-70°CIRAE R F, SRR M /)
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HEYRHEE R AT HBV cccDNA(covalently closed circular DNA) & &4 A7) & (PCR-7¢ 6354t
), ME SR R HBVCceDNA (18 B0 B IRRRT i SEI SR . RIS WS vk
ICAZ3HT, R SPSS23.0 Si it #5537 Hd 43 M o 1A 7807 080 BR B AG B 2 0 S fthte,  fitfk
5 [2023] 1 HT(34) T

Z38 HBV-ACLF R E I EF A4 HBV cccDNA ()& & (-0.92+0.70 logio copies/cell,

4.80+0.63 logiocopies/ml) & F KT CHB &4l (-0.13+0.91 logio copies/cell, 5.52+0.89
logiocopies/ml,P<0.05) . HBV-ACLF k5 Wi 24LiMiE X441 HBV DNA 1) &Y CHB &3
ML L w#EZR (P>0.05) . ACLF MREHIEH HAHZIA HBV cccDNA 15 &, HBeAg (+)

£35 4 (-0.83+0.80 logio copies/cell) 5 HBeAg (-) #H#E4 (-1.00+0.60 logiocopies/cell) AL
L% 2R P>0.05) , FHHNKIEFENE (G) LB LA NS) M BELEEER (P>
0.05) . ACLF KE B & HITHLZ HBV cccDNA 1) & (4.80+0.63 logio copies/ml)5 T 4H 21
HBVDNA 1] & & (4.53+0.85 logiocopies/ml) £ IEAHIK (r=0.426, P=0.043)

%5 HBV-ACLF 5 W H4H 2 HBV cccDNA & & EELT CHB H#, 542 HBV
DNA 1 & &% VMG, HBV-ACLF Pk Z AL E HZHZI N HBV cccDNA (1) 5 5 5 I H 23 9 0 Je 41 4
R TK. 7~ HBV cccDNA Xt HBV-ACLF H4uiufsE &% HBV SHIfLE A —EME%
NI

PU-010
ET i-PARIHS {EZRHFTREILIEK B &
R mAEEEERE RO REIERI

K= BT
Hh N RO T It 5 2 R R 5 — B s e e

B PRTCHAEA K & AR IR 6 B e e A, R I T UE SR R R o B s, s
RS BESZER p (bG DR ZMMR BE PR 3R, ) 7 A 4 SRS

Tk ARYE ALK & RN LIE o R, B R MR VPO . VAN B, ra o 0 B
HRZGE B 4 SR AEIEYs, #E 1 10 kR AR M A%, T -PARIHS M2, KAk
iR, AR SN A AR 52 3 2 SR = 75 T 7 A S B A el e v ) e PR 2R AN it A
o, HEAT BN .

L5 10 KW EIEMRIIERR RN 0.00%~89.29% . QLHE NI, FhFHFE AR HIXEH %
— 2R PR AP 7K R AR JIRE B 7 58 S RV A ) S8 R B k) IR/ SR B s A R
W, AFE: QBFETTM, FRFEZRSPrEHE: BE AU AL IS K S AN LAE A RIS 2
B2 R BB ARG S T T7 SO FBe 0 AL K R (IR U AE AN A, PRAS AN E
fir, X BFEMRIAE R & MISGEAL . BE K B E RN AL, BT RERR,
PR AR R, RINBIASAN SV, K B JEEMITTENRTERAR: @AHLMET I, FAgH =R
oM EEE: PEE R RGERZ IR IIRE, BRI NSRRI, A K VR A
I AR 57 P ESCBRGEFY, SRZ K. ARBAILAE Al & RITHRRE .

g5 LI K & IR BA I IE B B 5 I PR S B N I A7 AE B BOR 2280, Al 7 M AR A 3R
AL HE R R I A LSRRG, RT AR g MRS £E I PR P R e A 55 LA
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PU-011
Mm% 19G4 #M B R 9G4 XK P aISE M ETR

AREE L. EOCHE B2 IR N R/ L K . X 12
1. RN AT 7 I 2 2 IR Ko 5 — MY s B e
2. 95 BRI RS HE T Vi F DK T B T SR

HE KA MERERED G WA 4 (1IgG4) Fhm B MIGIRFEE, BRUT 1gG4 x4 Bhis
lgG4 HH I I R 5 S

5 2020 4E 3 HE 2023 4 8 A THREMTINE 19G4 FMft 112 KB B it 16114 61, 99N
Hrhifig 19G4 /KFJtm (>1.54g/L) HIEE LT 1996 . RENDF. IGRIE R &SGR =i
fabr, BmATORITEEEN) 1313 {7 19G4 R ¥, WL EHIZN 19G4 FHRMEEK EE 7N
IgG4-RD 41 (n=83) KH APl (n=1230) .

SR M 19GA THE SR K 12.4%; THEdF 19G4A /KA 8eh 2.29 (1.73, 3.35) g/L, iz
Bl FENTHESRBRER (43.7%)  BAmifh (17.4%) . FESM (16.5%) . 1313 4
IgG4 FhadE g, Bk 45.9%, i 8-95 ¥ (45.43+16.20) , H 83 il (6.3%) #iif
2N 9G4 MG, TEZE R E NIEE (205%) . AR (18.1%) . BHE (7.2%) KAFiF
(6.1%) , WMHEEHEFMNAFAEZHREX R, #— Lo iin, 19G4-RD HF M A 73.5%. dF
IgG4-RD A5 44.0%, MARMNEGSITEER (X?=27.12, P<0.05) ; 54, 1gG4-RD
HAEES B K TAE 19G4-RD 41 (54.89+13.11 vs. 44.79+16.20, F=17.18, P<0.05) ; 34t, 1gG4-
RD A1 1gG4 /K-F [5.49 (3.17, 11.80)g/L]&E # &= T 9E 19G4-RD #4i[2.15 (1.77, 2.83) g/L]
(P<0.05) .

258 19GA MR R T 2F B BRI 19G4 W & B #H T RE Y 6.3%1) B A
W12 19G4A FHOCTERNR, (HINYE 19G4 /K ER X R EH s B EEE L, 5 1gG4 kil
AT 2 EE B IR A Bh I AR 2 B I E -

PU-012
BRI BB R BT R O 7T L)
L

HE MERE 2 — Pl BB 5 R4 & I RN EEBIE, 2 —Fhmdb T R FIER S ke
R R T, IREPAE I R0 R M ah o Wt e 2 —, FZERIUCAMFAEh e 58 fdn s,
SRRIEMACT R . ARG BIRE N —F R F Bl 2 T W5 Al e 2 Fhogems, (EARE B
B IE R PR IR W RIS B a g . TRk, A 7T i@ Rt el s K &8 SCik, o [ P AMA B 0 G
B RE I R A543 B AT BE 2 THLRIEE TIL S, VIR IRt S % .

Jrik LL Web of Science. PubMed. H[E &I 577 2550 A RIEEWE TR, BRZ R
MR, RS R A R EAE R A 43 1 ] BE ML

ER 1. RHBOAR L LR AT A ] G R B I R R A . BREERERT, R R A AR R
H PGC-1a SEFAARRIERK, ZWBFFIESE PGC-1a iR E M IRFMEEEE LR E
REffS, Tissh R RRAREY R EMICE AN, WAL, AEBEAT LR ARAE N, F5
LR AR [ 0 B R B 5] A A R4 P 2R R Th RE 2

2. P B T DU I el i BAE 5 | RS 1) JORE SN R S T D RE RS . A SRS 3l AT BRAIR I P 90 R 7
PERIL, BEMPTRE T B IR E AT DL i g R EIE H i 98 0 Sk TS I Th e B S A0 ik mh vk 4
LA -

3 EMA(ROSEMERAE M5 T, HSEHRBESE M 24T RS E. REHBE L
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/> ROS Y745, I FF D RERENS, ST DTSR AL e

4. ORI RS R W ARG S RNANCRNA)Z 5 1 IKERAE 19 B BRI RE 0I5 . oA & ok T
LI 2 ncRNA,  IX ] 2 14 B MR el o Bk 268 A JFF 45493 1) R RERIL AR o

e R E BIARRE SCE IR ERAE B F I ThRERRES, ZohifR il ROE. SIS R4, E e
PIRERIEESREY RNA S5 AT RENLH . R CA XX L FHLRIET L, BV 2 SR E Bk
REAR SR BB R, RaE— A e 58 3

PU-013
ATP7B R778L HepG2 mpaikHitf =m0 5 FHlH

B RR. AW ERE
HAREE AR S IR A B 22 BR B

HE T SORZ2E M (hepatolenticular degeneration, HLD) X% Wilson J% (Wilsondisease, WD),
FE PR IR Y AR BRI B . WD R AR LR 2 ATP7B IR RIR A 848, 5| i HE s
ATP7B R778L 8482 Wi NBE i 9 WK ATP7B LR RARAT 2, {H H T i IS E wHx Fh 238 (1K) WD
B, T AFER ATP7B 2R Ak A AN E I DI REREE, 45 ZX W WD 8835 B R AL 24T
WFFL, NIRRT —FpHi i WD #iR, D-H M2 WD H—RiGIr 2459, (i E&AERT,
HH S A RGER BN EZ R RN . R 2 E R AR ISR 73438 7 A% WD )
TR, {5 WD HIRIEHLEIM AR 524 W . ATP7B JE K 5828 K5 4 M 2 4 2 %o 4 i 8% 51 )4
BRI DA R L R A AL AN 2 . T MR SR s i A 2 MR LA A BT I B M 259 ia T #E
H¥E B, WE ATP7B R778L R AR AR R T4l Mafk, 7 A AL 4 2 Wilson 4
MO . HIR, FEAS R BB BRI R, KA qgPCR #1 WB J5 A5l IF th i WT HepG2 4l
A ATP7B R778L HepG2 #iijfd R IRFEMET T H AR G/ FIIFRIE . AR5, FRATVE I 5 b 178
861 B B [ W IS L S, BRIRAR ALY ATP7B R778L HepG2 ZHff (ISR SEME Tk &5,
BAVH T HiBREGE F A ATP7B R778L HepG2 40 M AN i A= 52> 7, Bl ULK1 1
ATG16L1, XIIRFEHEIET-AH G 52011 mRNA FEE [ R IA K 15200

gEE JLPIFE . PCR K& WB %E45 R Eor, ATP7B R778L RAGA! HepG2 Fa i 40 il R 4% i U E AT
BRI 2 S8 WT Al ATP7B R778L HepG2 4 A W AR IE P T2 0885 5 40 T R RIS 5
5 WT HepG2 4ifitfitt, ATP7B R778L HepG2 4 i) F ME AR LM T2 /KT 5 . 33— 203
EEBER LME RIPK3 1 MLKL /S HRIEHE T R55 . 2, f0 B2 S SRS e K
PR, 7R T/KF L, ULKL Al ATG16L1 i 3Rk S EIATEM T /KPR, ULKL fil ATG16L1
gt o U 3 B FEAE R T KP4 o

£ ULKL il ATG16L1 /13 1 E e v] LA RIPK3 A1 MLKL A3 IR SEHETE T, M KT
BEME . W E VBN R AE I R T AT BE AR X WD B — BT I A R )95 97 SR

PU-014
BARGERSEYE BRI ECHRER

37N S
Hh LN FRAR T8 B Db A BA 565 940 B P

HE RZICIHE AR (NK 3D DIREXEME LR (CHB) BRI A B A B2 X,
S BT 245 BT A B (R JE e
Tk CRIRGS A E N AR R NK 4R CHB R4 Tl S ia 7 1F
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ZR AR R Gs WRE h B AL SR N EL AL L, REZ) 3.5 (N H LT R
(HBV)I&U FETLFELL, HBV AR AR A IR, FERPUZE . s, WAt JERAN
POH, U EAGIN S MBEE K. RE KRR . B ThRERRAG . . RE
1@V RAEA BN T T8 IE TR (CHB) JHEF4ELI A A, b R4 (HSC)
HE AR IE B AT LT LE AL BEE (R BEA 1Y . HSC @ RATME e R A AN, AR VERR ]
WBGE I IWURET AEGRHL, 70 W KB ) 4T 44 /P B B (ECM) iy, ECM ATt AR T E 41
FOIR 736 T SR LT 4EL i A A, T 4EA S EUIAEIL . BT 3E38 . I SR T R B e 2K
WIAIT 7% EARROIAIAE (NK SR PIERR IR 22 R I O R I . IR B T FE A
NK 2 B A2 S R e Be (K B ZEAL AR 50, 20 PRI EE A 5-15%, FERTIE A2 50%F) i A itk E2 40
A NK 4. NK AR BEAT B AF N 5 N S S, FERTEF i e B 2, Enlhg
WU I T S SO RN ] HSC iSRS UL R e it ECM B ig A2 Biia
JFEF4Edl, EZ% CHB LT 4Efbit /g, FRARAET . sk, NK U ARENS 710 B sl i ) 175 =
FICIZPE NK 20 T A S AR O, e AR AZ i 0] [R] — B ALLR AR PR IR R e ST
WIGRER . S NK 4R R R RE 7 SE 5%, JFREr B R AR 1, DRI AT DA 9 e v
AU NK AR AETE . C12FE NK A RAEAE T HFES, HBV G LAt as 7 L0 AL ke
NK 4HAf, A= i 20 M R 0] LS Sc 128 NK iR AE . 15 M2 WA P id A2 RE NK 41 7E
PR IR 7 A2 s AU S SN, PRI AR SR AR AR ZRACIZFE NK 4 ThsEXS CHB
PR BA B o MUBE IR NK X CHB HFEF4EAL Tl Sty AUl AHT 24 1) 7T
RARPEHT B .

G50 AWHIANEZRICIZFHE NK QM DI REXT (2% CHB FFET4EALikfE, FRIRIET-Z CHB JEHIATA
HAHEZEE L.

PU-015
RZZEBTHRATT TRIHESE HBsAg BTN :
E- TR SR E TR E

FHEL E=HL EFEWL #H52
1. TR K&
2. il K22 2 L B e B

HE N7 EFRThAe IR @IRIRSS R, 7218 A0 (CHB) B iRyT o /5 BHA T SEms 31738 i i
B, R, I PREEBh b SRR 7 R S0 TT I %) HBSAQ A0 R (1) SE I AR

JriE FmEEE T 2018 4F 5 A 30 HZ 2023 45 1 H 30 HEXZ K 4 b THE o (Peg-IFN-a)
TBITI 325 i CHB EHE IR YR, 4% 8: 2 MILLFIE B Rl MINGEMPIRE. FII%E,
LR 2T 209N R HBSAG ARk 2N RIAR R, 1 S FH 2L 0 0 A 7R A0 501 HE S ok R 3
PR A RIETE R . R, R IR A BN R H ARG B 67 I ZIG RS 5 HBsAg LR
FIFII o R, FRONRT RSN AR L . ARG, (EIRA RN B A RE & LA AR, 75 380 397 0 T 5% &
o RN [RI+H USRS o B fm, FIFHMNREE M 7 = AR nl SE 1%, IR T B[] 24 A
TR RIS 1]+ 2L XU AR (1) T 33K 3

SR RN BT 5% DL 35 B AE I R I = N TE S A o fe e 4 Ak 8, i
LT ECA (454) o FEIIZREEFNNREE P IX = NI HBsAg ARk Z #4352 8 H s
FEE R IER EE R SR RTE BRRFIE, 40 B ISZ9ERR R A IA 90%. 80%. 50%, FFH
XA B R T S B FH L E R WA S EE L (x2 = 0503, p = 0.778) . PLESE
HBsAgQ 1k 11+ 159 9 T R 6 AR e, 75 IR B8 R 4 35 J A5 A B A i Ak 1 B[] + 28
LRSI A 700 0 A Aff AR T B TR) R MR Y, e AR AEVRYT TFUR G 1 24 2 N . TEIRYT S 1 48
DAL B ]+ 2 X357 A 7R A 9 A 500 £ R TR A T AE 1 52 93 7 78.27% (6422/8105) F1 76.69%
(1573/2051) , HHERKAGIT¥E N (x2 = 0.030, p = 0.310) ; i [A) RN AR TR fr HE 44 T
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THERIE >N 66.98% (5496/8105) Al 65.77% (1573/2051) , EFMEAEG ¥ (x2 =
2.278, p = 0.131) . {HJZ, TEUIZREEFIMIGRER X PSR R BAR TN E R 26 22 e 38 Gt
X G)Ig%E x2 = 256.430, p <0.001; JiA4E x2 =54.413, p <0.001) .

50 T BN (TR A USR] AR T BE A% B A SRS T Peg-IFN-a 7697 F CHB i3 HBsAg 2%
2, BA— % PRI R S A

PU-016
ETV &8k HBeAg FAM R ZATEE
A TAF jafT 48 AR MmR St

MR L BB L. SREE L. OB . TR R L. BEEAL 3L KRR 2. ERaAA L K2 AL JHFTLL S, REW 5. &
RN VRN & Ui
1 B ECRZME L EEB AR, i Gui 15 A M) 22 4 N7 i) 7 B ST 2 X A e R 2 v

2. BAZIE K PR o ot P S e i D ot Je e o

3. HE R R AL A R oL R A
4. MR R KRG — NREER

5. PR B B K2 T R SR BR e R R
6. FLRHT AR — AN REEBEHR R

HI & DA %485 (Tenofovir Alafenamide, TAF)AIEE =5 (Entecavir, ETV)# 2T
18P QYR BB —BIR9T . AR, IRADEFAREIRT ETV &IR110E HBsAg /K1) & #H
TAF J6I7 ST R IR, FRATHHT 7 — I RO R RTBETE B BIRF 7S, IS e aT#E%2id ETV ¥4
IS OB TAF 1697 48 JAJG 27 3. LAtk LA HBsSAQ T B 18 L AN 4 i Rl F4RF1IE
T AWPRAINT 41 Gl ETV iRI7 (TR >1 4F)F) HBeAg BHE. X358 40 8 2 N & (HBV
DNA=<20 IU/mL) FEEA B R ZEF(ALT)<1 fi5 1E% LR (upper limits of normal, ULN; Zci4:40
U/L, BPE:50 UIL)HIIE AT B . IXEEET HBsAg /K F->3000 IU/mL 4G &R #H TAF JGI7
48 Ji . THLZE 0. 12, 24, 48 PRV B IEREMM, X HBsAg 7K-FH4HL A 1 (IFN-A3, 1P-
10)iEAT Rl .

BRI 41 BIEEESZ N ETV #08 TAF IR T R. BEREL HBsAg W EN 3.7 logl0
U/mL. f#H TAF 897 48 JijG, £ HBsAg /KRR AL, “FIFE 0.1 logl0 IU/mML. A
34.1%) % HBsAg /KF FIE#EIE 0.1 logl0 1U/mML, {HEA EE M IhiAE] HBsAg JiFe. IHhah,
H 5 4 H#(12.2%)k 2 7E HBeAg iEK:, 29.2%H g E# Ml TAF AT 48 G HHL T ALT |
Bo SESZEAHLE, M MEVIEF. BRI )L FEA 2. 75 48 R rREd, B IP-10 5k
LRAH HE T 2 T FA(OW, 12W, 24w, 48w 151E:524.6 vs 369.7 vs 271.5 vs 319.0 pg/mL, p {4 14<0.05).
IFN-A3 [ #E B8 R F&(OW, 12W, 24w, 48w #J{#4:6.8 vs 6.1 vs 5.68 vs 5.48 pg/mL, p & 1<0.05).
BJE, BATRIE R LR IFN-A3 /K F5 48 i J5 HBsAg A M K1 (p=0.02). 48 J&iHI7 )5,
A %] HBeAg JEFE 5 I 3 1) IFN-A3 /& T KR 1A 2| HBeAg & 1 & 3 (p=0.03).

W 2448 HIRIT)E, TAF S BT IBFE HBsAQ /KT HIRCR AT R i 22 4k . Bk 2 b,
FLZB 1 2% IFN-A3 /KT Al g5 HBsAgQ T F#AH G,

PU-017
HBV B2~ 5 HBeAg ¥ AR X MEE S

AR XIFHE
AL BB 7 5 = e

B 2R HBV A2 107 )5 E SRR BRI M R, 4G FI T 5 HBeAg ¥ IR 52
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K13, 23 HBeAg B 5 2otk 18 O HHp AR % I3, 478 B B8 SE B2l 48 20 JH I XU o
JriE Il kiR 2018 4E 1 HE 2019 4F 12 A T A5 T8 L E B BT B @R L
B W e HBV IR AE R0 Lo Fint 5. OUWEEZA = 10— MR AR e . 23 sl TR
Ko FERE IR WS A RBPUREELPUR BB PURERRIT AT AR BT = .
QWAELEYR 12 A P Sl U5 28 5 1) S P IE e dm AP A M AEAFEbs A FFIERE S . DUAEGRI 12 /N
(RS B B A N 2R P k) AR SR B VT 44 5 HBeAg /2 #5143 HBeAg #5411 HBeAg A1
Ho G ESITIER S H RO, L M = Fa bR A AR AR AR 7K P IR 40 ) 22 5%

SRR JLUGSE 114 ), Hod7ejE HBeAg # 41 36 ], HBeAg A FE M4 78 15, [ % 31.58%, T
B 15 B [A) 447 JH o P4 — Mk BF OB P OAE % (t=1.983,P=0.048) . 4 Uk B & 15 BL W
(X2=9.824,P=0.002). AT IhaE e &5 7% (X2=10.235,P=0.001). % ¥ %2)& (X2=2.530,P=0.011) % 7
¥ fF gk % E 7 (P<0.05);, W 4 & 4 % R HBV-DNA(Z=5.644,P<0.001) .
HBsAQ(Z=4.981,P<0.001). HBeAg(Z=5.738,P<0.001)/K -t i 74 4iit2¢ & X (P <0.05 ); £
# Logistics [R5 HT 45 R IR, WEGR ™ 5 DhRe S 8 SR 22k 5 HBeAg #BAM (22 Rl &
(OR=6.365,95%Cl 1.691 -23.962,P=0.006),7£2k HBeAg /K-F-X} 1”5 HBeAg #[HHA Fuit 24 X
(OR=0.407,95CI 0.179-0.925,P<0.05),3£4k HBV-DNA /K F-Xf/*J5 HBeAg ¥ HEA it 25 X
(OR=0.748,95%CI 0.602-0.931,P=0.009), 7 % %2 J& X r= J5 HBeAg % Bl B A & it % & X
(OR=0.563,95%CI 0.319-0.994,P<0.05).

0 LAEUR K~ 5 I Dhag 8 o 2R it 77 5 E U et R & . 2,544k HBeAg. HBV-DNA
ISP F 8 B A e 22 i B A K2 77 G E Busl i D e ke R &

PU-018
ERMIRRUEIFEEMEEDTORRER

HR
R E R

HE AEERETERRN I (NAFLD) 2 —Fh i WA SR &1, R SO IR =T, NIRRT =5 A
R, FALPHI AT SORE AR N . R BRI R R AAEAERE . R RN, 2 BRI m R I
AR AL, HAETH T NAFLD WIETT H ARy, TEddsesAvm . @3l AR
BRI HIRTE K. B3 LIREIR B WL EE NAFLD 1 FHifiit. Tk, ok
R 2 LR 90 B AR TS A AR BB NAFLD HIRTRENLE], (HIXEeLHI A4 R Gk s s fsg
B, Rk, ABFFUE RS, SFE NSNS AR BTG NAFLD IR 5oR AT 78 AT
MIHCES, SRR S AR & BTG NAFLD [IALH], 9 NAFLD [R5 1a 1Rt 5%,

J7¥: LL Web of Science. PubMed. A E 1. 3 77288008 B N RIBEE FEHHATA R, BRZRIE
fil it 95 SCHR, e 4518 B AR & B 76 ARG 14 i 107 A ML

SR LEHANRET IR REAR IS NAFLD. iE3ha i g Beas e, b B b2
FPEARER, IWmPEAN, M3 NAFLD. ARV &y e] LH BE R E h3E, i
AR N o AR, B BRI A0 A= B AR B 55 007 UnT DA E R AR i A2 R, X mT e 2 bk
N R R 2 —

2B AR T I AT LA SR B SGE = R IR S NAFLD, L EARNLEIASE, 12 3h0E
AMPK/ULKY @i BB mAs T A0k, iR (BREIREE) @it AkUmTOR/ULKYL i Bl %
HFD 5 fI G 7 B B

3B B AR T 1A T DASCGE W8 S AR P R B AT A, (R TE N IR SRR AT 208 i 1 i, 2
2 A A FH 28RE OB, AT 23 NAFLD.

g B AIRE T I NAFLD TR f st D488 7 REFFRAIEMH . £ NAFLD 5% IR TT
o, BRI E TS AR M RATIRYT R, BB s RS T U B AR T R ALK E IR R
FH AT IR .
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AR NE 22 % S e T2 S A (U2 P A 1 RE T E

B R B
UM e 2 [ 27 A 6 v oA R 24 ]

HE EAES BN ET, AT BEE LRAE I AR RS 36 25 5 10 vHE A 14 SR P A 2 75 35 A2 I P 13 FH R

HOAERT Ak 252 ' G928 3 BT ASGEEAT AR VE R 3R U o

g fRHE 1S015189 R, il A Ik M RAL 22 R 6 s A B A A R RER SR T (T

TR HFAR BRI R 2k bk (TRAb) , 25-¥28:4i4: 3% D (25-OH VitD) , 3L 3 TIHIEME . M
i e ETSE. % XA KRBT AL VPG o P A IR IGAE . FIREA IR B b v S A
RFEABATRI, HEEWE 20 X, 15 20 KlE S RARCEE, THEHSEMREZ (SD) ,
R HIE+2SD Frxt BB EE (Y (5D, AR 2R A S R RH AT i 22 1] (1) AR . )
W 6 FEARLEAT P A AR A 18— RO RE, K {E+2SD ATt B FROCFEE (Y ) AN Lk 7%
W, SR N R AR, BRI RSIIRR o

SR OEME RVFRZEL/NT L2TEA (12.5%) . K% R 18 3 KA/ SRS . 2 Hrill &390
Bl ) SEBR A 220 /T RV fmfay (12.5%) o EEUEEEAFER 20 BIFEARTSH X MEAE, Ak
2% (10%) FEXAEXAISS, 22 XA SGEEE . A6 PR 18 /N 350 B 545 B ) A v

S8 RN RE AL 22 R 6 G o WA RESGUE A% RESE CRAE I AR U 45 SR 0 v M A v S8, 36
JESEG = BR, ARG .

PU-020
# JEERFI CD36 Ri&IATT (AR X B AT A EI SRR

D, RES. L. AL Ehei. ERE. FHeR
g R R R S B Y 5 N R B i AL

B R5 /N5 T 2% BB (Hydronidone, HDD) X i Th i i 55 AH 5 g 115 ¥4 9% (metabolic
dysfunction-associated steatotic liver disease, MASLD) 7477 /E F A4 AL o
FreE WS A EERSY, 4B (1) HDD 77 MASLD KIf AR %:  (2) HDD 77
MASLD [fHLHIBF 55 -

AR T E e s E RS (High fat and high cholesterol diet, HFHC) % 252 F&-NH s
B = ] (Methionine-Choline Deficient diet, MCD)i% 5[] MASLD /)N RARS DL R AZAETR  (Paimitic
Acid, PA) FSMEMRM A A AML12 40 R4l R . i M E FIh & =4
(25/50/100mg/kg> HDD ¥597, AR5 5 0, 50uM, 100uM, 200uM, 400uM HDD 477 .
IERTE G, WIZE HDD %t MASLD /) 5 40 OB R 3697 1 P

XA (NCD ) | &4 (HFHC 41) . & HDD i8¥74H (HFHC +50mg/kg HDD)
L H /N BRUTE R 2 AT i S 2EL N e 0 3 S U 22 e R TR Jd % . B R 22 S BE R CD36 JE, fE
HFHC+HDD ¥ 97 45 284 [ B il b A58 B i A OG0 85 78 FF i 31X CD36. i 158 58 it Ja M 8¢5 R ik
CD36 *f HDD 547 R R A BH T
SR R TR, 4ERER 514 (HFHC/MCD 4 Mitk, &7#& HDD Gayrdid /R
A RRIE N A AR TR AR R I R O . iR SEIR i o, (A HDD 697G, HiEt
AL, JFEACH4 A AML12 g8 b IR s TR B s> . BL R g5 R KA HDD W] DU 3 22 i
MASLD /) 5 A 41 AR PR 5 3 2

/NI REH P S5 R B, HisBdAatt, P Hh REREA . RIERM .. 44
LR I T W R R, fEiXEZ R IR CD36 fE4 b H SEnT, [RIRATiES CD36 1F A R i
ML 7S 1) £ 20 1o
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EHLHEER G, 5 OE-NC 4iAHEL, OE-CD36 2H MASLD /NRAEMTAS . H0E N S AT 4EAb FE i
HONE, 5RIBITHTHRIEFEEMALL. st kI RiE CD36 J5, HDD X ATF4Hiu Ak
TORREINHIVE R 2. UL E45 SRR, 3Rk CD36 J5<FHKr HDD % MASLD /) iR A 40 A 78 )
HITEA
25 2 JE R A LAH A A TR K 7 CD36 FRik, MMM MASLD /)N R 4 B AR A )5 95 13k
fE . ¥REAEEAUNIEIT MASLD #3124, CD36 /& HDD AaJ7 MASLD [ 5 240 55,

PU-021
B ZBEFXBEKHNEBRARE RS
HIENERGREXE RS

FETE. PhRME. BHEME. KEE. Bhim
A B RS ER — IR EE B

BE BEE+H (ETV) KEBITEMERFR (CHB) HE A SE S /NEDh A 05 1 X .
AT F BRI IR ETV /) CHB & I/ NE 1B br 8 A S R 2.

ik EE 2022 4F 6 H & 2023 4F 9 HE§E KFHE—WEBEFUEERH TS KR ETV dUk
BT HER218 ¥, <65 %, HIRFEIEH (BMD f£ 18.0 #| 35.0kg/m 2 (F) ZI[a], HiER4E
SRR, B EIEARE R . ARG MR RIR R RGN i RGP H) CHB B kit
874 fil. M HRKIHMARA ETV HILE /NEHBIRRE (WK al-fHEkEH (o 1-MG, 0-
12mg/L) . JR B2-tREH (B2-MG, 0-0.3mg/L) . JR N-ZBEE-B-D- ZILH & FETE (NAG, O-
11.5U/L)  JRMHEEELGHEE (RBP, 0-0.7mg/lL) H A Em —Difebriid 5 EIRE 998 5
Eietr R it 122 1, sy 122 6] CHB B 1B /NE AR S BE R FE. BERPHMRY
S AU B /NERJEIE 2. M. HBV-DNA . FFRERE 2 [BIIK &,

HR CRHAMERIASHERR at-fEkEASkABRE RFERK mULEF. PE50 252 EAHE G
(R2=1.038. 0174. 7.228, P<0.05) ; J& N-ZMk-B-D- 237 2 i 5 AT A 5 55 2 1E A%
£ (R2=0.315, P<0.05) ; R¥MEEELEGEOSEEFRERE EMHXMH (R2=0.009, P<0.05) .
ghe KU B R4, SOk AR B CHB B B E /N8R 5 10 RS
FEGTBE R, DRI 22 R 3 B TE K R B B 12 3ok R rp 2 7 8 R L B /N PR b R s o, RR IR 2
i O 453475 SR T T

PU-022
B 41pafT 5 HBV R EH/NEIFNHEESRE
W R R EYEIFR

RAERR L. XIFE L. PO L GEEEHIDR-BAE oK L R L A& L ¥/NE L. Kathrin Sutter?. UIf Dittmer?.
fiss 2. MRt
1. erpoRbRE K 2 R e 22 B B B i s B
2. T [E FE A R — PR AR K SRR 2 B BT BT

HE HRETOST B 4IMuEN SAFHE N HBV BRI & 15 1R8N B Fe e S WLk 2 b o AT
FRNELL HBV 2t H IR PERT = il AR, B 58 B 4UBTE SN HBV ERR I FE T R IE I ThAE
Jt HBV YL A gami, - 1 e B HL R PR F K S g% 24 ML

7% 1.0 B e REE/AN R (UMT /D RSREGXT 4, C57BLI6 /NRONXT IR, i i KR
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FEIKEST pSM2 ORI i HBV 2tk B IR N 6] (AR /NERARAY . TSRy S 5 $a e B[] S5R
/IR, RSS2 1 I 3284k

2./ AR /NRAEAL, ZrHEid Bk CD20 fiikmiks B HakiEEES CD19 F1 B220 Hifk
FELWT B A AN RE . A /I S B2 L (1) Zh 28 284k

3 AR N, DA K R BB S AR B L K VE R IR A . T ORI B i 48 S IR 52 B AT
PR G e, R ARKE I B 40 B vE Ak 0 7 AR T AR B FRIAM ZE SR .

4 K% AR /NBRAERL, TRV E S RIS s vE ST CD19 2 B220 FELIErHifk, 22dpi AFE /N 520 B I 4
AL, AN AT T 4UAR RS,  351h M HBV RF 5314 CD8+T 4% B KN Ih#g
587 AR /INRAERY T FRIE S RT > AR B K S 1gG AN IR Pk ok CD20 FHWrpiiA, ki
UNDSE f=predi N Do A N WA R e s W1 0 NG o 7 L O e = I 1
IREAE . TG A0 B b 25 S 4 S IR T (R Th g

GEEL 17E AR NS, HEFAERUNEAALL, uMT /NRUIILTE HBsAg. HBeAg & HBV DNA ()i
FRTESISIEN

2.B 45 HBV TE IR 80N S HAR RE . #E HBV JFF P Sk @ ar s 5 1 RES B 4HiEl
FEIT B 4RAThRE ] S 8% T HBsAg. HBeAg. HBV DNA MATN HBCAg i&FRIEIR; 7 HBV &
HEEA G I (7 B 14 KD JFERBENT B 40 ThREXT 7S HBV HUEE K TP HBCAg (135 bR TE i
BN

3. 5E S KR E K S A FE KA, VRS pSM2 TR /)N BRI Sz 40 i N2 B2 R B0 S R
[ I LA U B 48 i CXCR5 K MHCII {335, I Birgs#kik PD-1.

4.7F AR /NRAEZS R, [HIET B 40 Thfe v SEUHNE T 4 3b5tae /1524, CD4+T 4iffd CD43 %
i5 R, BFA HBV Cor93 4557t CD8+T ZH il 20 IFN-y Kt J1R 55 .

5.7F AR /NRIERIF, mibk B 4HHE AT 53500 BRI N G2 40 MO 500 16 35 A, T P 3 B AN TG
WA R, AR SI5240; RE CDA+T 4RI RS ThRE T IE HBV Hr7tE CD8+T 4 14
AN SO

5 7E HBV 2k [ IRYERT A Z 61N SR, B e SAMNE MG HBV FiR A AN HBV
TERE R Y RAE BTG . B 4irE HBV & R IS B 2 S DiRe ;s 78 HBV
Sk ERMEERE RS, B S 5IEEA T MM, e matk, LA HBV Eigtt
CD8+T 4 B2 1= A o

PU-023
JLER M BT RImRERRmS 1 flmfliRs

2R
J PR B R X R L ER B

HE (2R RBATER 2022 ) 48118 O BE MR IT B 102 5K R A 4 i)
HBV S, AT A IESRIE I AT IR LT 4R 2 23 28, SE 2 As/ D AT DhRE e . ARk 2R AR
HCC MHABIFRAEM KA, o BH TG R, KL E. X T8HrEa &N EE, N
ERIGARG & (CRRIIREMEIR &), A H METX T ILEEE O RF R B3 (BAIER B ARD
TEIESRIG PRI EIGIT I AR B PR S, TR T-75 ) LB B35 I PR VA 18 T 3R 15 58 2 4508 )L 456
Fig AT 1 LE SN E OB BE AR BT ER a-2b BRAE R E R HPL R ER
JTIERIIRIKIA B LRE, Ry R 4. 8. 12, 24, 36. 48. 52 F, shEME
HBsAg. ATl HBVDNA. JHIDJRE. MERL. H . ANAL IHE. OB B S FEAR T 2K
R OBAEIKREIE, B, 7 2 9 ANH, 1 HETEANE AR RIS s, ALT BEBITE 150-
2001U/L, M9 25iad7, S@iairmts R Wi, Rlt—2ia T 2021 4 12 H B3R 122,
BEAE 3 B4 LIE AR B R IR =FH”, e BRI DR IEH . BRSO PR, —ER
AR i ik B BRI, (B BRI EnT 245 . @d58)LEKEME@E, Kk
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EIT BN, T RIGIT L S A KON . KA R s o7 (R A 3 7 vE S T 78 4 1738, B8
JUBRSRFRRERAA, g B PR RS, AL nl Dt —PIERIG ARG BRI H 1, e k548 H
PEG IFNa-2b fitfi & 1A)7 . £4id 12 8 PEG IFNa-2b J4J7, HBsAg R, {H/Z HBVDNA %
AR TR, BXRSEILRERNE, TR HBYVDNA KF, ERIGRER, AT
JEARERKMRAYUREZY, B (CHBGER) & SJLEERERAMHES <4 0.5
mg FER—IX PUREEIRIT. BHEALILIRTT, ERITH 24 HK HBVDNA K Tl ~FR, HBsAg #%
FH, Jr=4: HBsAb, RILBHZEZAWAR KL, GITER, BEEBIGKRIE .

& JLEBOHEEEFHRE O B TIMER a-2b B& BB RFHH PR EIRIT S T IRRIG @] LA
IEFREF R, BARRNEN, et 1697 VI CLRAS 25 HLE 15 58 2 1k PRECE BT 72 i
.

PU-024
ZHEBM ZERBMRAERSM KB RERE
FRBFT3=5 1 51

B, B R, TS, B
A B R ER — R EE B

BB RIT I T 2% 975 5 I8 1A 1 PR AR i DA % B 8 JER LS 2 J8) T 98 973 253 T 25008 o 2 e T 52 5 1
PREFAE . 12W1 B I6Y7 S, DA ot e R I 48 05 BRIk e B 18 Stk 22 o 1A IR

FHEE [FUHE AT 1 51 RS 1 22095 B3 1 I 98 35 8 Stk I Y T 28 075 B B AL R0 08 I 2 e e oy B 1)
girgnt, DUORBUF R B Stk e A O 1 A A R B AR IR S R S
(SinoMed ##2 %) , LL“Acute-On-Chronic Liver Failure”®s 43 Siia44 % PubMed $3EE, &
IR IR 2024 4F 1 H 31 H, S5&WERE NN R 2R EEES, HBV. HEV HEEL,
18 0 3 58 PR SC R AR S AR TR R AT IR BT 28 093 B IR AT 0 2R IE . BRI IR
RIL I69T K FiE, HBV EHES HEV GG REFE LA AS I S B ) fE B R 2= . I PRARHE
R ABIEERZ S, ESR RS 1 Ftie, BAEASME IR ERR .. CRRF5maEK
ge, NBUE RIS, A BRI R R IEREA, T UAPUREE. N T SCRRA YT ST S
FRRIT IG I DhRELr S, MR, TERIIRN AT 2R R SE A MmUY, JERE%
W 2518, FEREYER NGS R “ME W Yy, SR EE. &E R T huURRERIT G,
RS B, G HEERE, REWS NSRS, WE R SRR, Witk
FF 96 NG A, Bl ph B R, SO gy, WUiE". HEV ERYLEE 2 T2 E 0,
B A B YEIREE TR S8 M ORI % B A EE HEV BRI E e NBE, Y5 5k N T 38,
AR R, IRTT R DARPRE SCREIT O, AR DI S 1

g5 U 589 B G — M NBE R SR ARG, KA TZE. SR EEMEEN,
THEZER M, HEEASE RS, RAEUSESCRHET AT BRSNS i 8 1) 3
PR, FR, RS ATIRTT . B RS EAEE SN ACLF B RS:, FKR
B HERA DAL S oy B
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PU-025
3-M5| bk Z B 3T AF 46 14 B Al 1 A 9os
XA LRI E R HALFIERSE

Mrfe. oK)HE. ARilE . HEE
BRI & A BB

B 3-M|0k 21 e &R AR =9, A H . AT RS2 Mg w4 . BEEF Rk
B 3-W5| Wk 2R R O I AR B R BRI AR 1, R JORE I BRI AL A, R B I 5 SR 2 AR Se i, {BAE
PG HERR TR (NAFLD) FHCHFAR4EL R I E A A B . A I B 7EIRFT 3-M| Wk IR TE
NAFLD &4 R R e R FEML, TP 1 g 0 1 A9 A D 4 A SR A5 mT BE I YR T 5 190
Fik BATKF GAN &1 CDAHFD #iAIK)E# NALFD FHoC AT LT 4L I sh AL, @ik 16sRNA
I DA R AR U 4 2 4 i 1 B e S LA = i A8 4k . i i AST. ALT. ALP. TBIL %4845
PEAG PR 3545, et O et MR iRl RIRE L Y0 BT e FEE . 3P, /A
PR T RFIESS B EAAY, @it ByE ALT. AST. Z8SEDRFAEI, 2% yett, gPCR. Western
Blot ZE5LIGHR T 3-MIVk L% NAFLD K28 E B EH . JHEdFed. Rigd,. RadE2 A
SO W IR AL AT AE ML g — 2D 5AIE .

ZER AT X RA /N, GAN K& AT CDAHFD /) BB B 30 B J2 1K) NAFLD AH S AT £F 4L % 7Y,
JIE B FERE R, PR3-t LR S R K. BRI TR LAl -, #h7e 3-MIkkZ
TR S5, WEAEMATYEib A AT, SRAERTFIIRIE TR, FERGM PSR Pl L, 2H %5
EAMRIR, 3-MIBEZFRIEE NF-kB 3@ 3MH] NLRP3 255 /MEFIBOE SR ) 280 5N A0 T
ERANM TG AL, DR T 9 RE AN AR 4K, o

5% 76 NAFLD M RRF4F4itb R AE R BN R, MRiE i~ AL 3-IWk LRIk, #h7e 3-W5|k
LR P NF-kB i@ #H0H] NLRP3 JORE/AIMA IS, RGN LF 4tk 3t FE

PU-026
FrREW A FHAEMEN TR Bk M TR R BV S -
— I g s B B A SR 3

RiAE. HE. SRR, R, EiE. FER
AL B RS 5 = BB

HE [TEK A (PVT) T EGE AL B 25 R0 R B R RE 2 —,  H H AR #E 0 A= A7 E
AR . A B R BEW T WAL A IR IEMIR . PVT B T XS 5, SEA %)
L.

FiE AN 2016 4 1 HZ 2023 4 9 A TIRELS W L& HFIEMR M PVT &35 150 i, sk
RSB RLLRiehn, HIPEUTE B EW T EE 2023 4£ 09 H, WRIBEHFSE, ST HEE
74, Cox [HH5#T. ROC k. feHEfhZk. Nomogram B4 Hi#5M FH R 4.3.0 # .

53 150 ] PVT B pALE4 130 I, TRAZBEVIR A 360 K (90-438.75 KD , AET-41 20 4
(13.3%) , 1 4N 15 BT (10%) . 11 i (55%) AT £ 2B IhREREw, 7 5] (35%) 4T
EWAERH L, 2 6] (10%) 6T EGPEARTE . ALBE TN R 90 K (52.25-318 K). AT 54
TELHAREE, WOREbes]. K. FFEZRERE R AR S (P<0.05) ; #AEFEIR (WBC 1H4. NEUT
T BE C RMEED iR (P<0.05) 5 fE Na+. TG. AT-ll B3 [FK (P<0.05) ; IR
(TBil. ALT. AST) . EIfiThAt (PT. INR. FIB) ## (P<0.05) . ZHZE Cox 2 Hr4s R Eox
WBC (HR=1.123, 95%Cl: 1.005-1.256, P=0.041) . TBil (HR=1.011, 95%Cl: 1.007-1.015,
P<0.001) . ALT (HR =1.006, 95CI: 1.001-1.010, P<0.010) . Na+ (HR=0.894, 95%CI:
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0.805-0.994, P=0.038) /& PVT HEEILT AT . R LR 4 TiFEbn i) g 1 e i 7 -
WANT, H 0.5 4 AUC 152514 0.919 (95%Cl: 0.84-1.00), REEHN 0.937, 47 0.760;
1.0 4 AUC {HA 0.923 (95%Cl: 0.85-1.00) , REE N 0.659, KrFJER[IA 1.000, TR X
SE R, AL TLMTERS MELD. Child-Pugh 4> %% (0.840. 0.887) , % Hosmer-
Lemeshow ¥4 P>0.05, #2757 B A P AR R UEFE

G50 AWK T — P ETIGRHET S AL & IR PVT TS SR R, I CAER B
PREEH N G1VPAS PVT Tifa, 53 it il e ML T & -

PU-027
Angiopoietin-like protein 3: a promising prognostic
biomarker for patients with acute-on-chronic liver failure
caused by hepatitis B virus

Xueying Zhang?,Yasi Tu!,Qunfang Rao?*,Daxian Wu??
1. The First Affiliated Hospital of Nanchang University
2. The First Affiliated Hospital, Zhejiang University School of Medicine

Objective  Acute-on-chronic liver failure (ACLF) is a syndrome observed in
chronic liver disease (CLD) patients with acute hepatic insult and mainly characterized by high
short-term mortality, up to 33% at 28 days. In recent years, alcoholic steatohepatitis and
metabolic fatty liver disease have become important etiologies of ACLF, but chronic hepatitis B
virus infection is still one of the main etiologies of ACLF.Liver transplantation (LT) is an effective
salvage treatment, and the survival rate of ACLF patients after LT for one year was over 80%.
However, because of scarce resources for LT, it is urgent to evaluate current clinical practice
for ACLF patients to decide whether add them to LT awaiting listandto avoid inequitable
distribution. Therefore, the development of prognostic biomarkers for ACLF is necessary to
address these challenges.In recent years, there has been widespread interest in liver-specific
biomarkers for assessing the progression of liver failure and for clinical management.
ANGPTL3, a hepatocyte-specific protei, is synthesized exclusively by hepatocytes and plays
an important role in lipid and lipoprotein metabolism. Moreover, ANGPTL3 also presented in the
prognostic biomarker library in our previous large-scale proteomics studies. Those clues suggests
that ANGPTL3 may be a prognostic biomarker for patients with ACLF. However, the correlations
between ANGPTL3 level and ACLF prognostic has not be documented up to now, and it is very
worthwhile to clear it.

Methods A prospective longitudinal HBV-ACLF cohort(n=219), enrolled at the First Affiliated
ospital of Zhejiang University, was used to evaluate the prognostic capability. A cross-sectional
investigation was conducted using a cohort of 72 subjects including negative control (NC),
patients with CHB, liver cirrhosis (LC), liver cirrhosis-acute decompensation (LC-AD) and ACLF.
Data were obtained and recorded using predesigned datasheet. The laboratory tests were
conducted with patients’ fasting serum samples at admission. ANGPTL3 levels was determined
by commercial enzyme-linked immunosorbant assay. Statistical analyses were conducted using
Statistical Package for the Social Sciences and Medcalc (Medcalc Software). Categorical date
were compared using Chi-squared or Fisher's exact test. Independent prognostic factors of HBV-
ACLF patients’ 30-day mortality rate were obtained using Univariate and multivariate Cox
regression analysis. Multivariate Cox regression analysis was conducted with the forward Wald
method. The entry and removal probabilities were 0.05 and 0.10, respectively. The pair and
repeated-measures data were compared using the Wilcoxon test and the Greenhouse-Geisser
method, respectively. The rank correlation was identified using the Spearman method. The
cumulative survival rates were compared using Kaplan-Meier plots. The receiver operating
characteristic (ROC) curves among scores were compared by Z-test using DelLong’s method. All
tests were two-tailed, and P<0.05 was considered statistically significant.
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Results Compared to CHB (P=0.001), the ACLF group had significantly lower ANGPTL3
levels. Itis clear that ANGPTL3 levels lower in non-survivors than in survivors (P<0.001). In this
study, the lower the concentration of ANGPTL3, the higher the mortality rate, up to 71.26%, and
the higher the concentration of ANGPTL3, the lower the mortality rate, almost zero. Multivariate
Cox regression analysis represented that ANGPTL3 was an independent prognostic factor for
HBV-ACLF. When we stratified patients according their cirrhotic condition, ANGPTL3 remains an
independent prognostic factor in HBV-ACLF patients regardless of whether they had cirrhosis or
not. With the increased number of failed organs, ANGPTL3 levels were correspondingly
decreased (P<0.001), and associated with coagulation failure closely. ANGPTL3 levels of liver
cirrhosis (LC) group were higher than in liver cirrhosis-acute decompensation (LC-AD) group
(P=0.008). Prediction of 30-day mortality for patients according to prognostic scores in
the derivation cohorts. The area under the ROC curve (AUC) of ANGPTL3 levels for 30-day
mortality was 0.790, with sensitivity of 0.647 and a specificity of 0.810 at an optimal cut-off value
of 51.18 ng/mL. As we stratified HBV-ACLF patients into high-ANGPTL3 and low-ANGPTL3 sub-
groups in compliance with optimal cut-off value. We observed that 18 patients (11.6%) with high-
ANGPTL3 deceased, but 33 patients (50.8%) with low-ANGPTL3 deceased within 30 days. The
cumulative survival rate in the low-ANGPTL3 group was significantly lower than that in the high-
ANGPTL3 group ( P<0.0001). In addition, ANGPTL3 levels tended to increase in the fluctuation
group (P=0.170), but significantly increased in the improvement group (P=0.044).

Conclusion Developing ANGPTLS3 as a prognostic biomarker for HBV-ACLF was promising. It is
valuable to measure sequential circulating ANGPTL3 for monitoring of ACLF progression.The
underlying mechanism related to organ failure due to the decrease of ANGPTL3 level may be
related to coagulation function.And this speculation needs to be verified by practical research.
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Trained immunity contributes to immunomodulatory
plasticity of human bone marrow mesenchymal stem cells

Binggi Li,Xi Liang?,Jing Jiang?,Jiaojiao Xin!,Dongyan Shit,
Shiwen Ma',Hui Yang?,Xingping Zhout,Jiaxian Chen?,Jun Li*

1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, The First Affiliated Hospital,
Zhejiang University School of Medicine
2. Precision Medicine Center, Taizhou Central Hospital (Taizhou University Hospital)

Objective Human bone marrow mesenchymal stem cells (hBMSCs) contribute to cell therapies
owing to plastic immunoregulation and multiple differentiation potentials. The immunoregulatory
role of hBMSCs is crucial for addressing cytokine storms associated with severe liver diseases.
However, the intricate immune microenvironment in vivo poses challenges to the survival and
functions of hBMSCs. It has been proved that trained immunity can improve the adaptability of
immune cells and therapeutic effect. Trained immunity in immune cells, induced by pro-
inflammatory cytokines interferon-y (IFN-y) and lipopolysaccharides may result in rapid response
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and increased protection against the secondary stimulus. However, the immune responses and
effects of trained immunity on hBMSCs have been unclear. This study aims to enhance the
immune-inflammatory regulation of hBMSCs to provide references for the optimization of stem
cell therapeutic strategies.

Methods Trained immunity was induced in hBMSCs (T-hBMSCs) by exposing them to pro-
inflammatory cytokines IFN-y and tumor necrosis factor-a (TNF-a) as “trainers” for 24 hours,
while untrained-hBMSCs (UT-hBMSCs) were treated with medium as control. Subsequently, the
cells were assessed using the same "trainers" or patient serum derived from acute-on-chronic
liver failure (ACLF) after 48 hours of cleaning. Cell samples were collected to perform flow
cytometry, real-time quantitative reverse transcription PCR (gRT-PCR), and transcriptome
analysis to characterize trained immunity on hBMSCs.

Results The cell morphology was observed by contrast microscope, and the nucleus of T-
hBMSCs were slightly larger than that of UT-hBMSCs. The surface markers of T-hBMSCs
detected by flowcytometry were positive for CD73, CD166 and CD90, but negative for CD45,
CD34 and CD79a, which was consist with UT-hBMSCs. Trilineage differentiation (osteogenic,
chondrogenic and adipogenic differentiation) of hBMSCs after training remained unaffected,
indicating that the stemness of hBMSCs was retained after training. Pro-inflammatory genes (IL-
1B, IL-6 and IL-8, all p<0.0001) and immunosuppressive genes (PDL-1 and IDO, both p<0.0001)
expressed in T-hBMSCs were higher than UT-hBMSCs. Differential genes and gene set
enrichment analysis (GSEA) showed that “trainers” activated the signatures of virus immune,
RIG-I like receptor pathway, NOD like receptor (NLR) pathway and Toll-like receptor pathway
related to innate immune response. After 48 hours cleaning, the expression of immunomodulatory
genes especially IDO remained significantly higher, while the expression levels of inflammatory
genes especially IL-1B gradually returned to baseline in T-hBMSCs. The results revealed a
significant increase in IDO expression in T-hnBMSCs compared to UT-hBMSCs upon restimulation
with the same dosage of "trainers" or ACLF patient-derived serum (5-fold vs. 4606-fold, both
p<0.0001). Transcriptome analysis detected a total of 1041 genes with significantly up-regulated
expression and 827 genes with significantly down-regulated expression in T-hBMSCs compared
to UT-hBMSCs. GSEA revealed that trained immunity activated NF-kB signaling pathway, which
is associated with innate immune responses, and subsequently induced JAK-STAT pathway in T-
hBMSCs causing an increase in IDO expression. The higher expression level of IDO inhibited the
proliferation and activation of T lymphocytes, thereby enhancing the immunoregulatory function of
T-hBMSCs.

Conclusion Trained immunity enhances the immunoregulation function of hBMSCs, enabling
them to respond quickly and favorably in the inflammatory microenvironment of the diseases. Our
findings will help propose potential solutions of stem cell-based cell therapies owing to
immunoregulation and functional plasticity, and contributes to optimize stem cell therapy
strategies, indicating the potential clinical applications of T-nBMSCs in the future.

PU-031
Longitudinal single-cell transcriptomics analyses reveal
distinct peripheral immune characteristics
linked to ACLF progression

Xi Liang*2?,Qian Zhou?,Jinjin Luo?,Jiaqi Lit,Jun Lit
1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, The First Affiliated Hospital,
Zhejiang University School of Medicine
2. Precision Medicine Center, Taizhou Central Hospital (Taizhou University Hospital)

Objective Acute-on-chronic liver failure (ACLF) is a critical syndrome characterized by hepatic or
extrahepatic organ failure with high short-term mortality, which develops in patients advanced
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chronic liver disease regardless of the presence of cirrhosis. There are few effective therapeutic
options to improve poor prognosis of ACLF. Liver transplantation is the effective treatment for
ACLF, but its utility is constrained by organ shortages. Previous studies have revealed the
heterogeneity of circulating immune cells is associated with ACLF severity. Activated neutrophils
with increased capacity to form neutrophil extracellular traps are increased in the patients with
ACLF. Altered frequency of monocytes have been observed in ACLF, such as intermediated
CD14+CD16+ monocytes, CD14+ monocytes expressing MerTK, as detected by flow cytometry.
ACLF patients exhibit changes in monocyte-related gene signatures, leading to dysfunction in
inflammatory response, bacterial killing, antigen presentation and macrophage polarization.
Lymphocyte counts are decreased in ACLF patients compared to non-ACLF. Understanding the
molecular mechanisms driving the pathophysiology and cellular immune response of ACLF is
critical for developing prognostic tools and targeting therapeutic interventions. Previous studies
obtained from microarray or bulk transcriptomics analysis in whole blood or circulating immune
cells (PBMC or specific immune cell subsets) have provided only averaged information on cellular
heterogeneity, which lack the resolution to identify cell type-specific signatures. This study aims to
comprehensively depict the dynamic immune responses along the progression of ACLF based on
longitudinal single-cell technologies.

Methods We jointly conducted single-cell RNA-sequencing (scRNA-seq) and cytometry by time
of flight (CyTOF) of 45 samples from 17 hospitalized patients and 15 control subjects using
peripheral blood mononuclear cells (PBMCs). Of these hospitalized patients, six were in the
progressive course of ACLF, which worsened over time and led to poor prognosis or necessitated
liver transplantation. Five patients were in the stable course, with no obvious change in disease
severity. The remaining six patients were in the recovering course, showing improvement over
time and eventually being discharged. PBMCs from each patient were collected near clinical
diagnosis (T1) and several days later (T2) when patients were still symptomatic. Control subjects
consisted of 5 healthy controls (HC), 5 individuals with chronic hepatitis B (CHB) and 5 with liver
cirrhosis (LC), representing different stages of ACLF development. Bulk RNA-Seq and flow
cytometry were employed in other ACLF cohorts for validation.

Results After quality control and filtering, 379,132 high-quality single cells transcriptome were
obtained. The single-cell transcriptome landscape identified forty-one immune cell clusters,
including four low-density neutrophil clusters. The specific alterations of peripheral immune
response were observed in ACLF compared to control groups, revealing cell-type-specific
changes in ACLF progression. VCAN+CD14+ monocytes with activated interferon-stimulated
genes and increased inflammatory functions expanded in ACLF-1. Mature hyper-inflammatory
CXCR2+ neutrophil and CD163+ macrophage emerged as pivotal in progressive ACLF patients,
especially in the preterminal stage. Cell-cell interaction analysis exhibited enhanced CD39 and
IL10 signaling with an anti-inflammation effect arising in the preterminal stage of ACLF. NK cells
gradually decreased along the ACLF progression and exhibited impaired cytotoxic activity and
metabolic functions. Overall cellular interferon response and antigen presentation process
diminished in ACLF. Highly activated cytotoxic T cells, including GZMK+CD4+- and
GZMK+COTL1+CD8+- T cells, are hallmarks of recovering patients. The dynamic patients were
stratified into six subtypes with distinct features, linked to ACLF outcomes. Proteomic profiling
results of immune cell compositions and cell states showed a high concordance with those of
transcriptome. The clinical applications of gene signatures were validated in bulk RNA-Seq.
External validations with flow cytometry further confirmed the specific cell cluster in ACLF
progression.

Conclusion Our longitudinal multi-omics reveals dynamic immune-response axis evolving
disease courses of ACLF, highlights anti-inflammatory functions of macrophage and provides
diverse immune subtypes for ACLF stratified medicine.
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PU-032
MiRNA/mRNA network topology identified miR-503-5p as
an immune regulatory hub in acute-on-chronic liver failure

Heng Yao?,Xi Liang?,Jing Jiang*,Jiacjiao Xin!,Dongyan Shit,Xin Chen3,Jun Lit
1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, The First Affiliated Hospital,
Zhejiang University School of Medicine
2. Precision Medicine Center, Taizhou Central Hospital (Taizhou University Hospital)
3. Institute of Pharmaceutical Biotechnology and the First Affiliated Hospital Department of Radiation Oncology,
Zhejiang University School of Medicine

Objective Acute-on-chronic liver failure (ACLF) is a complex disease with a high death rate. The
pathological miIRNA/mRNA regulation in ACLF remains uncharted. Specifically, there is still
lacking a systematic framework to quantitatively measure the potential impact of a miRNA in the
mMiRNA/mMRNA network. This study aimed to reveal the core hubs of the disease-related
MiRNA/MRNA network constructed by paired miRNA/mMRNA sequencing using topological
analysis.

Methods Ninety-five peripheral blood mononuclear cell samples (ACLF, n=30; liver cirrhosis (LC),
n =25; chronic hepatitis B (CHB), n=25; normal controls (NC), n=15) were collected from a
prospective cohort for paired miRNA/mMRNA sequencing in the derivation group. Forty-two
peripheral blood mononuclear cell samples (ACLF, n=11; LC, n=9; CHB, n=7; NC, n=10) were
collected from a prospective cohort for paired miRNA/mMRNA sequencing in the validation group.
Differentially expressed (DE) transcripts were used to construct miRNA/mRNA networks that
reflect the disease-related regulatory relationships. Subsequently, topological analysis was
performed on these two networks to measure the potential impact of miRNA or mRNA node have
toward the entire disease-related network and thus identify the regulatory hubs in the disease
progression of ACLF. Functional analysis and correlation analysis of the clinical measurements
were conducted on the core regulatory hubs to demonstrate the associations with the
pathological features of ACLF. Cellular signature inferring was performed according to
transcriptional intensity to capture the correlation between miRNA in the core module and
immune cells.

Results Two miRNA/mRNA networks were constructed based on the DE-miRNA/mRNA of
NC/ACLF and Chronic disease group (LC and CHB)/ACLF containing 83 and 100 miRNA/mMRNA
pairs, respectively. MIRNA/MRNA pair sequence matching was performed to confirm that these
pairs were matched in the targeting region including mRNA 3’'UTRs and Coding regions based on
both experimental evidence and predicting scores. Tissue miRNA level screening was performed
based on a microarray data set collected from all tissue types in the six human body to ensure
that all miRNAs in ACLF networks have significant expression levels in liver tissue. The network
centralities of all mMiIRNA and mRNA node were calculated in topological analysis. A core module
was identified including five miRNAs shared by two networks which have the most influencing
impacts toward the disease progression of ACLF through the network regulation. Correlation
analysis showed that the expression levels of miRNAs in the core module correlated significantly
with major clinical measurements of ACLF including albumin, total bilirubin, direct bilirubin, and
alkaline phosphatase. These miRNAs were closely related to adaptive immune response, T cell
activation, cell killing in functional analysis done by gene-ontology term enrichment. The full
transcriptome was sent to cellular signature analysis to capture the comparative cellular intensity
of all immune cell throughout the ACLF disease progression, in which the five miRNAs in the core
module showed strong associations with the cellular signatures of CD4+ T cell, CD8+ T cell, NK
cell, monocyte, and macrophage. In this core module, miR-503-5p was identified as the most
impactful regulatory hub according to the topological network differences caused by DE
MiRNA/MRNAs of ACLF. The paired combination of miR-503-5p and its potential target genes
performed well when predicting 28-day death of ACLF patients and showed better predicting
results compared to using target genes alone.
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Conclusion Topological analysis of the miIRNA/mMRNA network in ACLF reveals its regulatory
complexity throughout the disease progression and identified the core module of the network,
which was closely related to the immune regulations of ACLF. MiR-503-5p was the hub of this
core module, which upregulated in ACLF to suppress the lymphocyte activations. The paired
combinations of miR-503-5p and its potential targets can predict the 28-day death well, which
may help to discover novel early-warning markers or therapeutic targets of ACLF.

PU-033
Plasma thrombomodulin as a candidate biomarker
for the diagnosis and prognosis of
HBV-related acute-on-chronic liver failure

Xingping Zhout,Jinjin Luo?,Xi Liang?,Peng Lit,Jiaojiao Xin!,Jing Jiang!,Jiaxian Chen?,Hui Yang?,Shiwen
Ma?,Binggi Li*,Dongyan Shi*,Jun Lit
1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, The First Affiliated Hospital, Zhejiang
University School of Medicine
2. Precision Medicine Center, Taizhou Central Hospital (Taizhou University Hospital)

Objective Acute-on-chronic liver failure (ACLF) is generally regarded as a complex clinical
syndrome characterized by acute decompensation of liver function and multiple organ failure in
patients suffering from chronic liver disease. The pathologic feature and etiology of ACLF patients
differ with regional distribution. Our previous study showed that the clinical characteristics of
patients with hepatitis B virus-related ACLF (HBV-ACLF) were significantly different from those of
alcoholic hepatitis-related ACLF patients in Western countries. HBV-ACLF may progress fast,
with a short-term mortality rate of 50% ~ 90%, even with the most intensive treatment. Therefore,
effective biomarkers for the early diagnosis and prognosis of patients with HBV-ACLF are needed,
which may guide concise clinical decisions to improve management and minimize futile and
expensive care.

Thrombomodulin (TM) is a transmembrane glycoprotein receptor specifically expressed on the
surface of endothelial cells that binds to thrombin and activates protein C, and then degrades
coagulation factors Va and Vllla to reduce thrombin production. Soluble TM is a reliable
biomarker indicating endothelial cell injury. Liver sinusoidal endothelial cells (LSECs) participate
in liver angiogenesis. During the progression of liver disease, soluble TM protein is released into
blood due to the injury of these vascular cells. Several studies have shown elevated
concentrations of soluble TM in diverse liver diseases, including acute liver damage, chronic
hepatitis and cirrhosis. Recently, the clinical significance of TM in liver disease has also attracted
more attention. For example, Wei et al. reported that high plasma TM concentrations could
indicate poor prognosis in decompensated cirrhosis. To the best of our knowledge, no previous
research has been conducted to investigate the relationship between TM and HBV-ACLF.
Therefore, this study aims to evaluate the diagnostic and prognostic value of TM measurements
in HBV-ACLF patients.

Methods Gene expression analysis and functional enrichment analysis of transcriptome
sequencing data studied in our early stage were carried out to identify the expression and
function of TM gene and its potential prognostic value for short-term mortality during HBV-ACLF
progression. Next, plasma TM concentrations were externally measured in subjects from a
prospective multicenter Chinese Group on the Study of Severe Hepatitis B (COSSH) study cohort
between January 2019 and December 2021 and assessed by enzyme-linked immunosorbent
assay (ELISA).

Totally, the plasma TM concentrations of 393 subjects with HBV-ACLF (n=213), acute-on-chronic
hepatic dysfunction (ACHD, n=50), liver cirrhosis (LC, n=50) or chronic hepatitis B (CHB, n=50)
and normal controls (NC, n=30) were measured to verify the diagnostic and prognostic
significance of plasma TM for HBV-ACLF patients by ELISA.
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Results TM mRNA was highly expressed in the HBV-ACLF group compared with the ACHD
group (AUROC=0.710). High expression of TM predicted poor prognosis for HBV-ACLF patients
at 28/90 days (AUROCs=0.823/0.788). Functional analysis showed that TM was significantly
associated with complement activation and the inflammatory signaling pathway. External
validation confirmed its high diagnostic accuracy for HBV-ACLF patients (AUROC=0.796).
Plasma TM concentrations were correlated with organ failure, including coagulation and kidney
failure. Plasma TM concentrations showed a potential prognostic value for 28-day mortality rates
(AUROC=0.702). Risk stratification specifically identified HBV-ACLF patients with a high risk of
death as having a plasma TM concentration of 28.4 ng/mL.

Conclusion This study reveals that the plasma TM can be a candidate biomarker for early
diagnosis and prognosis of HBV-ACLF, and might play a vital role in coagulation and
inflammation. However, our study has a few limitations. First, the number of participants included
in this study is not large enough to alleviate inherent bias among these populations. More
subjects should be enrolled to further clarify the role of TM in HBV-ACLF patients. Second, the
diagnostic and prognostic value of TM for ACLF of other etiologies, such as chronic alcoholic
hepatitis in Western populations, is not elucidated in our work.
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5, MG K SR A B R R A K.

4
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FRRXRERGEES IEERFREE L v-8& T BRKEAS:
— T RTEE I RO BT R R AR B RO BB SR

AR, gk, DU, R KW
SN NI EE BT

B FPERR (HED 2 i)™ & (1) D AR S 507 8 10 T TR i 5 i — P SRS e i, 33K
RUZEEL. ER R E I RO, TERZE. HEl, HE FIEERPHLE A S,

H W SARUI T REEAS I 57 R R DL R 0] M 2 32 o 20 W 3 N2 TR 22 o AR 3@k 4 I 8
Bl (] B ik s 8 7 A (DTI-ALPS) DL & FFRE Ak 2B 38 i vh 1) -2 T B /K PR #R 1T HE
(R HLE o

ik L 48 BRI T PN T A1 = B (LC, n=22) | %
R (MHE, n=19) FIEMEFFERRA (HE, n=7) . XFrE BE#T TP 8ok &
% (DTD FEIHEAREE (MRS) k.

R X =M, MR HEFERM Child-Pugh WA gt EER. R, EER. PHES ¥
S REN G A AR EEF. 5 LC 4k, HE dAERKK, PHES Fzh¥dr & it
BB (p<<0.05) o Ktk G MBH F R IEAT Mm% ILEL /S, MHE 40 (1.21+0.23) A
HE 21 (1.20+0.26) 1] ALPS $8HUKPhEEMKT LC 4 (1.4720.35) (p<0.05) , [FIff, ALPS
FRHOE 5 & DFIR % (NCT-B. DST. SDT. PHES) Z#AM% (p <0.05) . Ibsh, ATES
M7 FERAR AR AN L R ) y-2 3 TR (GABA) /K. 7 MHE 41 el A AR sk 2 3 . e i i)
GABA/Water 1 GABA/Cr /K- F3 /i (p <0.05) . #x)a, FATEMELE] ALPS 555 GABA /KF2
[E A7 7E B ) HAE S (p <0.05)
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5 BRIk, IRATRIWEFTsRIE T AT PR SR A LA o 2RI R Th RERRAS S y-23E T R
KPR R o A5 T ZHE— DR DL E R G HE 5 BRSBTS T 238, I
7R K rh y-2 5 TR S i 22 B AR R I OB

PU-037
FRAELSSATCHERELEHELZ R MKESIE 1 6

UL BT EEREL KREK- B E R
AR BR R R E T BE B

HE fNIREEEIE (BCS) Fa&F R 512 1 B /N ki ik DL 2R i F kAT 0 55 N AR R K
IO VB S5 o T B SRR AT AT PR R BELZE, DARERK . REOK. AR, BN Sh R beig 25 R PE
WAFEERI . BRE 1 G A -4 R AN REE B 6 )T 77 Z B 7 i RE, A Hria T
AN, NEE SR AR TG R4 24 7 RIREA L .

g BEEK, MERED, PR, SR, VUBAE, WEASR, SR BEUTER, TR
SRR, g BN, BA O, BRr, REFEH—1T, E0TME. TR, SO,
BKOTBZ IS « PHEREAKS, IESBIEIE. P UK IR LSS, KO, 453 SO .
AEJ5 R kLWG 50g SR PRVE 159, W 159, % 30g. ST 30g. A WLEF 159, FFE 25g.
FEREHR 30g. WIAKZ 30g. EEWMN4 30g, &H 1 #), /KRR, 70 2 WHMR. TEEFERZEXK
(5mg Once iv.) FlZKiEM, SABIZR A (1g Bid po.) PR KA, BEHEFHKRHE (0.5mg
Qd po.) HEHEE, 4EEZ KL (10mg Qd iH.) et K7 AE sl ek e 5t M b i, L R WE VA
(10ml Bid po.) HHBLEMERFIME. FREEKER: TR EBILOCBNZE R4, wAEL
W4E 0.39cm, Ik 172cm/s, i OEBNE 1.6cm, HAEEMRIEY, #iE 23cm/s. ATk iE:
JF R &R kT O By N AR B B 46 45, A 113cm/s, O EENFE 0.7cm, AiE 78cmis.

ER] 2N RGIGRTT, BEER. MIERABCR B S 4r 5, R 9 K, 1REH T[4 5kg, M
HI4E/N2) 6em. HFEET 202245 A 12 H T2 &L, WEE. BESE4% )N, 548 27 H
KR FFATiE/KH 3.4cm FRZ 2.4cm, THEHBAE/KH 10.1cm FRZ 3.2 cm, HARHIFE
Fii 978 S T A TE HA IR 4

g5 A B E WK ERI UG N T, AN R FIBIEL R e K, R E0A B R iE 30,
JRER, N R ERRATCH B EME, FERRFETT. R K SRR K S EUE I 7738 & in =
X R s ik 7, 4R AN R SE A RIS GBS IR . fEFERIR T 3Ea -, HR4E B A F
A HE 22 B B HIE I R 2 55 RGBT, AR T RRAHT, #E— DGR IR, A
I3 PRIL PG R ANMRIR T B o A3 9 75 BH AR AT 0 Q2R S AEAE D in 25 IS /K 1 B PR 25 5 itk =,
F A BR 2GR T BSOS R PR AT, RA TANIS T RAFIIETT RO, B IE MR AR R HEAL
1BIT, KR AR AL IS K B A PH R 45 4 SE B — 8 IS s

PU-038
The prevalence and significance of hepatitis B core
antibody(anti-HBc) in Chinese patients with autoimmune
hepatitis

Zhonglan You
First affiliated Hospital of Army military Medical University

Objective Autoimmune hepatitis (AIH) is an organ specific, chronic inflammatory disease of
unknown etiology characterized by the presence of serum autoantibodies, elevated serum

46


javascript:;

AR B 27 2 B DY O B PRI RABEAL . FORE AR 55 I R F FE 1 J 2 R il SRR

immunoglobulin G (IgG) levels, severe interface hepatitis on hepatic histology and response to
immunosuppressive therapy.l Two types of AIH have been proposed on the basis of serum
autoantibody profile. Type 1 AIH is characterized by the presence of serum anti-nuclear
antibodies (ANA) or anti-smooth muscle antibodies (ASMA) and type 2 AIH by type 1 liver-kidney
microsomal antibodies.2 AIH is composed predominantly of type 1 in Chinese populations.3 The
pathogenic mechanisms leading to AIH are not completely understood. The human leukocyte
antigen (HLA) DRB1 gene is a well-characterized susceptibility gene and previous studies have
shown that DRB1*0301 and DRB1*0401 are associated with susceptibility to AIH in Caucasian
individuals and DRB1*0405 is associated with genetic predisposition of AIH in Asian
individuals.4,5 There is evidence that autoimmune liver diseases can be induced by a
combination of genetic predisposition and environmental factors, especially infectious agents
such as herpes simplex virus 1, cytomegalovirus and hepatitis C virus (HCV).6 Moreover,
Hepatitis A virus infection was strongly associated with pediatric AlH, in particular in Argentinean
children with HLA-DRB1*1301.7

HBV infection is a global health problem and approximately 30% of the population worldwide
show serological evidence of current or past HBV infection.8 HBV infection status can be defined
by HBV DNA and serologic markers including hepatitis B surface antigen (HBsAg), hepatitis B
core antibody (anti-HBc), hepatitis B surface antibody (anti-HBs), hepatitis B e antigen (HBeAg)
and hepatitis B e antibody (anti-HBe). Generally, positive HBsAg indicates current HBV infection,
while anti-HBc 1gG is a marker for previous HBV infection. As a special form of HBV infection,
undetectable HBsAg, but detectable HBV DNA in the serum or liver tissue, is referred to as occult
HBYV infection. HBV infection is highly endemic in China.9

A recent study analyzed serum samples of 2 million men aged 21 to 49 years in rural China and
reported that 6% were HBsAg-positive and 9% were anti-HBc-positive. Another study reported
that HBsAg-positive and anti-HBc-positive prevalence in the general population over 20 years old
were 7.9% and 39%, respectively. Moreover, some studies has reported that there was a higher
prevalence of previous hepatitis B markers detection in HBsAg-negative subjects with
autoimmune liver diseases compared with healthy donors. 12,13 In contrast, data from another
study showed a low prevalence of anti-HBc positivity in patients with some autoimmune diseases
than that in the healthy donors.16 Other studies demonstrated that the presence of anti-HBc
positivity was associated with a worse histological stage and advanced fibrosis score in primary
biliary cholangitis patients, with histological cirrhosis in patients with chronic hepatitis C.14,15
However, the role of previous HBV infection in AlH is poorly studied yet. Therefore, This study
aims to investigate the potental association between previous HBV infection and AlH.

Methods 474 HBsAg-negative individuals were enrolled including 95 AIH patients, 92 patients
with rheumatoid arthritis (RA), and 287 healthy controls. Of these 95 AIH patients, 80 subjects
underwent liver biopsy. Noninvasive fibrosis scores including lymphocyte-to-platelet ratio (LPR),
immunoglobulin-to-platelet ratio (IGPR), aminotransferase-to-platelet ratio index (APRI) and the
fibrosis index based on the four factors (FIB-4) were performed for all AIH subjects

Results The positive rate of anti-HBc were higher in AIH or RA patients aged = 30 years old
compared to peers in the general population. A multivariate logistic regression analysis showed
that age, sex, anti-HBc positivity, HLA DR3, HLA-DR4 were risk factors associated independently
with AIH. A nomogram incorporating the independent influencing factors was constructed to
predict the risk of AIH occurrence. The nomogram showed good discrimination (C-index = 0.749)
and good calibration. Anti-HBc-positive AlIH patients had higher levels of serum globulin and
immunoglobulin G, and higher LPR, IGPR, and FIB-4 score compared with anti-HBc-negative AlH
patients. The histology showed that more patients in the anti-HBc-positive group had advanced
liver fibrosis compared with anti-HBc-negative group

Conclusion The presence in serum of anti-HBc might be associated with increased risk and
development of AlH, especially in genetically susceptible individuals, and is therefore a marker of
clinical value
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PU-039
HhERSREMFREER-HBc HBREREX

Syl
RN R AR TR 22 o 2 2 1 K 2 28— Y s B e

HE HAlMAE 2 emix BT & (HBV) (%5, @idfldi-HBe (REFEA Hi-HBs B
HBV-DNA) kiZWr, RESH S REMEL CAIHD KRNG5 AWK H # RS-
HBc 7E AIH F535 H 1) s 26 S o X

Fig LN 474 5] HBsAg BTN, 45 95 fl AIH 3. 92 BB RGBT & (RA) BEA
287 ZAEFENIEA ., 7EIX 95 41 AIH g, 80 #4532 REH2 T G, MHTH AH 2R E#1T T
AR ANELFLEL VRS, AR AEE- /MR R (LPR)  HJEERE A-/MREER (IGPR) . #
RE- 1M/ EE R IR (APRD AL T PUANE R 4P 4k 535 (FIB-4) .

g 5 AR AA L, FElY230 211 AIH 3¢ RA B3 1 5i-HBe FIBH R m . 24
logistic [B1VA 4 B, FE#s. MR Hi-HBc BHTE. HLA DR3. HLA-DR4 J&5 AIH B AH 2 1) R
BRI, M T — NS R R AR, LTI AIH 2R AR . B 28 B o BT %5031
fe /1 (CH8%=0.749) MR IFHIRHE. SPi-HBc B AIH EEHMEL, $Hi-HBc BHME AIH &35 1 I
BREAMGEEREA G KFiiE, LPR. IGPR I FIB-4 YEothiisE. MR8, 5Pi-HBc ¥
PEZHARLE, Pi-HBc BHPELH A B 2 B3 Il 1 W J I 21 4L

£ MG Pi-HBe MAFTETTRES AIH RS IR A ¢, TR IEEL 5 B/ M, Rk
AAHGARME IR ED

PU-040
ET #RfefF Bl iHE ] a2 X AP ERR
L HCV HLR RIS

b
Hh LN BRAR T8 DB DB S BA 565 920 B P

B 785 & EAT % (Viral hepatitis C, HC) & 1 #5%% & &l (Flaviviridae) 7% T % 7 55 8
( Hepacivirus) HCV /24y 5] & (1) ™ 5 fa 3 N M e AR 1 B KA 49 < —[1-5]. H AT Br Edt
HCV 597 it DAA 2 LRI AR, XN &4 AL . HCC 167 oAk, 2R HY DAA 77 A%
SIERRIT R, (FAEMZIRA . RRETE 2GR HCV BeL I M i) A% 75 9% 75[6-8] . Fedl 14 Bidk mliix
FORGU IR R FEE W T H .. —& HCV mEARFM. & HCV EM MAM k. FATRI HCV &
YL AT RN B R Y [RIAETE A — R AR RS Sk HCV IR R . H ATl Br B = BEASRE
Pk 57 2095 B AR AN e TR [R) B0 55 I AN (R 2R 28 1, Je vk O s #5748 S A AR 4% 1R T 2 Pl 3 0 2R
IR FEENE . R 0 B A S8 SUORAP Y FH P 928 1 R AR ROk — [T o 2 2 ¥ A (1 B E SRS o i
il B A AR AR I TR L B e 2 FRAT TR I TR BE 08155 5 58 RS I Iy e R 4 & Ot !
Fig ATE R GONEZ ] 10 FIRIET 2017 E 2 N A N R ZE R 4 4 K 25— i
JEEERE R BN RABCE S TR R — MR ARG MR 26 DN R B itk PR
CEE, NHbriE: 6 18-65 %, BRI . FATEIFFE WHO K AT BIFI AR 222
20y ox AR S S YR oy 2 A (1) (A BURF 6 Bhia TR (2019 4ERRD) )« CREURF R BiiR
fame (2022 ERRD ) 1297 5 EhRiE, T HERRIE BRI 290 B 12 W e bR UE R . HEBR bR
AFFE (ABIRFRPIGTER (2019 4E/D ) « (HABIIFRBIGTER (2022 AR ) 297 77 EhrdE
B W R . 10 181295 1 R SE A0 R KO 2mil, AR EL4E g SR EUE. RNA , RT-
PCR ¥ 185 RNA J#3¢ cDNA. FlIH RT-PCR 35/ cDNA £ i PCR ¥4 1gG FE KA T
& 1gG HEEEFEN . BREEFENFH], ] pComb3X M & (A M B HUiA .
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g8 did SAP R E M HAANFIEA HCV kT 5P SCFERAS, it 5-6 #& SAP HiA ik
RSN AT BRSSO N P SRR T B HCV R R A (EVE2) IRA4: M, 4
BRI X- b RAT AR 2 45 A fE Pk LR AR R AP 1.

G5 BRI AR B R ARG A S AR RS, ThEE LS e e S AR A HCV 28 XU B 4t
T 5 175 5 38 SRS ALK I BT R R AL, AR DR W 4 i B B R 22 A i

PU-041
NAT10 /s 3 F 57 FF % LA KL
HEMEZE ZREBEDIIHIER

HRORE . PRETEC LA, WIFAE. dB
TG 2427 Bt B - HE T R AR g AR IR A AT IR G

HE NATL10 #A A A2 e 55 3 18 M o RV AE VR T #E R, (H H BT B AN =R NATL10 /)
Iy FANHEIFIIRIE . AR BRI RS T EWY. KRSk AR, Rk NAT10
B RV FANEIF,  36IE ST NAT10 RNA ac4C 184G 5 RNA BAETEERIR M, FRAEAR N AT
Jer AR R PR 8 L e R A R R A E . R HAE B R I I AR R I DO e I ARG FH

g AR RN BRI . MERIKSIHEIAR . 75T 3 1 ACK L S NAT10 (715
BEHAER/N TAEY): FIF EMSA 236, Dot-Blot SZIRIGIE NATL0 AL /N -4 70 %t
NAT10-RNA HAEK RNA ac4aC EiffddfEH; FIH CCK8 524, TaREE L. MMz 2AT
& S U0 E AR A0 I BT 5 0 ) 35055 P g PR P o RECR s R B2 R IR S AKT-Nras R A 2 0
E G e A S A BRI VE R R AR AR 2 R AR DU S /N BRI B R G RE I Th REFY
RYER Gl AST 5 ALT)

MR R4l SK-HEP-1. HCCLM3. BALBc-Nude /M. C57BL/6J /M. NAT10 HE 45 4%,
5B AT 4000 SRS YIt, ks NAT10-2023 5 NATL10 fELEAH BEAER, FEalis) & A-
RNA BAE, ULEAFEA 1) RNA ac4C &1 (I Fig.1) .

NAT10-2023 /Ny FAL AV AT TEAR AT i R - R A an i,  HIL B R 40 R 1C50 {5 &%
T HEA R Fig.2) .

SR NAT10-2023 w] 4T i~ R B K, R &4, RIS R & AR R A
BAFIhAE (L Fig.3) .

50 BAVEIFIGAE T —FP 2 RNA acaC &1 & NATL0 /o T-Hfi77, L E AT B0 i e 4 1)
W, RN R & AR R AR AT I RE

PU-042
B £S5 EFEAMFERE 2 flLUR MR AR H R
I & HEEIHE B R

e, TR BRE K. BB BF
RN B AR B 2 i 2 2 15 K 2 28— R s e

BB 2% 2 190 LIS 1tk BT 95 9 5t 2 300 A6 L €295 B 2 P st A A 2 e LA o

ik M B, 53 %, ASKGEMUUE ML . 47 & E TS 26mmol/L 127 A 2 B R
Wi — B SRS R ERGYT . B BEIUBE G EON R G EE, . FIh
RBLL KR E TR (AHLIER 24.6-43.8umol/L) « R EEIEH, ILH R4 B /N At 1k
771l (HGB91g/L . MCH22.5pg . MCHC301g/L . M 241 41 ffg it ¥t 2.23%) , I & &k T+ &
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(46.6umol/L) . FEEAWMEA R (92.3%) ; OHEFRERES D OshEE, EEaH
REER CT #eom itk . K, BEFOR kMK | B, RS REUIR 3-4 %, 1T HFE
FE RS IN A R DA AR S o, BRI, BRI SEUFIE(L (e B E ik sk TohE K, IRR
SR 2 WD L BEPRIRALODIER AL, (EARSEE HFE FHO6 AL YE LR (02 W, B[R] AR 48 5 0L,
BRSO A S 4k A Ve LB T g, AT 5 B8 28 RV 5 15 MR 2 2 R e . sl 2.
Bk, 23 %, 2 13 S EHBURIWI R, RIS EFERI, R L hER 2 W,
BV, IEFRFEEME, JRE. B, UBERQRREEAR . B0k Rk, DUBRE BTGy, AT
IR dem wTfil K, B ILH RSN 2040 B o3 A B FE AR S R BRI S 4 M o0 A B BEARE = TR (17.8%
Ae3fl) , I RFEEEIEY, SIH4EAS ( 208.5umol/L) , PAEEHL R A &N E
(197umol/L) , JEIEBAESE R IF KR 1.3cm, Bk (BAEER 8.6cm) , MiILIRIE R IFE:
W, BAFERUIEST (Caman-Gandy /M) , AMNEILIE A o] WERTE LMty 2, % pe higttk
PR ER AT A 388 22 05 T 250049 I B A gk R PE IR BU IR AR . ik N B IHEZ 2 B
I R R AL B R ML, 6 BB AT T 24N T T T TR R A

R FK 1. AN TSR E R CDANL RIK7EH A & L[ A74E ¢.2087A>T il ¢.2059G >
A FINZRERA GRS T R&IERNA) « RRFAAREDHIREXIAFMBEA, Ntk ot
—GATEBEIR B T4 B e RIS CDANL & A ML EAFEARSE. Wl 2. HHTE SPTB 3
Rl L) €.2521C>T a2, LR S8 JAERMME (GIng4lTer) , KARUEBF LR
Wl V%N AR A A, AR . IR S RAE HGMD AT gnomAD R ULGE, SNASHT T
RIS 5 o

g5 2 ILAN/D DL 75 B PR = A= AN 3G I ANAR BRI R & 58 I R, A4 B 7R AN R R A7
ALV 2 e — P R AT AT 1 5

PU-043
GATA2 REMHFXFERB MR MR REIHRE

Wrzmsfr. P RN 55
B SCBERR I R B2 B

B FERESME I Caplastic anemia, AA) 58 B84 7% 48 41 (myelodysplastic
syndrome, MDS) itk EAZ 5% 5. 4% T AAIMDS (RT3 51/ W HISE 8> . #loA Sk
T8 15 GATA2 AR AH I T AE B AS 1 38 ML AE R AL R 61 % AAIMDSS (1) 453 B 4k % 1A 4543 %
Wt RHATE .

JiE 55 B &g, 3FRESkE®E. Z 7). M/MRIBD" 2 RAERCIRTT, ATHCHBIR 5 % & AA 1)
ARE, TRARMREIRYT, STROREE. 3 HATEATIRA 2567, BARATE. 1 AAisk®E. Z7nE,
FEIREE . HEMEMK . BANBGREZHTT, BREERReR T, HmmaHaE: 302.7 pmol/lL
(5-21 pmol/L) ; BEEMHLER: 156.1 pmol/L (0-3.4 pmol/L) . &FEREMAMH L. 27 HE
FR e S, Re ARG Y IRIT X REIR T G IF i, it — DR R, 2021 4F 12 A
15 HA TR, SRRRISEESERF R, SRR, R R A2kt 2 . &
BWRRA 2 WAL g s, iR 2 e iR A 2h, ASRe 78 0 fde s P REAL I R R, itk
—GHIH AA 2T, RIS AR A4 BT AR, S5 RARR GATA2 454 EH (GATA
binding protein 2, GATA2) KAZRERL (B . GATA2 RANMUZE AA AL 5 IKEL K, [A]
W2 MDS HiHfE 7 Ik K, HigyT MG AER R ZE R, AWMEE GG TR, T 2022
8 A 10 HXFHEEEdE— D e rE R A B RS NI A, S5 BRI SCRE AA 2B, Ak,
BEAEAA 5T K I GATA2 B[R I ks v] BRI 4 M iR i dif R o (EREDS 1 AR, BB Itk 4
B R R IAR A . JSERESCRRGYT, BEVI— 4, BERIE TR

S5 R GATA2 TRALAH G A= Bt P 22 I A A

£ GATA2 JEHZAFRR 75 AA FISCHL, [RINE 2RI 8 A i e SR R 22—, HALHI AT e 2
T I B 4 M e B 4 e
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PU-044
& C R &K N AFTEHE 1 As i BT 4 95 KUB -
— I Bl B ST A & TR /R BRI o 4

LIS
Herp RO ARG R 2

HE —LLptisRil, C-kMEH (CRP) ARG (NAFLD) M3 aRikigim. 4R,
NAFLD £ CRP 2z [a] ) R SR OC R 75 itk — 2D PEAh

HiE AWM TR ERGFERK 202 205 AL TR, HiliT T RS EMEZ A E
7t logistic [FIJH43#71, LAWY CRP 5 NAFLD ZIaf<Hk. tbAh, SR GWAS % i dh T il R
BEALAL 73BT e 377 ZE AL (VWD i HEWT IR IR R R Z ik, R)5, T T Cochran (1)
Q frIeF1 MR-Egger [FlH40#r, DA TR R R Z [, 347 T Leave-one-out 74T,
DLl MR 25 B A8 e 1 .

g8 [T SR, 53F NAFLD XHEZ4IAHEL, NAFLD 2 CRP Z&E N (2.40 vs 0.70,
P<0.001) . Z4& logistic [FIIH40#75~, CRP FH&/& NAFLD [Rshsr faki k2 (OR=1.141,
95%Cl 1.007-1.294, P=0.039) . F|H IVW J5i50#7, 7TLAM%E%E] CRP 5 NAFLD 2 [Alf77E &%
EF B %% (OR=1.187, 95%CI| 1.004-1.404, P=0.045) . it H AP AL, AFEMAUR
(OR=1.321, 95%CI 1.147-1.521, P<0.001) A+ {i% (OR=1.341, 95%CIl 1.132-1.589,
P=0.001) &Rt — PN 7124518, SUHFER, KA NAFLD X} CRP FRiAKF K SRR .
THEAR (Vs) [ERRIMAENKTFHZ M, REGE R RME, E@BURESHiEms T
MR &5 B r] 5E .

#Z¥w CRP /K F7Hm [ NAFLD KIRAFERE REL R, CRP "JRE(E N NAFLD & KU i A S 7 (5]
#o

PU-045
B RRRSEERNEEA=RE R R EESR

AgHl d il

AR e AL RS 2427 e I s BE e )

H ¥ W7 GC VAT 18 NSk T 35355 ACLF i3 & 30 58 35 i PR 7 280 22 4k

JrE [ B HE T R RIEE BE 2009 4EE 2021 4 ) ACLF R 1 5% S0 6 8s , AR ¥ 2 7548
GC WGIT o N br e 259 7 41 (Standard medical therapy, SMT) LA 57 o B = 6 & A R
CEEIRITH (SMT+GC) o (RBP4 VLELYL (Propensity score matching, PSM) , KA
fRALVULED (Optimal) #E4T 1: 1 ULFd. Hb# PSM ULESRIM 2 5 1 ACLF RAER ., JFRIERAE
R EMEFZ(28d, 90d, 14F).

g8 177 5] ACLF FTHARME I B HE A AW 7T, Hp SMT 4 132 %, SMT +GC 41 45 fil. PSM
VLECJS 1 SMT+GC 45 SMT A H FIRL TR LRI 2% 5T, SMT +GC 4B E 1 LFEAFRE
Z5ET SMT 4 (93.1% vs. 75.0%, P=0.02) , SMT +GC 41 ACLF Fill:i% ) ACLF K/‘ERE
F#AIK (6.66% vs.34.48%, P=0.008) . % —7J7H, SMT+GC Al SMT fEE:BeifE+ ALT. AST Al
MR 2K FENABN T, LREZER, HZ2 SMT+GC AEESH 7 H PTA. INR XEIEE & EML
T SMT 41 (P<0.05) , SMT+GC 43 B 1E iF L %1 B 5 T SMT 41 (84.4% vs. 66.4%,
P=0.03) . MifEHKIERAEZRITH SMT+GC 4 H¥% 5 SMT AL %1% 2% (P>0.05) .

% GC H T ACLF i L H A A RTT, nT LA RLEH T ACLF i B #m i, Pk ACLF
KRR, R DR A AR, 1 RN RO R A2
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PU-046
RAREF I BYIRFRBENFEES

XA B
DRI 8 = N R BB

BR300 & R 8 TR BITE, 4R m e TRBC & R LGl . 3Lk (AIDS)
FE NI G G B BRI B2 (HIV) SRR K — FE KL 59, HIV EZHRIE CDA+T A4,
FUEBNARRPEIRERERT, 5 & IF P IRE, RAEREGE[1-2]. BEAE DR A BRI D DL NS (1Y
W B, IR AN AR AR P ARG R B R B MR E T AT, FARVIER
& H RTHRIG SRR 1) S5 F-Bee HIV B i 1 G AR SE A 2 sk s 0 s 3k Fee LS
H@ja. MizREENFAREEG LG, T rRRTHESR, RERNAR PR &R 5835 BT 15 it
LA G IERA HOV B K AL B, 7T DAR 1B B2 55 N B3 09 30080 b i & s 2RI A A L R e
Jrek WEHR 2023 4 2 5 2024 4 2 AAERBEHEAT I 6 B3R A O D B VS 5, i T
ARAPBRC S BEAT 7007, FEAFEARAT O EP . AR . RO S LB, RJEHE. Boek
FAREFH R I [AH 3 ) S PR BERE BRI & F ARG BRI B2 IR AR o 85 A
AEFRS . PP LR OIS FAREAWME, T ME SRR, A TR SR,

SR BHETFAREREA, AR Ea R A2 B8 AR G IR i ™4 AT B b 1 ] EE A AR v
T $E i, ARARAAENT HIV B %

g IEHRIERDN, THERAAMBAL L, SEMRYEERR, HRERRKI T, R
BB RN, BVEERE, AR RAT AR AE T 15 AT RE R R, FB IO R R R A SR
EEAACEALOHE R, IR RN H VIS, RmTPARRCEE, REEEMES A RN 2 4.

PU-047
R B O R B T S BY DDX3X R4 (AL
B3/ B R TR 8 9 FHLBIRR 5

REe. VTR, . WILE. ML Sk R
AE5 R B ST

HE G SR A 2 R R R SR AT, EFE H S R A 28 . 8 85 1 I 28 F it
7%, DEAD-box RNA f#iehi 3 X %4 (DDX3X) 1EN—Fh RNA f@iehs, 25 % Fhik 3 sk
FEMHE 2 AL, A RN T R P I E R MANS 2. BRIt A1 B /E48 1) DDX3X 7E
G I T BT A% T R B B L

JF#E C57BL/6I /NRAFKIES JJEEA A (ConA) i SATH, Eidille M58 (ALT.
AST) JHFY)F 44 E R B YR F 35455 . DDX3X T 48 it 45 5 1 ikt 42 (DD X3XAHep) /) 5 AL %} 1E
(DDX3Xf/El) /N R AE R 70 G KR T DDX3X EAF S HIEH . 29k R (TM) HIEJREACHT
P T N RSB T T REREXS IR 18P LT AT %6 (CHB) HBV AH G (HBV-LF)
FHESRBEYERF 4 (AIH) E3E BT DDX3X ZRIA T .

8 ConA FFMMHIIFEF, DDX3X FEMFAERIZIAIG AN, Fo4H i e A7 i 40 5k 7 40 HuA% #4552
Gt = DDX3X A LAMRF/INR S5z ConA 1531, FFkdz 423 Joa Y SEBOK - o 4-RFE T TR
(4-PBA) 1l P Joi I 87 3 ] 2 35 Dk BF 405, [RD A BRI AR ZHL 23k DDX3X K-F. 2R, AT
DDX3X [ Eififid: T ConA B ST, 1 4-PBA IR EA . HlHlE, DDX3X K%
PLIE T 375 S CHOP (ki I N0 S 4 2. DDX3X 7E HBV-LF Fll AIH &3 i JH & 9f
SR RIAMA% . A, HBV-LF B35 1M7E DDX3X /KF &3 7HE, DDX3X /KP4l N5 R IF
Ja A%
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451 DDX3X £ ConA i3 IR 15 s A T2 ERTHE 47 (9 F . DDX3X 45 17 40 A 2 £
WA CHOP (kA 5T I NS 5 A A T2, 32 T BURFR LA AL 0475 (1 2D 8K
XL HLRIR DDX3X A B Ry — N7 AT 15 4 RO T I AR 25 AT 5038 4 e 3 RO AT 43 o

PU-048
HIV BHEZ HCV AT EE S

SITNESTE
A A Y I 2T A MR S T 25 T A B T

B 1A S AR YR E R PUREE 112, HIVIAIDS AR R RS m bR Ear g, 7o
Mriemi B 3521 HCV IR IR & .

FiE B E BRGNS R RS HIVIHCV & 3G N 2244, 38 1) i 7 A
LU [R5 77 SR 2 B DR ORAE L B9 BUIR, SRA Logistic [F1EAERY /3 #1 HIVIAIDS AREE:52 0
HCV 897 52 K &

B3 2022 4F 10 H~2023 4 7 H, & 179 6 HIVIHCV & IFE4LE, H2H1 HCV ¥877 Ll
81.01% (145/179) . £ Logistic [FIHAHrs REIR, CWFEE NWIF (aOR=8.49, 95%ClI:
1.84~39.11) . &t % (aOR=15.83, 95%Cl: 2.26~111.13) ; M ALFEU Ay 10000~15000
7t (aOR=10.50, 95%CIl: 1.49~73.94) . >15000 7t (aOR=18.12, 95%Cl: 2.43~135.42) b/
Fe I JEH Y BB (aOR=4.93, 95%Cl: 1.72~14.18) & HEERZH HCV BITHIMEFK K. &EH
BEJ7 {1 (aOR=0.00, 95%Cl: 0.00~0.07) , &HEFEHZH HCV IGIT ISR %K.

458 HIVIAIDS N BEZ P HCV IR T 2 2R 2 5m, KRB PT HCV 1697 I R B R R4
GrARAE" . “TEEAR" “RAANLRE, PR EEAFRRE, SR 1697 30 RS, DR
PLHCV HiG T B ia %, HHSCHEBR A L DA fa %

PU-049
HIV/IAIDS ABEEHT HCV S&TTRIEEH: ART F RS

A, A

DA IR 7 A SRR E PO A OB A A

B DAA ZiWkH BAE FREEFEXTA I 250052, tAFEXT DAA 239097 3R . 0 2 re A8 L e
JiEEPT 145 5l HIVIAIDS A#EHE:52 DAA JRITINTERFEE, AT U167 BT Pl 8 i 276 97
(ART) J5 WA EEE I

e VRIT T R SOFIVELERBY 7%, SOF/VEL(ZAEF b5 FIEE SR A R AR fH 1
K, LR F, 97 12 s RBVCE IR FHAN AR AR 1AHE <75 kg # 1000 mg/d;

275 kg # 1200 mg/d, F456 S et Hl % RBV #& 600~1 200 mg/d, 597 12 JH.

WA A B F AR BB R FH AN, WA SOFIVEL 1897, JARIE AL F vl 4 K7
241, i RBREBMYIREZAE 12 B BT S A EAER (DDD , JAEEHT HIV 697 7
%, W EMH 2 FJEE3 SOFIVEL 697, A EKIAERIC T BN Hotth E & 5 3 24 ol 3%
BB R W BWNiER . 28 RFEARAMITR. Giiks:777%: KA SPSS 26.0 #fFit4T
Guitortr. IESDAMRTTETEILL (xes) £ox, JEESSMITETERL, KA M(P25, P75)
Fon, o WEERIH n (F1ED FKow, RA c2 R TAR . bLP <0.05 NERHE G ¥R
X

S8 HCV JAJTHI:93.10%H I H K %2k 7% 6.90% 1% HEME R T HR: HCV 67 )5: 55.17%f#
FEZE %R 44.83% 1 HEMH 27 /7%, c2=54.403, P=0.001, & &EITHRATIE, HIV 259007
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FHEZRGHRERAREFARIIFEE XL

gE8 I HCV IRYY, (E1E T B HIV 234k 77 ZRTEE, WE K G 5 290 o AR B 5 259
PILL BN .. ERAGITIERE T, 4R IEE> T R IR AR, e T A EAER, 145
] B E IR T B SVR % 98.62% (143/145) .

PU-050
4633 fliii I8 R EE R — ARERBERBEF BRI

(IS
M i 2 2 R s W A )

B il s B — NIRRT 2023 4 8 H-2024 4 1 H AU it 2212 WA =) 11 v py 7Y
R RATHFAE s X TAEAT BT ) 52 X 1 1) 7 42 SR RO 48 Bt B2 (L R A s o

T AR SCH SR R EE SRR T 2023 4 8 JH-2024 4 1 H LA b B — NRERERHIMN
22 WA TR R . R FAAZERFERGAA AT, @4 E 3h M REEEET 70 il 2 I B A%
2 HCV-RNA #ifk . B iR/ #r 2023 4E 8 H-2024 4 1 AW A #E B8 — NEREE B e A 1Y
JHF 9 H 35 B0, 20 BT S5 AE W B B 04 0096 238 B R i R S AR o

HER 2023 4F 8 H-2024 4F 1 Wil 75 25— NREF SN ET £k 4633 41, HF3IKW
FN 0.77%, RIFFRBLZITFREEA, REFNEAR B 2003 F1, Pt 2540 f, BHIEEE
Bt 2. 1, FHEEREEST LRSS, ESFRITBAMEREF, 30-60 % K kb,

o BEARBH I 1 77%.

g5 M 2023 4F 8 H-2024 4 1 AWNT A B EE — NREBRIREHROIFAT-RE, X R
BN, RSN RN TAETPRUS T — MRS, X p s i G 22 b
FRAT BRAIAI AN N AR, sk O BB T . BeAh, AU RN AR (K SRR B A TR

XATRE T ECE 2 R BB M@ RAT N, BLFEEEF . o IR A s R 2 @ i, AT sk
T RV R R R 3R

R BRI, BEE AL ARSI, RIREE AR R A R, PR R AN SR P R i, NSRS R
RO FERAL M A B, R R IR BE,  RHCRE Tt 2 i e 5 B

PU-051
EEEFB4Ra S IL-10 @3 HEIFF AR T 4iRE
123 CpG iFES M IMATES FERR

Wit EALI Y BN L EF L RS 20 UIf Dittmer?. BT L MARSE L KT
1. SRR RICR A [RGB A B IR DA EE e I Gei R, 30 430022
2. PEE AL G - RS BR A TR IETCRT, 1B MrAk 45147

HE 1B BT &0 d B Lse Il s v i, JRIRZE T20MstE T 4800 Ccytotoxic T
lymphocytes, CTLs) #umelsz4it, RKIAIGFERE ) A M Ao =2 R b . @il Toll FE32 4k
(Toll like receptors, TLRs) ({555 FREW F SR W B T 41 i 3% 5E &8 & 40 i 28 4 1k
(intrahepatic myeloid-cell aggregates for T cell population expansion, IMATES) ik, HAFRAL
THEAN, "I# TLRO Bk (CpG ODN) HIMIHK . IMATES Bt AFL IR T AT
P G ST 2 R B RS, E I HRE S S A A B AR T 4B R ERG TEE AL, 4 L PUm 2K
7. [HHATXH T CpG 31 IMATEs JE UM AT HLEIF1 2 £/, ALBEM P CpG S
IMATES J¥ B H I A T LA
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FiE FAFI AR R E T 408 (regulatory T cell, Treg) FiF& /N AT IL-10 FEH RN, BAK
YUK RS Treg 400 AT AR B4R Kupffer 400l (Kupffer cells, KCs) WA TFB, it T2 5iH#E
CpG 75 IMATES J¥ 11 S H RN 40 i S 79 o

2R WAL R CpG T IMATEs JEEUE, HFWN Treg 4o B3N, RAPUASE F1E
F AR Treg 41 7] 55 CpG #5510 IMATES 2T E 36N, XE W Treg 4] CpG 7531
IMATESs TE . AH, bR b el s A4iiiN-2& 10 Cinterleukin 10, IL-10) , BBk
BELIRT IL-10 SZAKITI6E, 4930 CpG 7 31 IMATES JE AU/ SN Treg i@, 27~ KCs
IL-10 JE 0| Treg 7 WRIE ML CpG #7521 IMATES 4= .

28 Treg 4UTEIH] CpG 311 IMATES A i R IE R EAEH . Kupffer 0 RT 8L IL-10
0] Treg ZHALATHF NI, HEfEEE CpG i 311 IMATES A2 k.

PU-052
HBV-ACLF BEFRALXE B LA HEEXNEREZRSH

PR, EDE. BAEE. MR
A B R — R BB

HE BRI 9 2 R B AE I N Stk 323 (HBV-ACLF) & i W H AREZ —
2N HBV-ACLF EFH M. BINIET- R, A5 S HBV-ACLF EE NG K E B R
PG 28 [ S RS TR 2%

Tk HEHL 2020 4 1 H—2022 = 12 H B K% 5 — M EEBRIGE R HBV-ACLF 3 A 70 5,
DIFEANBEES 3 256 7 RAMRIZW & I B R YEIEIE % 1) HBV-ALCF B # NG 4H (n=38) , LL[FIH
RS 3 BH 7 KRG IFH RIMEEIEA ) HBV-ACLF B N4 IRAA (n=110) , RHMIAEA
A6 . AES BRI . RO logistic BIUA43#T, 04T HBV-ACLF B3 7E B fa kA4 H & M
G IS 58 1) FE I TR 2%

ZR BRERSMERER, ANBEERAELZE (P<0.0D) . EirtrElbf (P<<0.01) . &
MEFEIEENE (P<0.01) . MELD 34 (P<<0.01) /K“F& HBV-ACLF 3 K4 [ KM K K
fER K& . MEZ KK logistic [EH 40 #rHH, HAHLZZE (OR 1.005,95%Cl 1.001-1.01,P<<0.05) #&
HBV-ACLF &35 kA B R MRS 5 k7 fa i R &

g MO RT . EERArEC TR . BB RIS S A, MELD ) il Tk HBV-
ACLF BHIENBL G & BRI 2 1 B R /. HBV-ACLF B35 &3 B AR MRG58 1) 5 1R
SR FIH TG T o R TS A R

PU-053
AT M X B s 28 B AT AF AL TR R AR S 4

RIFT7 RN
AUH e 2 12 27 A 6 oA BR 24 ]

HE O 7k — 2 0 & B R (HA) S A AT (PCI) . STV IR (CIV). LI R
EER I (LN A 2T DY SAGEI0 7E r38 X g 53 I35 2T 4R A6 12 W op ) BRI DL A2 W B @ 3 x
WL DX T 8 S AT AP AR R DUt ST b, ARG B R R BRI X VBT, N ATEr 4k
WP RS

J51% BEALAME 2023 4 5 H 45K H A7) 409 5 L35 AT-£F DU SR ) AS RIS 8 BT /e, L iR
B 189 i, AHEEILERE 220 B, SIEEXFEIREAT @R E 195 B, VEu IRABEATHT . K
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FA A2 R G 53 Wit BT 0 50 0 SR () L3 P41 DY 00 A7 R 0 LA o0 B, LA [R) R B O 47 4
PO FERE e i L% HAL PCII. CIV. LN /KF.

ER Xt 409 51 i35 A DY ORI () AN R AF 5 B R N BRI, 5 R SR AT i B A A
195 BfE X IR BT LG, BT 2 B R AEAL S 35 10 s HAL PCIO. CIV. LN K F¥7mE, H
FFREAL 2 TP 28 4. BT R B s HAL PCIO. CIV. LN /K P EE TR, HE L EE.
ERWE ST E X (P<0.05) .

58 MyE HA. PCIO. CIV. LN K54 4ELFEE RIEM G, BEEMFLA 4R nE, 40
WK BE 2 F ey, I35 2 DY To0RS I A2 S Bl P DR 50 A0 A 440 ™ B AR B 1 R AP F8 AR, 22 Wi
I RIS R ARG YT R, M SRS B B . A AEARE R 1) B R AR AR o @ X W X
JF9 £ 2 I35 PR 27 DY TR, R PR A FH A mT DASE i I 47 AL R 2 W (R K, B — e I IR 8L
A, " AIGARZ W AG 742 0 B BRHE . [FII AT DA o 3 Bl R S0 IR, AR T i
R, W BhIGE PR 2 W o

PU-054
HCV-cAg 1 HCV-Ab X &R MER BT X IZE PRI A B

ALK, T B . X
UM it 22 2R 6

H K B A A BT % 9% 58 RNAHCV-RNA). R RUAT 4 9% B: 4% O PU R (HCV-cAg) . A BUAT & Bidk
(HCV-Ab), FR1F = U A I 78 A 2 W v 14 82 F AR B

FeE EH 2023 4F 1 H-2023 4F 12 A ARSI =AM R Z Pifk (HCV-Ab) FHPERIEE 70 41
A HCV-Ab [R5 200 %1, W4 H SR AAE A SIS IR 7 &, iR HCV #Z G iR
Ry Bt HCV PUARA I E W A I 77 O A A, 6k FoAS &6 SRk — Do bRt JFidnt
PR 289988 RNA (HCV-RNA)D X FLFHPE S5 R db T3 — 20 EsE . X AN RIS 7 =X ks il 25 S )
A2 W S

g3 70 BINBF Rk (HCV-Ab) FHPEEZEF, WIFREZOPUE (HCV-cAg) MIFHIPEL RN
23 ], HEHEN 32%; 200 FIATAT R PiA (HCV-Ab) BHMEEE Y, WAPREZ PR (HCV-
CcAQ) [MFHMESE RN 2 B, X% 2 BRI B ST BT 9% 5 RNA (HCV-RNA) i, 19313k
—BEsE, Hrh 2 GIE R EZOPUR (HCV-cAg) BRI # 45 B 88 HCV-RNA 45 58 9 FaE:,
HHRA 1%, BEARNMEMERS H R EE S TR R,

g W2k, HCV Y R HCV-RNA 5 HCV-cAg FIR 5 2 Al ke Hi 5L 11 75 B T
2%, WA REE AH T 78 38 A B R 1, DG RN B R AR R 6% B (R AR PR R N L R T R G T Y
FERFEERIE O, TR EEA 2 Be A s> T HUA R I 2 1 R A %6, A Bh T3l
I S8 96 PR 0 B A% Co B S AR P 28 8 O AR R 6] TR P A8 2 i 2 O T AT A AR L L (1 1
s B8 Z WM TR PRIZ W A Tk G 74 LI 9800 B A% 3, B S B I R AN

PU-055
FFE BRI S

frljéd
R 15 T HR L R Bt

B e, 4. skIESE M. B OER. 36Y £ ManEE BEF: 5, 52717 M
b SRR . AFERE: 2023-10-23
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FVF: R FFRELL AR 8 H XUR G shkans 5 H o

P s: 2023 4F 2 B B AGIE i AE AR B A e AT TIPS ¥897, thbifs —EEE R Hdums+
FLRFE. NAZRSDMROMIURTE. BIILEIRIT. 2023 F 5 AFEES W N2 T
B, Al G BB AR EYT (RARATE) , BRI i 1 AR R BEERE, ARATE,
A BRI, RRIREHN TS, TRERETEE 112 L S A RAREE I, XU JBOE 3 R RS
JRR R R RER 2 e ABER.: BT, K, XURMEOIE 2+, BRNEZERS, &
N A3 FF, AR EIRTE, ArJEE, NEeL RATE, WHE S 2 hIEE, TEkE. &,

Maie] OfRsEAE, AMEED, KE2 H 1K

ik Nbifrtr: s CT B

U 10 J5 1 eSO SO 2D VR R 2 24 A SO0 g s e A ) e e fi f 2 B AR

2 AL AR, 4 B IEAC A A A B SO A 3R I ER Ik A s A AL ey 5 B 5
&8, W R NG AR (TIFS A JR), #820 BE Dy ek

APBi#: WBC1.51x106/L, RBC3.44x1012/L, i ¥ERL4HM H 45tk 59.0%, k40 & 7 b
23.8%, PLT16x109/L. HFZj: ALT40U/L, AST 59U/L, ALB 21.5g/l, TBIL 89.6umol/l, IBIL
30.05umol/l, & H{ER 90.06umol/l. BT, M IER . MIEREMIESR . , JREM. FEH ML
KN, PCT0.06ng/ml, ¥l £%1: PT30.1s, PT% 29.0, D- %k 280.00ng/ml. IfL%:

76.60mmol/l. ATZj: ALT40U/L, AST 59U/L, ALB 21.5g/l, TBIL 89.6umol/l, IBIL 30.05umolll,
S JHYVTER 90.06umol/l.

R O @ NEET A RIE .

28 Ik, HM 2B —FF AR IR E RG000R0E, EREIFRThEEBM, Hirl 2w
PLRI AN . IR B RIONIENE . BEATIEXCN B 22 o, R mT B AR MR L LD RE. IfiL
RACF IR T m i Ns AR AR, A RE MRI R 22 A B2 505 A O ROk R e i f 5 25 28 W] LAR S
HM [R¥69T EENZYRTT, R 2 B ATAEH R VR TT 751k . AWIRIT R, BRZHHE
HET FHREAL 7™ B 5 R

PU-056
BEFHREKCER
AT R ZBIRT RAT AT 4L B H B IE RT3

R FLIEE . RIEEH. FEBL BT
F RN B AR T8 22 i 2 ZE 15 K 22— MY I B e

BB PN BB RFRBA K RETRIAITIS R4 B35 48 F IR IRYT 2.

Jrik EH 2022 4F 1 H-2022 4F 12 A TR 121697 B 120 Blii21E A 4eie B #5AE N
WER G5, BEHL AW (n=60) FIXHIELAL (n=60) , FELHER LG iH¥ER. PR DRE
B (I, 0.5mg, —R—K) BAKCHZRERTE CRIME, (140mg/lik, — K=& , XI
A OREE R+, 167 48 F. 4Ry 5 HBV DNA H#HE. WRARALEEE (ALT)
g, PR I BUE (LSM) RREZ, JRyT Rl E F4r4ifbietr [ EREA (LND | BRI
(HA) . MARTERIE (PC D « IVRERIR (IV -C) (LA R ITERIK =T AR T8I 2 ik
FRGAE JE FE AR AL

SR JRIT 48w J5, ALT HHE. &R ENER (HBVDNA<20IU/MD il HBeAg Ifil i 21 #t
EESTGITFE XL (P>0.05) ; W4 LSM EIAFEIL, HFFFL4 LSM B T B Hu el Be & e 15
B4, ZRAaiteE L (P<0.05) . WAHEFMEFAF440KF HAL LN, PCIIl BLKEIV-C i
ITATER LGB (P>0.05) , WARITESAE T, SAHBITIHILERGRITHE X
( P<0.001 ) ; HWIFRAIAITIEH HA. LN, PCIIl LLEIV-C /KB BALT IR, ZRE5%0
2N (P<<0.05) o PHALEEET T KO AR A M R B, YRIT R TR AR T K
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L7 R T L 2 ¥ e vt L (P>0.05) ; Y897 48w 5, HFFTLH AN B AL 1] # ik
By TTER K IR SR TSR, RS R AT 46/, (B G MR AR E A IR T G 46 /N
NS, BURITHIERESHHFE (P < 0.05) , HitZRHESGT¥E X (P>0.05) ; 4,
BIT R FCALT T K N AR TR MR BT X IR, HEFH LSRN (P>0.05 ) , 1
WEFC LT JE R IR YT 5 i /NN IR S N B, 2R A S EE X ( P<0.05 ) . PAMEME
W R R AT EA R . PR AR R MR AR N 8.33% (5/60) H5FHE4] 5.00% (3/60) Lk
8, ZREgi¥E (P >0.05) .

e BEBREBEREK CEIRIBITIE AT &I 4l B 48 &, GBI TelE B ATEThAE, Wit
FFAF AR, T TR, 22t R i

PU-057
BRBREHREZEMRTRREFRMESHE 17 612

LE. W
TR IE DS BE B

HE &7 EME (Klebsiella pneumoniae. KP) IfiFR F o WA AL X SRV YL R AR, 15
RIS, MERsSEar, JnaEk, TR, BRWiF. BEIRm AR £, ENH%RE KP 5]
AP IR i aZe 3 22, g0 AR ORI 15 A5 A RS 5 S0 o 1 FE T ek ) 2 5 S v s 7EFRIED,  BEJR
a0 B R IR T, MR A IR BN KPP 22 S AE oM IR R o WL & IR E 2 —; B0 17
AR PRI £ AR 2 14 il 4 o B AT TR i M 2R S AR R iR ik 2
Iﬁiﬁm2m7$§2m3$ﬁﬁFAﬁH%WEQE$%47% BIRBUH AR SREFR AR T s il
AR R MBS R, OB ER MRS 7R 303G 75 I 28 vo B i, s W AR A fiE o JFF e fieh
?Mﬂﬁ\ﬁiﬁﬁﬁ\ﬁﬂmﬁ&%%i%&%ﬁﬁ
GRS W PRI A AR 2R il 28 v B AT BRI P B M 8 S AR RS R 28 ) S e opE . A T
ARFBLGAREE R IK R IE R, M6 R ARG IR ACRE R AR, S F7 A H 993 i B
g5 B At 28 o0 TR A B CLE8 R FR T Ah )  BEL JR B o E E RE R ERR R IR T, BE R
%ﬁ@%@%%ﬁ%miﬁ%%%ﬁﬁ&@%@%ﬂ?ﬂf RN EUR R & iR, &
5y B % A 3 L R DX B RE FE v (A0 A RO I PR T AL ﬁ?@ﬁﬁﬁ¢mmﬁwm
M eE J 51 PR GEAMA A . A 78 0k L H w9 A AP o s R . ﬁﬁFAﬁ
IKLAS I PRFHFAEA IL; B3N 53R 7870 AR IR 28 VERFAE BRI SEBE RIS YR Y7 40, B8 p5 oG
TERFRE I 78 2 51 Aﬂfﬁ?i% hosEy B, i, EFSEE BRSSO, EALOHET S
BHE, DUBERRILER.

PU-058
RILEENERFARRE MBERMERBIFRSIRNGRIH

g8, KI5
AUPH e 22 [ 27 A 6 v oA R 2 ]

B PRI L IRAI ' T B2 5 TR B8 385 0355 A% Qe MR DO An B R ) 45 R R RFAE, 1 R A
Bt AL P EBOR G O, ARG TR Bt S %

Fk mEE s 2023 4 11 A 1 % 2024 4 2 A 1 HBUHZEIRPDE L RIER AR SF SR EA L
F BEAT AR BT GAE IR 0 & AR, I B 2 s kL . 4R BT 0% B 3R T 1R (HBSAQ)
N R FFHUA(FT-HCV) . HTRIR IR (T-TP) S N A B SR I 0 5 FLAR (FT-HIV) Gt — R il
R G BEW BY SE 3G (ELISA) HEATRLII FF el . RIS N 12888k, Gtk IRABHION & I 3L <
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MEE.  CBUMFZE. TNBUM R B H RGO, HMRIETEE . o midEirad, S AFESES. P
SRR & 3 L0 . MRE. BT K. AT R BB R =R,

S5 I 3290 B, 199 B B/ 1 DAL Ye it BepfR bR LG 2 BHE,  FHPEZRN 6.05%;  IfiliE
HBsAg BRI R A 4.38%, Pi-TP FHHER N 1.64%, Fi-HCV FHPEZR 0.15%, Pi-HIV FHEZR N
0.00%. 4 1)(0.12%)HE & WAL GebErm, %8 HBsAg & F4i-TP. Bk 1399 4], Pk
6.65%; & 1891 #i, FHMZ 5.61%; HYEHLHERHMER LMY ZR (P>0.05) . Fig
(49+22.59)%/, <40 % 1295 fil, 40~60 %/ 658 ffl, >60 % 1337 fil; HBsAg FIHi-TP MIFH M
HHERB S, HBsSAg 1E 40~60 % B I BHERAH LL A AN BE . PL-TP E>60 % B3
KRR L A AN R BE s, HER BG4 L (P<<0.05). $i-HCV Ali-HIV k%25
ANHE, EZi¥EN (P>0.05) .

g IRV E R BT AR B H AR R AL et i br BRI L HBsAg FHPE N E, ZHEBETEEN
HBsAg &9 TP, MM GA71E, HBsAg FIT-TP FHMERAFE MR FFIE . HRBHHEICER 55 N A M
IR A DB AR R R A N, R R YR B, DA S R ORI Ko RIS R % gt — 20 5
CTURBRERT R IS AR T TAE, 3R_IHGITT R REE R,

PU-059
10 fFiEFF B B RASE R B F o4

FKAI L, BARET 20 E8 S, AR A FUES, Rigs, Holr 7, kgl
1. MR R B AL L
2. THRERKY

3. BEFEL KL 986 =il L AR

4. i R A B o B R B v AL R
5. @ REMT AR ERBETH L SR
6. = P K7 Bt R e v A6 P A

7. T E R E G XN REEBE LA R

HE R B E E IR R TS (b R G E R . 20T, R TIPSR B ockit 222 3
HIEnZ Hb
FE KK iFE 2, L PubMed SR s Oy F AL, {8 A A citexs R ik
C https:/iwww.citexs.com/) i 17 SCk T & 7 #t, LA Liver Cancer Organoid OR Hepatocellular
Carcinoma Organoid OR Hepatic Cancer Organoid OR Liver Tumor Organoid OR Liver
Neoplasm Organoid OR Hepatoma Organoid) <82, If[a2h 2013-01 % 2023-12 #4773
[N E R at i A

B (L FEERSGER T 10 FESCERA 333 F, SCHMEY R OCE 31 . WE 1 FR, 2022
KB R CETIIE 68 5, 2015 MK R iR 500%, FEiZARAIHT RGBT R E, AT Pk
BB

(2) WHFRE T RS R CERZ MNE KX Z United States of America (143 i3,
42.94%) , China (89 %, 26.73%) F1 Netherlands (51 f, 15.32%) i JEH5 —HIs =

(3) WFFRHU o HT: FEIZAE R SR i 2 LR University Medical Center Utrecht #1 Erasmus
MC &3 AT 44, AR T 19 Bl 17 &, Oncode Institute K% T 14 5, LT =4;
(4) BEFAE# AT 1ZAR Ok 2 1 /2 Luc J. W. Van Der Laan, &4 NiE—3tk%
11 553Ci#k;  Monique M A Verstegen hifE55 ., KE T 10 5 3Ci#k; Hans Clevers fiff8 =, ©
A 8 SRR K

(5) KICHITIoHr: FlEcuk mi 2 T2 Cancer Research (29 /) ; Cell Stem Cell fi7)#
%, FIEOCHRE 13 55 Cellular and molecular gastroenterology and hepatology 17 /&% =, T
BOCHRE 7 0
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KRB RS M HIAKHT 5 ISRB I 79l &2 . organoids, hepatocellular carcinoma,
organoid, liver cancer, tumor microenvironment,

g THE A B RSO B 2 R RS

PU-060
SHEXBRFRRE (HEV) BRE
AN K TR RBED 1 fIRE

B
6 T A L B

B G ThAEC T B S IR (HEV) B G 5 R A8 A 1T S 28U fL . AT T4k 1 61

SV HEV 8 4% 5 BT 902 H- 5 3500 11 4 R 2B A Ak A 2

HiE B, B, 48%, T 20194 2 H 14 HR“REWEIRF 1A, #WEME LR A\Bt. Bisba

R, R 38 °C, AMINAESE. REAEA 2 BUBEIRM 2 4, MR 3 4F, s e 54, AKX
5 50-100g/K . HBV(-)s HCV(-)F1 HIV(-). BEAF: TG T2 $HIAH ¢ 1200 58 K iR Ha i $0ikl 2654

. ABEJEE HEV-IgM (+)F1 HEV-1gG (+), ALT 2411.73U/L, AST160.73U/L, M JHZL % (TBIL)
623 umol/L, E#%HZ % (DBIL) 370.6 umol/L, Ii## 7.34 mmol/L, &I Es)E(PTA) 35.9%,
] B % 0 6 B AR 4L LE R (INR) 2.24, B JIF A FZ (LS) 43.3 kPa, CAP 252db/m, Ifi /)M R
205x109/ml, CD3 4ixt{E. CD4 ZiXt{E. CD8 ZixHE Al CD4/CD8 LhE 7%l N 224 M. 120
AT 88 NMHTHFI 1.36. AFEJa4h T AN T SZHHGYT, 5 H SRR AR MR s 555508

7 H AT RE Y -

8] ALT /£ 20 KJ5, PTAMIINR 7E26 50 RYKE 1EH, AST /£ 2 ™A HBERREIER, HAOER
KRR IEH HEV-IgM A HEV-IgG 1/5(+), Bt 5 1~ HIX HEV-IgG (+). {EFt)5 40 K CD3
Z5f{H . CD4 445, CD8 X E 1 CD4/CD8 HuAE 7 1208 ANkt 464 ANHTE. 676 N
WIHFI 0.69. 5 A H JEBEVT MIEIHL R E IEH . NBefEasE s A s g e, SEfEK. 1 H

Ja N AR D AR K, B 117x51em, I/ 91x109/ml, HiBERT I /MR 88x109/ml. H

Bijass 54N H, LAEM 34F, LS 49N 17.6, 14.2 f1 11.8kPa. [/ CT F1 MRI 35 %7 g
th. 2020 4 11 A 16 H B 5 Ros 818 BIKEIKEE sk, kS EEE R, MAE 123x51cm, il
/IR 78%109/ml. HFEJEEE 5 ANA, 2 4R 3 45, CD3 4ixtE. CD4 4ix%f{H. CD8 X Al

CD4/CD8 L1 5514 804 ANHTt. 420 AN 332 MR 1.27, 856 ANt 604 NMiTt.
204 NMERTHRT 2.96 K 2304 ANMETFE. 1004 AT 1128 ML 0.89.

g NBLi SR 9% ThREAR T 0l BEJ2 T 2508 s )V Is 3 i s 52 v A A AL 1) iR IR . 9% T Re %

AR HEV BREA S SEK . KISk HEV YRS ™ E B, F RGP 25 2 FELIKrp 1 1t
BTk —, FRAT N D ASE S AR I SCRRRTT -

PU-061
The link between ambient air pollution and fatty liver
disease and its metabolic components is established

Yuting Diao,Yueying Zeng,Wei Deng,Jing Tang,Juan Tang,Chunfang You
Hoti s — AR

Objective Nonalcoholic fatty liver disease (NAFLD) is a clinical pathological syndrome

characterized by excessive deposition of lipid in liver cells caused by non-alcoholic factors. It has
recently been renamed as metabolic dysfunction-associated steatotic liver disease (MASLD),
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which is more closely related to metabolic factors. The impact of ambient air pollution (AAP) on
public health is becoming increasingly remarkable. The aim of this article is to review the latest
progress in the relationship between AAP and fatty liver disease and its metabolic components.
Methods This review is based on a targeted search of the literature databases including PubMed,
Embase, Medline, Web of Science, the Cochrane Central Register of Controlled trials, and the
Cochrane Database of Systematic Reviews, using search terms combining air pollution,
PMz2., nonalcoholic fatty liver disease, metabolic associated fatty liver
disease (MAFLD), metabolic  dysfunction-associated steatotic liver disease, metabolic
syndrome (MetS), obesity, diabetes, hypertension, and dyslipidemia. Other relevant articles
identified from the included article reference lists were also included. Studies were included if
they described any association between AAP and fatty liver or metabolic factors. Non-English
language articles were excluded. A narrative review was undertaken due to the heterogeneity of
the identified papers. This review followed the SANRA reporting recommendations for high-
quality narrative reviews.

Results We found that accumulated epidemiological researches provided evidence that ambient
air pollutants were risk factors for the occurrence and progression of fatty liver disease, and the
conclusions were relatively consistent. But studies using the new nomenclature of MASLD have
not yet been retrieved.In order to clarify the relationship between AAP and MASLD, we further
explored the impact of AAP on MetS and various metabolic components instead.The
epidemiological research data on the correlation between air pollution and MetS was relatively
sufficient, most studies found that AAP increased the risk of MetS, with several inconsistent
conclusions. We also found that air pollution was associated with the risk of obesity and weight
gain. AAP not only increased the incidence of diabetes, but also promoted its progression and
comorbidity. Long-term exposure to air pollution could lead to an increase in the incidence and
prevalence of hypertension in different national and regional cohorts. Large amount of evidence
suggested a correlation between air pollution and impaired lipid metabolism, and abnormal blood
lipids may be an important mediator between AAP and MAFLD. Metabolic disorders could serve
as mediating factors between AAP and many metabolic related diseases, increasing susceptibility
to diseases. Particulate matters (PM) were the main pathogens among air pollutants, especially
PMas. Other particulate matters such as nitrogen oxide (NOx), sulfur dioxide (SOy), ozone (Os)
and other components also showed similar strong correlations. Air pollutants might mainly act on
the body through pathways such as inflammatory reaction, oxidative stress, endothelial
dysfunction, epigenetics, hormone regulation, gut microbiota and so on. But the potential
biological mechanisms underlying the impact of AAP on fatty liver and metabolic processes
remained to be investigated. Reducing air pollution exposure, increasing green space, and
enhancing physical activity play an important role in reducing the global disease burden caused
by metabolic disorders.

Conclusion In summary, the latest nomenclature of metabolic dysfunction-associated fatty liver
disease emphasized the importance of metabolic abnormalities, and there was considerable
epidemiological evidence indicating that AAP increased the risk of fatty liver and metabolic
syndrome. The different metabolic components of MASLD and MetS were also negatively
affected by air pollutant. It may continue to bring a significant disease burden to the population.
These findings call for global strategies to improve air quality and healthy urban development, in
order to maximize public health benefits. In the future, large-scale experiment studies are still
needed to issue formal evidence-based recommendations to reduce metabolic health risks
caused by air pollution.
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PU-062
FIFRIGTT CHB FRREM /MR E 1 flHE

T Wi, TER. R, BRI, SERE. BF
RN R AR TR 22 o 2 2 1 K 2 28— Y s B e

B 50T 11 F4 3 Peg-IFNa-2b 67718 14 £ 98 5 Az 28 WA 14 G g2 P afi /A k2 11 Ji IR
J5 % i S 47

BETEME, 28 ¥, "KM HBsAQ3 4F, fiiff] Peg-IFNa-2b V47 J& HH B 25 5 It /AR f . 28
RANBt. & 4 AuiERET2HE, 2B RESiYE HBsAg #4IRE”, 45 T Peg-IFNo-
2b B RVES 180 ug JAMAYT, B 28 RETHILA KR A H M RH, #if/MR 6x109/L, 5EE
BB 2 T SR DR BRSNS W gk I S T LR R, R AT A R R JB e+ it
THMA+R 2B BRI S /MR TR

REARAAAE

—RRAEOLR A, REE, KR E . B FRTGRA . HH. FERG G ER A E AL
AL AT R IA P T o KBRS TRUBETC B Gy, 4 B B HRoR 0t I R8s e, R LIRS, 2
BRI o o 52 A A T B S22 B 1A A

[Z1 IWIRES

SEHE BE I BRAE BEIR M , ARABIRIRRIL, SA LR EMAE . FLA LS T &l Rikyr 4
JRIL, BRSO Ak R G Y L N R D

RIT T

fEHTHER, TR R EAN MR SEERR CREEGERD | g ma A Gz 2k
AT ERCRAE, ETUESHEAANARA R 11 (BEMKD |« #E. P 5EE. Fl%
HRPIERBEINENAYT, ST F A 5 BE R HBYUREERIT .

S8 Im K

M/AMRIKE RS, 18 205x109/4 b1 —FHRFELFFEIRFFIER, PLT 3J7E 200x109/L YA ;T Peg-
IFNa-2b ¢ NVEST 180pg /AR 16W J& PR ML/ A5 2, 45 2450 SEE | HBSAg R ILIE 7 4 6.,
HBsAg971 COI—0.537COI, HBsAg2.0lU/L—212.90 IU/L, [K %k A= P it /N /e 6 1L
BRBPURERGYT, (R YT IS HBsAg 5 FH, HBV-DNA RFLERAE.

S5t VAN LR R BRI PR IEEIT, ] TNF-a B 5 28025 E] [N, 7 8 G I
AR E R BB PEG-IFN-a Y897 28 I — AN WAS RS, A5 FH I AU AT R e, sl A oo e v 2
INSEBEYT, TR, IGIREEA DU BRI ERE R, IS T B RN, DIRTS BT
=8

PU-063
HRETE AT 1 A B M AT b RO 1E F S L

EHIE. EH
Bl SnPNE 2 VS

HE ARk g D7 PEF%  (non-alcoholic fatty liver disease, NAFLD) & —#l#E4Lgmit, Z 8
NBHCR B . HAT, BRIRES, S AR 7. BRIV K442 NAFLD
Y B EEER I, e S D s AR L R e — R ERAR R T TR TSR RAT TR BN M R 2 A
PR AR . SORE AT A4k ERE— e EH, RXEWEAWIEITH 7RIS . A SO
M3z ZAE NAFLD HI/E R SHLHIEHTZ58, A NAFLD (26 32 Hhs %

TriE W4T E NAFLD HF fI1E L S HLHIEET 2538
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23R 1. NAFLD a2 aii &M in 5 5maE /¢, HdaiEEZd2=5 NAFLD [
NASH it it 42

2. MENRAREERT S5 RN, ] s2m AT 40 N, B AT COESE 2 #0155 8 2
B ARSI AR R IR .

3. AR S B FF AR 4E AL AR AT 2 B T3 A A IR 20 At 5 Ak () 400 P 9 228 SR R S B0

4. 7F NALFD RmidfErd, mZ4ii LKA el &Er (THBD) -& AR 2k (PAR-
1) 155, THBD {55 EEIEN—MX Z 2R EEFMEAEFIEEE, IGIT NAFLD 24t 7B rpL]
WEFESARYE, 5] 5] SR KA A .

g AFEFFIEAII I E AR AR TE . SO ZF4E1b5E NAFLD e dERE Hh 39y 6 AN [E 1 AR £
A SRR X AR I R 22 (1) o T AL I SR B AR S5, IX BT ) 40 5 22 A B [ 25 iR T B A T
i, HRZEHN TR B A RZ 3007 B P s R0 05 IR RS B A, [FIB FH 24
AV ARSI TFA R EM . K IRATTR EE RN TN M 2 ] 5§ 3R X LR e SR
R UINLE], (EAE DS 2530 T Ret R NS Ag B A5 HE B8 K DTk«

PU-064
PERAT R B E MR ERE RS BRI % £ Rk

WdE. Kb RS, VI X/NER. EIR. ST
(RSN VP

B IR B Gy 7 A E RN T, N 7 B 7 2 B A1 o P R I 2R B e Bt I .
B, Mggdtim kA4S, e MR EHRIGIT8UER.

g N RN B B ER AN T S, WEE R @M%, I,
PUEERIRL A MR W5 VP4l 7S 77 T F AT B B I 2R B R R ER AR A AR, X 2018
fF 10 A& 2019 4F 12 A R B B G RME B b 47 2% B #3697 1) B FF95 B 38 463 iR 7 ik FE kAT
I ER, WM. /e, MAE M rIEE, &5 REMRCEIEREE. fEEE %
PR NS KB A% il e 3 I B eyt A A v A & e X e, x5k
B S AT IR PRI 5 FRCIAT B B A, LRI S VG B AT JE A Bt . 2> 28 I, T2k
IR A=,

GEELSHFSR SIS BRI R A RN 20% % 6.9% (P <0.05) ; /EesIl. M2kt &4 %t 20%
B 22 8.6%, /e PEIVE B J S I 2% B 40 5 A G R AT [R] ( PT) VAL ET 43 Iy BB ] ( APTT) B
BT WM RENESIET (P <0.05) ; W ENES) G EE LK BiRE A NHEAN( ALT) « AR
(AST) . SHLZ( TBIL) B BAK T S RIS SIET (P <0.05) .

gh N E BIE A IR RAR, HEBEEZIE e, A AT U 54, e 0
R MR B e B R P AR R B A UG SR St AR T EEORE 06 S 3 I 0% B e B kL . A S
ar . Mgk, BEME . FFDhaes s & BliEshar il ok, fem 7 MK B G TT 3L
R HIEARE N .
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PU-065
MAEBE TR B AT R BB Th RERR TS
X R —E TG REFIEER 4T

XaE ERE
BN UV R NP

BB B0 AR Y AR B s 20450 Th e B 5 AH DG AR 8 1 s, = I B 10 B B 44 1 1A I PRARFAAE
A, 1) B I R B A A

FE EHL 2020 4 1 H & 2023 4F O fERTEREE ALK S i @ o R R B i RHE L, 2 45 G RS P
JEWT R (NAFLD) « ARUHEAE W5 YERFH (MAFLD) . ARt DhRERrS AR > Jg i PERTH (MASLD)
2T R A FE R 5, b = 41 1A) S5 R A D AR s 1) 25 572

g8 536 1] SLD ##Fd, Hr NAFLD. MAFLD. MASLD HIHERZH5 59 64%. 93.7%.
100%, H.rf5 318 ] (59.3%) [A# 2 =it dr 4. MEBT NAFLD AEf, MAFLD Al
MASLD A#Err, B3 Bk, BWOEAOE S e pl e s, A (BMD « y-2 &t L 5% R il
(GGT) . JREE (UA) . LEF (Cr) KFHEm, =% EMREAEEERE (HDL-C) KPFE, ER
VIR GRS (P<0.05) o =2l IA] JE i N o bl 3 25 v 1 [R) 20 01 o T IR R 1) L
B, MRIEATIRAEREME (LSM) FIEIT RS EL (CAP) 7)) MIHEAT RFEF4etb AR AS 1 20 1, &% 2H 51
M ZRTG R X (P>0.05) .

41 5 NAFLD AB#¥AHLEL, MAFLD. MASLD A&, DLBMEZ, BAZIEN, HZEWIHMK
WS, RE/KFH GGT. UA. Cr AIEHME/K T HDL-C. MASLD [ H 27 NAFLD. MAFLD
fih R4k S R, S SLD BYIRPRSEB AR RN, A BT 2500 Sk s R 1297 Fi k£ 7T

PU-066
1B Z BB RIERIS

A1
FEBH T D BR B

B 180 AR SRR (CHB) & —Fi ABITRFE (HBV) SEUNE AT . #giit,
EARRERIN, 296 25 L NEG HBY, HA g 2 30%Hx 42 RKIERN CHB. 1% S8
BHBUUTREL . FES T E G R, SR E A B R =S . Rk, 6T CHB IR AT
FC, FERE NGB TE, SRR RSN AEERENE AR A E AR L.

Tk AWFICEEL T 100 BJE &M CHB B, SmMNL AR, XML T8 MiayT, Eif
TR B H L. SO0 B R A He s I

BATRHA 7 R 7%, WE T BENIGR TR, BREAThEE. HBY DNA #HE%. @it xfix
IR AT ST, R TR 22 5

R ZRTT, SEIEE HBV DNA #BH%N 62%, E3&m T X IRAM 40%. S2ibdl &5 AT
IhReFabR il B T X IR, shabh, SEIGA B E AT R EHEA R T BER S

HAREAR N %

| 445 | HBV DNA # [ 2 | I DhREFEARCE 2 | AR TR IE % |
| XHEAL | 40% | 50% | 45% |

| SEEGA | 62% | 72% | 70% |

g AR, XN RN REENT 8, RIS AR T T, WTLEE R
HBV DNA #[I. HFIhaeatn e R4S ER m R X CHB Hia it 1B B As
o KK, BADBEKGHE—BIRABTT CHB (ARHLE], A IR T SR, B okl
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PU-067
Characteristics of Host Responses at Different Stages
of Hepatitis E Virus Infection

Yining Liang*, Tianxu Liu?,Zhe Dai',Lin Wang? Dehong Luo?,Lixin Cheng?*,Yijin Wang?
1. Southern University of Science and Technology
2. Peking University School of Basic Medical Sciences
3. Cancer Hospital Chinese Academy of Medical Sciences, Shenzhen Center
4. First Affiliated Hospital of Southern University of Science and
Technology Second Clinical Medicine College of Jinan University, Shenzhen People's Hospital

Objective Hepatitis E virus (HEV) infection is the most common cause of acute viral hepatitis
worldwide and leads to a wide range of clinical events, including hepatitis, neurological disorders,
and other immune-mediated manifestations.

Although HEV induced immune responses had been investigated in vivo and in vitro, the dynamic
variation of key genes and biological processes involved in immune response upon HEV infection
at different stages remain largely unclear. We therefore analyzed the responsive characteristics
of HEV infection at different stages in chimpanzees. In addition, hepatitis C virus (HCV) and HEV
are both positive-sense, single-stranded RNA hepatitis viruses, but the differences regarding
nature history, manifestation, progression and prognosis of both hepatitis suggest dissimilar of
host responses, which might influence the course of the infections. We therefore compared
immune response between HCV and HEYV infection at various stages, respectively.

Methods Grouping of the biological replicates was based on viremia: groups consisted of
samples from the first positive week (F), the peak positive week (P), and the first negative week
(N). Preinoculation samples from each chimpanzee were averaged to determine a baseline.
Transcriptome sequencing and GSE series (GSE22160) on GEO database were used to obtain
differentially expressed genes (DEGSs), at different stages during HEV infections, and same
stages between HEV and HCV infections. In addition, downstream biological functions of DEGs
were analyzed.

Results Thirty-two identical immune response pathways were activated in both group F and P
compared with baseline, including defense response to virus, viral genome replication, response
to type | interferon, RIG-I-, and Toll-like receptor signaling pathway, autoimmune thyroiditis.
Discriminatively, genes related to antigen processing and presentation and viral carcinogenesis
were upregulated in group P, but not in F. While in group N, immune response was attenuated to
the level comparable with baseline. These results indicated that the highest level of immune
responses at different stages during HEV infections is the peak positive week, followed by the
first positive week, whereas the immune responses at the first negative week dropped to the
lowest level.

We next compared HCV and HEV infections using baseline as control. At F stage, thirteen
immune response pathways were activated upon HCV infection compared with 29 pathways
upon HEV infection, suggesting HEV induced more powerful response at early stage than HCV.
Meanwhile, at P stage, 28 and 32 immune responses were activated respectively upon HEV and
HCYV infections. However, using baseline as control, no immune response was activated by HEV
at N stage, whereas 31 immune responses were upregulated in N period upon HCV infection.
There were 33 identical immune processes in P and N periods upon HCV infection, but no
identical immune pathways were activated at these two stages upon HEV infection. These results
further indicated that the immune response activation of HEV is mainly concentrated in first and
peak positive weeks, while the immune responses of HCV infection mainly occurred in peak
positive and the first negative weeks.
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In order to directly illustrate HEV immune characteristics distinguished from HCV, we further
analyzed DEGs and downstream functions of HEV infection using HCV group as control. Fifteen
immune responses were upregulated only in HEV infection but not in HCV in F period, most of
which related to chemokines, suggesting HEV induced immune responses faster than HCV at
early stages of infections. However, 16 immune processes were inhibited in P period, mainly
including response to virus, antigen processing and presentation and MHC class Il protein
complex assembly. Additionally, 32 immune functions, related to response to virus, antigen
processing and presentation and MHC class Il protein and T cell, were downregulated in N period,
implying that adaptive immune responses of HCV infection were more potent than that of HEV
infection in the peak positive and first negative weeks. These results comprehensively
demonstrated that HEV induced a lower level of adaptive immune response than HCV, despite in
peak positive week, the stage of most intense immune responses upon HEV infection. The
greatest difference of these two viruses on immune levels occurred during first negative week.
Conclusion HEV infection induced a wide variety of immune responses at early and peak
infection stages based on viremia. Compared with HCV infection, HEV infection triggers a quick
and short host immune response, implying a short-term protection effect. This study provides an
important theoretical basis for understand the immunological mechanism of HEV infection cycle.

PU-068
Apilimod ¥} LPS/D-Gal iFJa/MR SR\ BHRF{ER

LZHIN
BUHITE K2

HE SPE S (ALF) 2 —FEdMimRg &1, 2 SBUEE HFIREmRIEIE k. B Hm a2 .
H & R 2 . 290 S v R S BB im0 & 2E . Apilimod & — v B SR B PR S
IL-12 F IL-23 & /N AW, 2 —Fia 2 s IR R PIKfyve #IIF]. [FES, IL-12 1
IL-23 J2& B4 SR 20 A% E At o i AR R TR, EAT ISR [E 1) 1L12 p40 WA, JFHrmE 1
RUR) T 40 (Thl) F1 Th17 400k & BB oR BN R 56 . WEAEAG i 5 2 BH 11 IRBAT DT S48 mT 4] /N B
1) Thl %R, AALHE Th2 %M. T ERNTEFRE,  FIRRIC S48 ] 825 jkb %
TEH SUFR B 2EAR L . SRTT Apilimod & 757E LPS//D-Gal 755 11/ S 2k HF 5838 v R 5P (9 1E
MATERE .

FiE B, WS LPS/D-Gal 753 2tk v /N R ZN AR AL . B 5K i C57BLI6 /N R
Wl 3 4. FAXIRLL. LPS/D-Gal 41. LPS/D-Gal+Apilimod 241 (10 mg/kg) . LPS/D-Gal 41
/NSRBI VS LPS (1ug/g) 1 D-Gal (200ug/g);  LPS/D-Gal+Apilimod 41/ R 7E LPS/D-Gal
TR AT 1 /N HEE Apilimod (10 mg/kg) - 7E LPS/D-Gal 34t )5 6h G A8 5, [EI S i
FEL FFREHZL3AT A5

gZ3] (1) Apilimod fEfE#IH] LPS/D-Gal i S AST. ALT /KFTtE. S5xEX AL,
LPS/D-Gal #41ff] AST. ALT /K FBIET &, M4 Apilimod &35 H/NRIME AST. ALT KP4
LPS/D-Gal 4 E#%, WHS %25, (2) Apilimod BEMS IR T4 L R0 RN . 525 E R
MRALALL, LPS/D-Gal A HFIE HE Jedrm /NS5 Rmin, £ia T 40 MR SE 0 2R 40 His -
MZe Apilimod ALER 5 1) 7N BT I BESE 7R - 4H MR BE 2 S 3 i 5542 LPS/D-Gal 4 Bz (3)
5 LPS/D-Gal 414, LPS/D-Gal+Apilimod #1941 ROS. IL-6. TNF-a [7KFB B F#A%, Hasfea
GiitE L. (4) WB 4185 LPS/D-Gal+Apilimod #H#; LPS/D-Gal AHifis, IL-12/IL-23 7K
B B

g1 Apilimod AT/ AR HE S SEAREEN 2RE VL, Apilimod AT REXT LPS/D-Gal 7 5 2k
JH 2 v A B R CRHER
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The expression of IL-35 in the prophase of liver failure and
its preliminary exploration for the mechanism of
iImmunoregulation by IL-35 and glucocorticoids.

Li Chen,XinYi Li,YuFan Xiong,XinChi Zhang,XiaoPing Huang,JianHe Gan,Wei Sun,Jing Gu
The First Affiliated Hospital of Soochow University

Objective In order to stop the progression of the prophase of liver faiure and improve the patient-
survival rate .To construct mice models of acute liver immune injury in different degrees and to
screen out the appropriate dosage for mice model in the prophase of liver failure. We aims to
explore the levels of IL-35 and relevant cytokines in mice during the prophase of liver failure
induced by concanavalin, in order to elucidate potential immmunomodulatory mechanisms of IL-35
and glucocorticoids in these mice. Furthermore, the study sets out to investigate alterations in the
Treg/Th17 ratio, IL-35, and IL-17 in the serum of patients during the prophase of liver failure
precipitated by hepatitis B virus infection prior to and post-treatment.

Methods In the present investigation, different doses of leguin were injected into the tail vein of
mice. The degree and type of liver injury in each group were determined by the levels of serum
biochemistry, pathology and related inflammatory factors 48 hours after injection.Mice were
subsequently allocated into five groups, including control, model, IL-35 plasmid, anti-IL-35, and
dexamethasone. Biochemical and pathological examinations were performed, and the expression
of IL-35 and IL-17 in mouse liver tissue was evaluated through immunohistochemistry,
fluorescence staining, ELISA. The Treg / Thl7 ratio, as well as levels of IL-35 and IL-17 in the
peripheral blood of patients with the prophase of liver failure, both prior to and post-treatment with
glucocorticoids, were measured using flow cytometry and ELISA. Additionally, a comparison was
performed between these patients and a cohort of 22 healthy individuals. Correlations between
IL-35 and the Treg / Th17 ratio were also examined in the study.

Results Our study revealed that the optimal dose for the prophase of liver failure model was
20ug/kg concanavalin Based on serum biochemistry and pathology.The IL-35 plasmid group and
dexamethasone group showed significantly lower levels of serum TBil, ALT, AST, IL-4, IL-17,
TNF-a and histopathological score of the liver tissue when compared to the model group, while
the anti-IL-35 antibody group demonstrated significantly high levels compared to all other groups
(P < 0.05). In the HBV-PLF group, we observed that after one week following glucocorticoid
treatment, TBil, ALT, and AST significantly decreased, while PTA increased (P < 0.05). In
addition, the Treg / Th17 ratio of peripheral blood was significantly lower in the HBV-PLF group in
comparison to the healthy group (P < 0.05). Meanwhile, the levels of IL-35 and IL-17 were
significantly higher in the HBV-PLF group (P < 0.05). One week after glucocorticoid treatment,
Treg in peripheral blood of the HBV-PLF group significantly increased, while Th17 decreased
significantly. In addition, both IL-17 and Treg / Th1l7 ratio increased significantly, while I1L-35
displayed the opposite trend (P < 0.05). We discovered a positive correlation between IL-35 and
Treg / Th17 ratio but no significant correlation between IL-17 and Treg / Th17 ratio.

Conclusion Concanavalin injection is a better model of immune liver injury in mice; Our study
revealed that the optimal dose for the prophase of liver failure model was 20ug/kg
concanavalin Based on serum biochemistry and pathology.

IL-35 may play a protective role in the prophase of liver failure; IL-35 and glucocorticoid may play
an immuno modulatory role through GITR-GITRL signal pathway and reducing the level of IL-17
in the prophase of liver failure.

There was cellular immunity and humoral immunity hyperactivity in patients with hepatitis B-
related prophase of liver failure; Glucocorticoid is possible to maintain the cellular and humoral
immune balance and prevent the occurrence of liver failure by increasing Treg / Th17 ratio and
increasing IL-35 level in the patients of HBV-PLF.The elevation of IL-35 is closely related to the
balance of Treg / Th17.
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PU-077
Application of digital 3D printed liver cutting guide
plate in liver cancer resection

Sihui He,Fangwei Fan
Hunan University of Medicine

Objective: Hepatic carcinoma resection constitutes a pivotal intervention in the therapeutic
landscape for liver cancer, particularly for patients diagnosed at an early stage of the disease.
The procedure demands an unparalleled degree of precision in both the surgical excision and the
preoperative planning of hepatic segments to circumvent elevated risks associated with operative
complications and the potential for tumor recurrence. The advent of three-dimensional (3D)
printing technology, renowned for its high precision, presents a revolutionary approach in surgical
oncology.This comprehensive study is designed to rigorously evaluate the clinical implications of
3D printing technology in enhancing the accuracy of hepatic resections. It seeks to analyze the
utility of this innovative technology in facilitating meticulous preoperative simulations, which are
critical for strategic planning and decision-making processes involved in liver surgeries.
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Additionally, the investigation aims to assess the impact of 3D printing technology on
postoperative outcomes, particularly focusing on liver function and the potential reduction in
morbidity rates following surgery.Furthermore, the research endeavors to explore the synergistic
effect of 3D reconstruction and printing technologies in the realm of liver tumor resection, aiming
to achieve an unprecedented level of surgical precision. By meticulously mapping out the intricate
network of hepatic vasculature and parenchymal architecture through 3D models, surgeons can
attain a deeper understanding and visualization of the surgical field, thus enabling them to
perform highly targeted resections with minimal compromise to healthy liver tissue.

Methods Materials and Methods: Data from 8 patients were collected and imported into the 3 D
modeling software.(1) Through three-dimensional reconstruction technology, we can clearly
present the relationship between liver parenchyma, portal vein, hepatic artery, tumor and them,
so as to have an in-depth understanding of the blood supply characteristics of liver tissue and
tumor. On this basis, the liver was partitioned according to the Couinaud segmentation method.(2)
Before surgery, the patient's condition was comprehensively analyzed. The liver resection guide
plate was designed by MIMICS21.0 and 3-MA11.0, the liver resection guide plate was designed,
virtual resection was performed, and the residual liver volume was evaluated, and the blood
supply volume relationship between hepatic artery, portal vein and liver parenchyma was
analyzed.(3) Print the guide plate for disinfection and apply it to liver cancer resection.(4) Observe
the surgical indicators and conduct postoperative follow-up.

Results Results: Mean liver volume (1648 + 228) ml, and liver tumor volume (651 + 268) ml. The
operation time (121.5 + 8.3) min, intraoperative bleeding volume (257.1 + 28.3) ml, the simulated
volume of liver resection was (895 + 375) ml, and the actual volume of liver resection was (815 +
264) ml. The eight patients had no recurrence for three months, and the liver function met the
normal postoperative index.

Conclusion: In this study, we conducted a comprehensive analysis of the spatial distribution
patterns of vascular structures and pathological lesions within the hepatic tissue. Leveraging
advanced virtual simulation techniques pertaining to the surgical intervention enabled us to
precisely quantify the volume of liver remaining post-resection. Furthermore, we meticulously
calculated the volumetric relationships and perfusion dynamics among the hepatic artery, portal
vein, and liver parenchyma. The primary objective of this intricate analysis was to optimize the
conservation of viable hepatic tissue while ensuring adequate resection of diseased
segments.The integration of three-dimensional (3D) printing technology into this process
facilitates a more nuanced approach to surgical planning. By creating highly accurate, patient-
specific models of the hepatic anatomy, surgeons are able to pre-emptively identify potential
challenges and strategize accordingly. This preemptive planning significantly contributes to the
reduction of postoperative complications such as hepatic insufficiency or liver failure, thereby
enhancing patient outcomes.The implication of 3D printing technology in this context is profound,
offering a tangible advancement in the realm of hepatic surgery. Its ability to anticipate and
mitigate surgical risks underscores its invaluable contribution to the field and underscores the
necessity for broader adoption and continued innovation. The promising results derived from
integrating 3D printing technology in surgical planning and execution highlight its potential for
widespread clinical application and merit further exploration to fully harness its capabilities in
improving surgical precision and patient safety.
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P A detb it e DcE KA TS s BT bR a4 7 B M I AR DG e bR, 4% HCC S8t e
HIFR A

PU-079
BF 4k 3D FTENEIRT SARERF VIR PR A

FEV:ZSINCPSY
TFE R 2457 B

BE FEUIRA, ST NEEFR —, THEHT RS EE . RO RARZREHED)
BRELRIFT B, 2= = A R AR A R R A . 3D FTENHR AR B ARG HERIRE S, AW BAE
PRI 3D FTENHARTES s FHF ARG VIRR, RETTEE, PEASFFAEDIRR & Dhaemm R AR . RA =4k &
# 5 3D ITEHEARLE AR VI BRI CR, SEBURSHEDI R

Fik W 8 FlEEHIE S A SR, (1) i =4EEAER, FRATAT LA M S I s
JR~ TRk FFBhk i S A B2 T 9G 2R, AR N T B IR 2H 23 8 B g 1 ot AR AiE . 7R
Fmh b, f&¥E Couinaud 43 BOEsf FFERE T4 X (20 RAT, SFEEHHIT S, FIH
MIMICS21.0. 3-MA11.0 Wit HAEVIRR FH, A TH YIRSk AT R IDIRR . PRAS SRR R
AR RF SNk TERK S AT SL M BHARI G R . (3) FTENSHGEAT W &8 6 N F T e )
AR, (4) MEBEFARIERIHEITARIGHET -

SR HNEFIARIR (1648+228) mi, AR A (651+268) ml. FARHf[A] (121.5+8.3) min,
AP & (257.1428.3) ml, #HLUIER A EAF N (895+375) ml, 52 Fr U bR A E AR 2 N
(815+264) ml. RJEFEV; =1~ H 8 Bl EHHTLE K, HIFEER& ARG EF bR,

g M = 4eEm @ H A, ABFRRNMENT 1L PRI 250 578 122 A R R . @I FAR
IEFR R RS, ST Tk B A AR AR R B R, IR T SRR, TR K DS AT ST 2 T
AL IMAARIR R, BIERAFEE R @R FAEA L. 3D JTENH ARG B T K F A5 BB )
Re A a1 AR, A RCKIHET & s

74


javascript:;

AR B 27 2 B DY O B PRI RABEAL . FORE AR 55 I R F FE 1 J 2 R il SRR

PU-080
Autoimmune Hepatitis and Systemic Lupus Erythematosus:
A Bidirectional Two-sample
Mendelian Randomization Study

Qi Zheng?!,Yuetong Lit,Shutong Long?,Guoping Sheng?,Lanjuan Lit
1. State Key Laboratory for Diagnosis and Treatment of Infectious Diseases, National Clinical Research Center
for Infectious Diseases, National Medical Center for Infectious Diseases, Collaborative Innovation Center for
Diagnosis and Treatment of Infectious Diseases, The First Affiliated Hospital,
Zhejiang University School of Medicine
2. Shulan (Hangzhou) Hospital Affiliated to Zhejiang Shuren University Shulan International Medical College,
Hangzhou, China.

Objective Epidemiological studies have indicated a potential link between Systemic Lupus
Erythematosus (SLE) and autoimmune hepatitis (AIH). The association between SLE and AlH
remains uncertain due to the presence of confounding factors. Our research endeavor seeks to
elucidate this connection through the utilization of a two-sample Mendelian randomization (MR)
methodology.

Methods We performed a Bidirectional Two-sample MR study employing the R (version 4.2.1).
MR analysis relies on three major assumptions. Firstly, the correlation assumption necessitates a
significant correlation between genetic variation and exposure. Secondly, the independence
assumption dictates that genetic variation must not exhibit correlation with any confounding
factors. Lastly, the exclusivity assumption requires that genetic variation affects the outcome
solely through its impact on the exposure. These three assumptions form the foundational
principles underpinning MR analyses. To fulfill the correlation assumption, we selected SNPs
significantly associated with SLE as IVs, meaning that the p-value was required to be less than
the genome-wide statistical significance threshold (5 x 10-8). Also, we used the F-statistic to
remove weak IVs.

The genetic instruments were derived from the Genome-Wide Association Study (GWAS) of SLE
and AIH. The AIH study cohort included 821 patients and 484,413 controls (GWAS ID: ebi-a-
GCST90018785). To increase the accuracy of the results, we selected two study cohorts of SLE
(cohort 1, cohort 2). Cohort 1 was conducted in 2015 and included 5,201 patients and 9066
controls (GWAS ID: ebi-a-GCST003156). Cohort 2 was conducted in 2021 and included 647
patients and 482,264 controls (GWAS ID: ebi-a-GCST90018917). Inverse variance weighting
(IVW) was utilized as the primary method for conducting MR analysis.

Additionally, instrumental variable strength evaluations and sensitivity analysis were undertaken
to authenticate the preliminary MR outcomes. The first step involved assessing heterogeneity
using the MR-Egger test, which indicates heterogeneity if the p-value < 0.05. Subsequently, the
MR-Egger intercept test was used to identify polyvalence in the data and evaluate the stability of
the results, with a p-value < 0.05 indicating the polyvalence. To further mitigate potential
polytropy bias, the Mendelian Randomized Polytropic Residuals and Outliers (MR-PRESSO) test
was used to identify and remove outliers. Finally, the stability of the test results was enhanced
through the implementation of leave-one-out analysis, which entails the iterative removal of one
observation at a time followed by the rerunning of the MR analysis to estimate causal effects.
This approach was utilized to evaluate the impact of individual observations on the overall
causality estimates.The p-value less than 0.05 was deemed to indicate statistical significance.
Results After conducting two-sample MR analysis, both Cohort 1 (OR = 1.096, 95% CI = 1.034-
1.162, p = 0.002, IVW), and Cohort 2 (OR = 1.452, 95% CI = 1.166-1.807, p = 0.001, IVW)
suggested that SLE is positively associated with the risk of AIH. And there is no reverse causality
between them, in cohort 1, 17 SNPs (p-value < 1x10-5) were selected as IVs. The MR analysis
of these Vs did not suggest any association between the risk of AIH and SLE (OR = 0.996, 95%
Cl = 0.947-1.048, p = 0.881). In cohort 2, 25 SNPs (p-value < 1x10-5) were included as IVs for
MR analysis, and the results indicated no significant correlation between the risk of AIH and SLE
(OR =1.099, 95% CI = 0.997-1.210, p = 0.057).
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This study used the Q test to detect heterogeneity. The heterogeneity test indicated that there
was no heterogeneity in cohort 1 (Q value = 34.721, p-value = 0.665, IVW) and cohort 2 (Q value
= 5.668, p-value = 0.129, IVW), and the corresponding funnel plots were drawn. Additionally, MR-
PRESSO analysis revealed no presence of outliers. Following MR-Egger regression, all Vs
exhibited no evidence of horizontal pleiotropy (p-value > 0.05). Leave-one-out analysis indicated
that no SNP excessively influenced the results.

Conclusion Through the genetic association study, we observed a higher risk of AIH
development in SLE patients. This investigation holds promise for enhancing our understanding
of the interplay between autoimmune diseases and guiding more effective clinical interventions
for patients with concurrent SLE and AlH.

PU-081
FF B MR T /R D4

BRFGLL. T2
AUPH e 22 P2 2P A 6 o

HE OWIEEHRER (HA) « BEREEA (LN o I BETRE N sk (Pl PN-P) IV Y
J2Jg (Col IV) PUANTE 7580 NFE A8 98 N AT AR L0 N oG & SR 00 B 2 28 2 LR i
e HEEL 202341 H 1 HZE 2023 4E 5 A 31 HiEMAU Ml 22 EE 248560 F 0 (R AL &
H 1639 B, 1SMERTFS 2409 B, fARKE ANEE 2942 B, A HTIX SR A DYIBRH P, A AL,
18 1 JHF 4 28 % ot R 4

R LA HARKIIRE PSR . LN AT BH R, P I PN-P & IIBH 2. Col IV A& BH- 4 3 B i
tExf iR =, ZR AR L (P<0.05) o 181 28 4128 DY 1 145 550 B AL Le A, 1 1
% HA,P Il PN-P,Col IV FHPEZI N IR S, A 2R, HESGi % E L (P>0.05) , LN fH{%EZ
PILHAHAT o P2 T 8 L ATEF MU 00 P 4 3R 5 AT A A L 2 b e, PR ZEL A7 IO 07 o 4 3R B S B AR 1 AT ¢
M, ZRAairEE X (P<0.05) .

g FFLFDU I E R, X B NS B 0B R E T, PR AL B8 3 5 037 32 A 5 1R
(HA) . EREEA (LN « I AETRE N smik (P PN-P)Y L IV BUERJR (Col IV) %,
WM — AN 4B RS . 12 R B S G EHER (HA) I BUETR R N ik (P oIl PN-
P) . IVAEEE (Col IV) =T ERIIAHIHE, TE8 M AT 4 R R i FE v i 2 BT (4

PU-082
1400 MR RIS R % R HEER L RRKEHX R
—IRR LB RBEN AR

WA, T
R IR B

HE BRI EIRY % (Primary Biliary Cholangitis, PBC) & —Fh& 2. 18V, BHITIR
PO () 1 5 G PR o ERAR ISR AR 2 A BRI BIOIR 28 1 B B 46 45, (HEATIIE PBC K HLH
HIERMAE R . N T RdoX — AR O, BATEAT T A PR A SR BEALAL (Mendelian
Randomization, MR) 43#7, PAIFAl 1400 Fhif 2 A4 5 PBC K 3R ICHk .

Tk NCEAL A FLEE RS 1400 FRLRAHY) S PBC 1434 R4 SCHRER . 107 ZE A
(inverse-variance weighted, IVW) 7%/2& MR Z3Hr 320738 dEAT BUBE B A0 S5 o 1 A 46 A
P MR 45 SR fase . RIRFBEITIE A MR 2047, DLRA S 1 PR R 56 &R I T e
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R 4 P RACHE DI 2 v kA PBC WEAEHUNA 7. Hod 1-#FE & (OR=0.6479,
95%Cl: 0.4528-0.9859, p=0.0427) Fl -tk — 4l (22: 2n6) (OR=0.5744, 95%CI:
0.3630-0.9089, p=0.0179) %f PBC AALRIFIEM. M, mHHAMR (OR=1.3407, 95%Cl:
1.0435-1.7226, p=0.0219) FI3ZH {§EF (OR=1.1925, 95%Cl: 1.0149-1.4012, p=0.0324) 5
PBC A& KIS ARG . KRR PBC S5HT4EEN 1400 Fifi AR 2 [AIAFAE S [m) R 3R 58 R IPIHIE
. (I Fig 1

g R UEEAR MR 28171, RO 8RR T —415 PBC A 3% A2 M M.
X 1 AR A A EAE N PBC FITIINEERR, FEn] BN THAIGYT PBC $2biisss. AT
S5 RRG R Ier PBC o BEAR A2 B, I AT REAE AR B 78 S AT (1) LA o

PU-083
EREHER I B ENRATREMR

RE,
R U RIS

B WA SR TR 18 P 2 B 58 B I8 R W PR EE IR T R SR AR . A LA R PR R T R
7 RO 22 4

JriE BTBETERANFIRT T . WdE 2021 4F 1 H 3] 2022 4F 8 H MR Y 5 B2 2 v OB FE UK 24k
F=21071U/ml 121 LT R . R LR IR P % 41 ) SR LR AR . (] Kaplan-Meier
280 AN [E 2 )R 5 2 N Bt R AR . SR Kruskal-Wallis H #FIGIR AT x2 4656 H AN R 40
(W22 5% . logistic [F] 37 BT 5207 5 25 N E IR 2R

R AN T 391 LEE, Hrb 296 4 B E R MR BB IE L RHAE 5 34T T Seit- oy
Mro BEASANA: BERE (ETV) 4 (n=62 #) . &i#tEFH (TDF) 41 (n=89 i) . &L
H B iEtET (TAF) 41 (n=36 41) . TDF+#&Ltb ke (LDT) /ETV 4 (n=109 #)) . 5 TDF
(71.7%) . TAF (74.2%) F1 TDF+LDT/ETV (77.9%) Lk, ETV 417E 48 JE Ik dEH N & Rt
KRAEFR (52.3%) BEFFK (P<0.05) . FEY; 48 &, U4l HBsAg FFEK LG ¢m X, H
TAF 40 HBeAg MM S LR B E T . TAF A1 ALT EH K (72.2%) W8 & T H A4
(P<0.05) . logistic [E[JA4: 41 R, 48 ALT1~2ULN., 28 ALT<IULN F13:4; HBV-DNA 7K
PLJ ETV iRIT R 822 M IR 3 (P 34<0.05) .

W fEVNA R EEEE CHB B, BRAIRITIE 48 RN MU 287 807 H AR Bos AR T 52
HITHIOCES, T ETV BT ROH SR T HARIGYY . TAF 78 ALT &5 R R

PU-084
BZBHTFIRE o jATT HBeAg FAM ZBIFF X B E IHEEARAM
SERFTMNRBENELRET RN 5| SR RBIRRLRE

KR A EE
24 (R DN PR

HE XIS ERE R MPEY 5 12 A 24 FERET RN 51 597 2:(RGT) RIS & 3L 248
EREA, DI 28 2 BT R a (PEG-IFNa)IRYT I LY % (CHB) ) HBeAg BT &
F T REVA 1

ik XF 242 {5 HBeAg BIYERIIZ M 2B % 35 Fl PEG-IFNa A9 52 J&, BlVs 24 . BEUISE R
I [ S (EOF) E XN Z I 48 4T IR (HBSAQ) £ 2k, H3s & UM RN BT RN 3
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SR S ANRA R UTIE F o0 sk gk: FRk<40 ¥, NRAREZEM(ALT)/K F-<40U/L, HBsAg
KF<1001U/mL; 12 J&: ALT 7K*F=80U/L, #i HBc /KF<8.42 S/CO, HBsAg /KF<50IU/mL ; 24
Ji: ALT /KF=40U/L, #i HBc /k°F<8.46 S/CO, HBsAg /K*F<0.2 IU/mL . &4k, % 12 A
24 JHVE53 8 0-1 F1 4-5 (B E A BERY N 13.5% , 7.8% Al 11.7% ; 1 63.6% , 68.1% #l
98.1% . fE55 12 A, BERE0HN 0-2,3-4,5-7 Fl 8-10( %% 45l 5.0% , 18.9% , 41.3%
Al 71.4%). 7655 24 JH, R0 H N 0-3,4-6,7-10 A1 11-15(FE 25N 1.3% , 12.3% ,
37.0% AF1 92.5%). fEFRZRS, VP43 R 0-1 MEF MR MAESE, /228 12 A, P4 0-1 8L 0-2 R
VRO I B B AT IEVRYT . FE2E 24 8, VP43 A 0-1 R ARV 8 0-6 BB @ U 13I8 T

G5 WATESL T AL SHEA T PEG-IFNa 1597 HBeAg B8 : 2. BT % f 2 () Th Ak

TP
/Dj@o

PU-085
ETNERFATREBNRIZHETHR o
ia7r HBeAg PR Z BUIRT 4058 AV M B4 (LUK EY

FRIRAE . TRATK
TR SR IR BB

HE 2 BB (NAS)EYT 5, Tl HbeAg FHYE 2.7 [ 4 (CHB) &2 L e 4K IR R AR /b
o AWFFE G AR @ — AT RZ 5] ST (RGT) SIS (O ffy BV 45 8L, il HBeAg I 4% k%
A1 HBsAQ TR

JiE XL, 75 ] HBeAg FHMEMIEH 2RI R EH 2T 52 AR L _FETIE a
(PEG-IFNa)iGI7 1 24 JAMBEVI . Logit B AT TP AL 4. 25 12 JARIEE 24 24, LA
MYEITIG 24 FIf) HBeAg IMLE 44t . BN 8] SR AN B A T R -4 F >R 5. PEG-IFNa 697
RO TR . LEREAN 8] A, S 500 2 A W B AU A PR A 1 5E 0.

B L4k HBsAg <10001U/ml, HBeAg <3S/CO, #5 12 Ji HBsAg <600lU/ml, HBeAg
<3S/CO, %5 24 J&IF HBsAg <300IU/ml, HBeAg <2S/CO. 7E3kZk, %5 12 EFI 24 AN
Ottt 2, HENHIN23.8% , 15.2% F111.1% Lk 81.8% , 80.0% F1 82.4% , HBsAg &%
N 2.4% , 3.0% F10.0% , 7518 54.5% , 40.0% F141.2% .

G510 BATRIHAEH RGT SEMS i T — ML B A WG 7 ks,  DATNEE % PEG-IFNa ¥G97
") HBeAg FHT%: CHB %1 HBeAg Fil HBsAg IfLiE 4.

PU-086
JEERE M B AR TTR £ BRE B AR
KR AT 4L 547 (2010-2023)

ST SN R
24 (RN R

B ARERE VIR 107V 95 (NAFLD) 2 — R Ve, ik fg S BUF AR 4R MZ R IHEAL . AR
AR B 07 1k Ao B Rk, L R BBV TR R o O T IR IR YT ARRS Ak R 0k AR 2
MNITBEAT 1 Z HUBRT SO 25856 JERLSCHRTH RS20 NAFLD HIFIIRSS M BEAT St e, B
MR TR TR, DASB 2 i AT 15 B T S I PR JRE 5 P B o A SCHRUI T il SCRIR T8 5 AT A
VERGWI G YT BB 5.
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FiE M 2010 3] 2023 4, TERFAAZ O EHE FE P 1380 22 5 FE VRS M e 107 VR 97 SR R -
f#i ] VOSviewerCiteSpace Al R %441 bibliometrix”#H 47 It SCHkiHE M. S8 B Sk,
BRI R T WS, HTARMEEER. Y. WTRIAEE . 2o, 12
RGEAETRIE. LB A % SR R T I AT kN R S5 A AT B s . ] GraphPad
Prism 9.5.1.733 #1 2019 4F Microsoft Excel i#47 $45 4> ¥ A A #14L .

GEEL RIS 120 ANEZ (LA EAZEE ) 10829 55502 il 8785 MMM . 55 NAFLD ¥4
I7 I R AR B RN . AR E AR T 2 Y, (HEEZESI HRZIER, miEEE
EBr EEERZ . EFTE BTN F, DN KB M B AL . g A I8 R 2R B R 24K
SREMCLIE . £ 1523 FTIT, (EPRS 7RG R WHT, (PR 2
s A 51 B Z T, Sanyal AJ S5 R 2 1R, ol R 2 e &
Younossi ZM, & ¥ HIEE & Loomba R. BF 7% HIIRE A NAFLD FIMAT R S AHLH],
HERIZ W R B, AETORS VG D7 AT B RS W B, AR SRR & IR . B4R T 3
CHZT. R MR FERR-1 2RI AR T RE RS A SR AR W A R A P A
“H A PR

8 CHRTFE I E T BoF B S RIS A AA S T W\, ] A A R 5T AR TR 14 A o YR T B
HHEMEN S,

PU-087
BREAFRESFES (PND) SIEEFEER YR
MR HART AT 4L RO KBS : BB NHANES 2017-2020 HYIEHR

/RN 2 ¥
FRE K55 o BER GF Bt BT aERD

B AR 7R EEE AT E 7785 (PND  SaEBE R  (NAFLD)  FlHE:
HIRFEFEL (AF) R 2 A] R E Bk

HeE AT E EF A RAE FFE TR ERIEE (NHANES) F#7 2017 4% 2020 FHHE,
6409 #4218 Z S 5HEMELE . K2R RS E N ORI EEMLE S, P PNI 5 NAFLD
AF Z AR5 2o AT PRSI =42 (RCS) #AE PNI 5 NAFLD 1 AF 2 8l fl3EZe it S 1k
2R 5 NAFLD E#F ML, HE NAFLD B ER . MEIM TS, g it 5. FErgn i
kB (NLR) /M S#RELIIBEE (PLR) « 54 KAERE (SID o SAHEEE.
Hh=fs. HbAlc. RARMREEN (AST) MIHZAMERE (ALT) S8 THHEEEKT
NAFLD &% . A2, 5 NAFLD &35 AHE, 4 NAFLD &35 iniE A & Ak PR3 m. 73
AF BIEHEH, NLR. FE#y. AST. ALT. y-A 2N Hh —=fE. SR i v o4k = F5 4L
(BMD IR EALT AF B3 . RIFE, 5% AF 2/ MEMHLE, 38 AF AP AR
FHA PNl K RET . ERIEERZAERA G, MWEH PNI M NAFLD 2 [AJ477E B3 et
(¥ 1E o8t [aOR]=1.07,95% & 1% [X [A][Cl]: 1.05-1.09;p <0.001) , ifj PNI fl AF A%
(aOR=0.92;95%Cl: 0.88-0.96;p<0.001) . R AIHEIREHATHEG, TEREGIHHEIRHET
NBEF, MM SR L BEAIRERIEIER T, PNHE AF 54155 L. £ RCS
BRI, PNI A NAFLD Z [H] o0 Rl B Fb, EfE29 9 52, M, PNI Al AR Z [AIfFfEAEZ M £
FHR

g RAT TS SRR, PNIKFETHE S NAFLD XS D S IEAE e, [HE AF KU S 558,
RN T RX R g R T I ERE, RS
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PU-088
— BB EHAZAERR IR IE R S E >

ESAR N RE
1. IR XN BB B
2. PRYITT R L X 7 4 B Ok A6 7] 4 DX Ak e Al 55 v o0

HE &N KLZEME (Vanishing bile duct syndrome VBDS) &4 WL i) LB 2 a2 A0 JE -7
FUNFHERI S, SR RS R A<, IR E R IZWLE &4 78 X >50%H & 6k,
AR SCHRTE —BIAH IR ) 2 ST SOk, R R IR 1298 .

J57¥% VBDS fJ HHEG, GRIT. B S R . 25 BSOSR S SR R AR DG I AR R R S K
H 299505 55 R IR ON 2SR SRR I R 45 A E (D-VBDS) o ARG —61 35 ¥ Bikd#H,
7E IR IR R, AR 3% L (- H 1], S5 DU ORAT R 28, O 82 3 T N IR 32 3 2k
CE—RFERWBE R, Bk WIRE D, =T WEEEAHR) HREKEY)
FERRAES CBEUURATE) , IRACEIRIFFE HBE, &2 Wih VBDS, K2 [E AR $ AP 2 2545 1% 25
SE DLPHE ARG AN R B, {£)7 7. PubMed #HTSCERIE R BIEE, K S5 VBDS
YT S B AR AR AL UG ORISR 3R AR TT F B

55 VBDS IR W, AL /NEEEI 0.5%, H D-VBDS 5 fiTF VBDS (1 7%, 53 VBDS
W25 R PURG ) EESARIE R Bk igy . FEIRZ . PEREZG . T aRAmI). gy,
iR 25455 . D-VBDS M2 Wish Z 5k e tEHR AR, 2 W B el ) & 208 T AP H %R M. D-
VBDS FHIFEL, HAERPON SR KRR, Al /MEE R, BB L, Yy
A DU B E B = (BT 2 >50%), i1 5 & /NRE AR PNRE TG 2580 $if KYONIRE
CAKHA RO 2 B TG 22 AR TR AP RIS 2 M55, VBDS RIFHRK, Wik
WIRIT TR, RIT TR RE L EHRR . S s S N T, ABEST RO M A, s EE
P A e ME— ] BSCE TIUE 7

it ASCBEE GBI D-VBDS Jfl, JRiid 5 oI SOk g IR IR RE . AOCE.
HERI. AT,

PU-089
MEEIERER-3 AT HBV HXEBMAMHRBEEE
HE BT BEBBRISE N ERR

RS SUIRR. RATF . FNI
BT NRERRE

B SPEEHi15 (acute kidney injury, AKD #& ACLF (acute-on-chronic liver failure, ACLF)
L E AN R REZ —, ACLF B IFREE AKI IIGRMBEILR LR EE 70~80%. AHFF
PRI T s AL AEE R -3 (galectin-3, Gal-3) H T2l HBV &N StEiF 52 (HBV-ACLF)
BE IR AKI GRS .

FiE PIAM 2020 4E 5 H & 2023 4F 5 F{EFE ) HBV-ACLF 4t 58 42, MG =75 &4 AKI 3E—
48 AKL 4L (n=32) )6 AKI 41 (n=26) . id3EE—BAEDL . IS =38hs. mKRIES,
EBFE NG 48h WIREEBEANE AR A . fHH ELISA HiEfNEE MES Gal-3 /KF, ot
Gal-3 K FE5HEMLI =R RS B, [ ROC MiZkF51iE Gal. MigHtiNzE C H
M A2 W AKI RIRLRE -

£ AKI 41 7 Gal-3 /K°F (20.08+5.76 ng/mL) & 16 AKI 41 (12.58+4.96 ng/mL) . AKI
HArp, MiE Gal-3 2055 sCr (R=0.538, P=0.001) . BUN (R=0.521, P<<0.001) . SOFA i}
43 (Rs=0.581, P<<0.001) . AKI 7+#] (Rs=0.776, P<<0.001) 2 iEMi*, 5 eGFR (R=-0.521,
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P=0.002) Rk, #IFEHT HBV-ALCF HE & AKI 2k, 1MiE Gal-3 ) AUC N
0.803, IMiEMtEHNZE C 1 AUC N 0.778. 4EcEH T HBV-ACLF & AKI 2 il 1fiiE Gal-3+
I3% CysC i AUC & 0.854.

g9 MiE MR Gal-3 T B2k HBV-ACLF &Itk AKl BAE I RMME, B s
CysC B IR bR 2 Wi (5 &

PU-090
HIV At RIFTRE L B & D /R e SE R IR B i AR
Bl E R E ]

XE KT
g AL B AR O

BHE S/RBIFIRE (Talaromyces marneffei, TM) & HIV BH 1 834000 T il 45 12 A1 BEER 5995 1)
B LIS G, R M EE NSRRI, AR AN E R 5] RS R
SR, A HIV G 825 rh Al e B R J SE TR B i 49114 5

ik ZHINE:

PAVE T — B IE . —4% 52 2SR I EERI B bk i 5 A M AR, B i
NEIRJGFEROIR B MG . 2B R A & IR T T K AR )R HIV RS . BB AT T TR ik i
FEPIEEIT NPT . FEANBLE I BN CT k2 A o Milis by A, 22 it 2 o) EO 326 A il 2H 24
1P 25 SR R B R e FE R B B g . AZe T B E RS RRMEARYT 8 Ji JE IS CT &2 B R/l
R R ZEFEENERT AN H S BT R . 4T B S NE T AN T AR 5
e R A G BRREAH S TR

R FW RN 2k deERE R REE, 1A (next-generation sequencing , NGS) 7E5
IR B FE WG IR R G 2 W Th e B OC B E A . SRIRATTT AN, X2 5 —HIFE HIV BIPEHAEAL
R R R R JE FE R T i A 1]

PU-091
Efficacy of a reflex test for hepatitis C micro-elimination
in an HIV/AIDS population

Xiao Li'2,Huigin Lit,Xinping Yang?!,Quanying He!,Xiao Li
1. Yunnan Provincial Infectious Disease Hospital
2. Kunming Medical University

Objective In order to improve the timeliness of hepatitis C diagnosis and accessibility of
treatment, the exploration and application of simplified diagnosis by reflex test was carried out in
Yunnan Infectious Diseases Hospital to promote the cascade of hepatitis C virus (HCV) diagnosis
and treatment in the HIV/AIDS population.

Methods Patients with HIV/AIDS infection from January 2022 to July 2023 were selected for the
study, and 1,389 cases with anti-HCV testing from January 2022 to October 2022 were in the
traditional group, and 4,320 cases with anti-HCV testing from November 2022 to July 2023 were
in the simplified group, and HCV in the two groups were compared between patients who
received the model and those who did not. diagnosis and treatment rates. Treatment:
SOF/VEL+RBYV regimen was used, SOF/VEL (manufacturer: Gilead Pharmaceutical Technology
Co., Ltd.; 1 tablet once a day for 12 weeks; RBV (manufacturer: Shandong Qidu Pharmaceutical
Co., Ltd.; 1,000 mg/d for those with body weight <75 kg; 1,200 mg/d for those with body weight
275 kg; RBV dose 600~1,200 mg/d for 12 weeks) was adjusted in accordance with the patient's
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hepatic and renal function. Adjust the dose of RBV according to the patient's liver and kidney
function. 600-1 200 mg/d for 12 weeks. If ribavirin is contraindicated or ribavirin is intolerant,
SOF/VEL treatment was used, and patients with decompensated cirrhosis could extend the
course of treatment up to 24 weeks, and all patients were followed up until 12 weeks after drug
discontinuation. Drug-drug interactions (DDIs) were assessed before treatment, anti-HIV
regimens were adjusted, and SOF/VEL treatment was initiated 2 weeks after the new regimen
was administered, adjusting the efavirenz-containing regimen to other national free medications
or self-financed drug regimens such as ekornpropyltin tablets, bicuclophenazole tablets, and
dolutegravir-containing medications.Statistical methods: the SPSS 26.0 software was used for
statistical analysis. Normally distributed measures were expressed as (xts), and non-normally
distributed measures, were expressed as median M (P25, P7s), Mann-Whitney U test was used for
comparison between the two groups, and self-paired Wilcoxon rank sum test was used for
comparison of the differences before and after treatment. Count data were expressed as n
(number of cases), and the 2 test was used for between-group comparisons. Differences were
considered statistically significant at P < 0.05.

Results Patients who received the trigger trial had a significantly higher rate of HCV RNA testing
than those who did not (100% vs 71.54%), patients who received the trigger trial had a
significantly higher rate of HCV treatment than those who did not (81.01% vs 46.88%), and the
median time from the first visit to initiation of treatment was significantly shorter (116 days vs 53
days), all P<0.001. Patients in both groups were treated with direct antiviral agents (DAAs), and
the rate of sustained virological response (SVR12) at 12 weeks after the end of DAAs was 100%
(30/30) in the traditional group and 98.62% (143/145) in the simplified group, with no statistically
significant difference in the rates of treatment between the two groups (P> 0.05). Adjustment of
HIV drug regimen: traditional group: before HCV treatment: 83.33% used national free regimen,
16.67% used health insurance self-funded regimen; after HCV treatment: 46.67% used national
free regimen, 53.33% used health insurance self-funded regimen, P<0.05, after treatment of
hepatitis C, the difference of HIV drug regimen from national free to health insurance self-funded
was statistically significant, see Table 5. Simplified group: before HCV treatment: 93.10% used
the national free programme, 6.90% used the health insurance self-financing programme; after
HCV treatment: 55.17% used the national free programme, 44.83% used the health insurance
self-financing programme, X2?=54.403, P=0.001, after the treatment of hepatitis C, there was a
statistically significant difference in the exchange of the national free programme for the health
insurance self-financing programme for the HIV medication.

Conclusion The application of the simplified protocol of the reflex test promotes the HCV
cascade in the HIV/AIDS population and improves the HCV diagnosis and treatment rate. Micro-
elimination is feasible in specific populations, which could be a key step in accelerating the
achievement of the World Health Organisation's goal of eliminating hepatitis C infection by 2030.
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The Effect of Moderate-to-Vigorous Intensity Aerobic
Exercise Based on Maximal Oxygen Consumption
on Metabolic-Associated Fatty Liver Disease-A Pilot Study

ZHIQIANG GAO*?,Chen Hongxia?,Meng Zhongji>3
1. School of Public Health, Hubei University of Medicine
2. Institute of Biomedical Research, Department of Infectious Diseases, Hubei Provincial Clinical Research
Center for Precise Diagnosis and Treatment of Liver Cancer, Taihe Hospital, Hubei University of Medicine
3. Department of Infectious Diseases, Taihe Hospital, Hubei University of Medicine

Objective With the rapid change of lifestyle, Non-alcoholic fatty liver disease (NAFLD) has
become the main cause of chronic liver disease, with a global prevalence of 25%-32.4%,
resulting in considerable health hazards and disease burden. NAFLD often co-exists with other
liver diseases, and the international consensus in 2020 redefined "non-alcoholic fatty liver
disease" to "metabolic associated fatty liver disease" (MAFLD) . MAFLD refers to a series of
diseases (diabetes, dyslipidemia, abnormal blood pressure and other metabolic disorders)
associated with excessive lipid deposition in the liver. It is anticipated that the prevalence of
MAFLD will increase in the future due to the global rise in obesity rates. Due to the complex
pathogenesis of MAFLD, there is still a lack of approved treatment all around the world, and given
the huge global disease burden caused by MAFLD, diet and lifestyle changes are recommended
for the first-line non-drug treatment strategies. To investigate the effect of Moderate-to-Vigorous
intensity aerobic exercise based on maximum oxygen consumption on improving liver enzymes,
steatosis and visceral fat grade in patients with metabolic—associated fatty liver disease.

Methods The 20 subjects with MAFLD were randomly assigned to either an intervention group
(n=10)or control group(n=10) using simple randomisation (lot drawing). The intervention group
underwent aerobic exercise by cardiopulmonary rehabilitation training system(S25R, South
Korea)3-4 times a week, 30 to 60 minutes each time, and adjusted the resistance according to
the blood pressure and heart rate of the subjects during exercise to maintain the moderate-to-
vigorous intensity exercise intensity (60 to 80% of the maximum heart rate). The control group
maintained a normal lifestyle and did not change their exercise habits. The intervention period
was 3 months. Before intervention, a comprehensive baseline clinical assessment was carried
out on the subjects, and body composition analyzer (InBody720, Korean) was used. Skeletal
muscle, body fat, basal metabolic rate, percentage of body fat, visceral fat area and visceral fat
grade were measured by Bioelectrical Impedance Analysis (BIA). The Liver stiffness
measurement (LSM) was evaluated by the shear wave quantization ultrasound (FibroScan
Pro502, Echosens, French),and vibration controlled transient elastography (VCTE) was utilized,
along with the theory of Controlled attenuation parameter (CAP), which was used to evaluate the
degree of steatosis of liver tissue. Laboratory tests were conducted to measure various
indicators in the two groups of subjects, including blood routine examination, HOMA-IR (insulin
resistance level), fasting blood glucose(FBG), cholesterol(TG), high density lipoprotein (HDL), low

85


javascript:;

AR B 27 2 B DY O B PRI RABEAL . FORE AR 55 I R F FE 1 J 2 R il SRR

density  lipoprotein (LDL), C-reactive  protein(CRP), interleukin-6(IL-6), alanine
aminotransferase(AST)and aspartate aminotransferase (AST),etc.

Results During baseline assessment, there were no significant differences in demographic
characteristics, body composition, LSM and blood biochemical examination between the two
groups (p>0.05). After 3 months, in the control group, body composition, blood routine
examination, liver enzyme, renal function, glycolipid metabolism parameters and other indicators
did not change, the difference was not significant (p>0.05).After three months of moderate-to-
vigorous intensity aerobic exercise intervention, BMI, visceral fat grade, visceral fat area, waist-
hip ratio , TG and CAP of subjects in the intervention group were significantly reduced, and the
differences were statistically significant compared with those before intervention (p<0.05). There
were no significant differences in skeletal muscle content, body fat, percentage of body fat, basal
metabolic rate, waist-to-hip ratio, LSM and liver enzymes compared with those before intervention
(p>0.05)

Conclusion MAFLD is a major chronic liver disease worldwide and is rapidly accelerating as a
leading cause of end-stage liver disease, and it was in a great urgent need to develop effective
treatments. The results of our study suggest that moderate to vigorous intensity aerobic exercise
based on maximal oxygen consumption can reduce BMI, visceral fat grade, visceral fat area,
improve blood lipids and the degree of hepatic steatosis, and play a positive, effective and
important role in the prevention and treatment of MAFLD, especially in the early stage, which is
worth promoting and applying in the clinical practice of chronic disease management in the
community.
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PU-098
Propensity score matching-based analysis of the effect of
corticosteroids in treating severe drug-induced liver injury

Huanyu Wu,Wei Ye
The Second Hospital of Nanjing, Nanjing University of Chinese Medicine

Objective There is no conventional treatment for patients with severe drug-induced liver injury
(DILI) except for discontinuation of liver injury drugs and symptomatic supportive therapy.
Opinions on whether corticosteroids can be used to treat severe DILI are conflicting, and most of
the relevant clinical studies are case reports or retrospective studies, which still need to be
supported by high-level evidence-based medical studies. This study aimed to evaluate the effect
and tolerance of corticosteroids in patients with severe DILI. The risk factors associated with the
poor prognosis were also explored.

Methods Propensity score matching based on nearest-neighbor 1.1 matching was used to
screen severe DILI patients in the corticosteroids and control group. Matching indicators include
AGE, SEX, TBIL, ALT, AST, ALP, and PT. Patients were treated with conventional therapy
combined with corticosteroids in the corticosteroids group and only conventional therapy in the
control group. The primary endpoint was the normalization rate of TBIL, ALT and AST after
treatment. Secondary endpoints were defined as remission of TBIL to <85.5umol/L (moderate
hepatic injury), the degree of decline in TBIL, ALT, AST, GGT, ALP, and ALB on day 7 and 14
after treatment, and the occurrence of adverse drug reactions. Prognosis based on clinical
symptoms and improved liver biochemistry indices after treatment was defined as follows: (1)
Cured: Clinical symptoms such as fatigue, poor appetite, vomiting, abdominal distension, and
itching disappear or significantly improve, and liver function indexes such as ALT, AST, and TBIL
were basically normal after treatment. (2) Improvement: Clinical symptoms and liver function
indexes had significantly improved or decreased by over 50%. (3) Failure to recover: clinical
symptoms had not improved, liver function indexes had not decreased significantly, and the
condition had worsened (automatic discharge) (4) Death: Death during the treatment period.
Cured and improved patients were included in the good prognosis group, while failure to recover
and dead patients were included in the poor prognosis group.

Results A total of 146 patients were included in this study, including 73 in the corticosteroids
group and 73 in the control group. The results showed that TBIL decreased more in the
corticosteroids group on day 7 (568.8 + 70.7umol/L vs. 89.2 + 107.6umol/L, p=0.046), and there
was no significant difference in the improvement/cure rate. Also, the cumulative remission curve
of TBIL decreasing to <85.5umol/L (moderate liver injury) between the two groups was similar
(p=0.21, by Log-rank). The proportion of patients experiencing adverse effects was similar in both
groups (20.5% vs 20.5%, p=1.000). In subgroup analyses, patients whose TBIL remained
elevated despite conventional treatment had a higher TBIL decline on day 7 after use of
corticosteroid (-23.3x 50.4pmol/L vs. 94.4 + 101.5umol/L, p<0.01). Although there was no
statistically significant difference between the two groups regarding TBIL on day 14 after the use
of corticosteroids, the median value of TBIL decline was higher in the corticosteroid group than in
the control group (83.4(4, 136.2) ymol/L vs. 117.8(65.4, 199.4) umol/L, p=0.077). The rate of
disease improvement was significantly higher in the corticosteroids group than in the control
group (45.5% vs. 79.2%, p=0.037). The proportion of patients with remission to moderate liver
injury was also significantly more than that of the control group on day 7 (4.5% vs. 29.2%,
p=0.049) and day 14 (13.6% vs. 50%, p=0.021) after treatment. The rate of disease improvement
was also higher in corticosteroid-treated cholestatic patients (52.6% vs. 88.2%, p=0.024). In two
other subgroup analyses, TBIL decreased significantly on day 7 of corticosteroid therapy in
patients with 40% < PTA < 50% and the causative drug being herbal medicine. In contrast, the
use of corticosteroids did not have a significant improvement in ANA- or SMA-positive patients.
The clinical type of cholestatic DILI was found to be an independent risk factor for poor prognosis
of DILI by univariate and multifactorial analyses (OR: 3.886, 95%CI: 1.034-14.875, p=0.043).
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Conclusion The addition of corticosteroids in patients with severe DILI undergoing conventional
therapy who have a further rise in TBIL could result in a more rapid improvement in the value of
TBIL and promote healing. Using corticosteroids may be associated with a favorable prognosis in
patients presenting with a cholestatic pattern, and corticosteroids could be well tolerated. Patients
presenting with a cholestatic phenotype could be an independent risk factor for poor prognosis in
severe DILI.
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THZ 5 /MERE G DRE XL, T HMGN1 AR NINT HBV ¥ AR B A B B . 35
=, HEPRONEHRZR KL, HMGNL UTERES N T BRI AE CLK2 7K, {3t T H3 BRI,
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S8 cccDNA [R] BG4k, 76 HBV (r) cccDNA /)RR g F IR AR G 28 AAV TTER
HMGNL J545 HBV AHICHEFR, 45 RKAYTER HMGNL J5 rl 01| HBV 7E4& A I & il

HER AFAET AR ENREERGIE L SRR AIMAZ A5 EA 1 (HMGNL). Bk, %
57 G BT A58 G JEA 2438 SEEESE T HMGNL 54004 A cccDNA 454, ChiP-seq #t—#5
IESZ HMGNL 5 cceDNA 454 . Hk, 1E HBV EYLA i A iz B 1895 5 S0 ik F1 siRNA T
PHA, ERIAIIE HMGNL FH4TIIRESLR T, HMGNL X HBV % s A& il ) (e kA F At
THZ5BAMALE S HITIREX I, TS HMGNL S8A8K NN HBV 5 A hl ¥ il . &
=, B HLHER R KB, HMGNL [yTER i 7 B ERIL A CLK2 /K1, it T H3 i1k,
S8 cccDNA [H] R A%, A, 76 HBV (r) cccDNA /)RR g F IR ARG 28 AAV TTER
HMGNL J55 HBV AHICHEFR, 45 REKAPUTER HMGNL J5 rl i HBV 7E4& A I & il

g 2 LR, AT FRIEIER T —FiiE 25 1H HMGNL 7T LL45 S cccDNA FEE k5%,
R TER cCCDNA TR (R 5SS 5 M NI SE BT HBV $2 445 7 — Bk ik S ms

PU-101
FR PRI TACE RIEFRHERBKALTT BE PRI

AR

Hh LN BR80T B DR P BA 35 940 PP

BB KA TACE A J5 FrEal kAT 55 25 4 38 A R 30 LR i 47 38 IR A o

g PR GTICA I B VRN N R 52 TACE FARWGYY, MIFSikbr iR, A
JYIFA] 2019 55 2 H-2020 4= 6 H, JmBI% 80 1, BENL/4H, —HHA T Eic N iRa, H—
LT R LRI FIC AL, 4L 40 1, KPR S 2% VAS P55 .

281 PHEpmAEE VAS W RERAEE, TRITFE N, P>0.05, #FHEJFHEH VAS T
STHERTXRA, FHEEREE, FESKI¥EN, P<0.05.

e BT TACE FARBITUIGE, FREEBBkST IR i B 2, X B G ™ 5
M, 25T PR3 B nT A RO B s, R AR R S A EEE

PU-102
- MERRS LS ERMIN R R EE 54

femilE. B, FRIE. FAR
MR — BR B

B 11-FEM& %)% (Porto-sinusoidal vascular disorder, PSVD) J&—4H I M50, IR b
BTN, SRR RIS AL B I R R AL, 5 5 R 12 a4 . ARBE9T & fE i I 0t B
PSVD HIH-A# AL £ (1) Bt i D e -5 o O 2R AL SRR AVERS B4R AR I 22 5, 6 PR ik AT B
WX > 52, DUE G207

FHig TR T 2018 FEE 2022 =M K FEHE —EEBRIE I 43 441 1-S2 Mg
M 46 A8 . A BF AT TSR, I AR PR AT TR, ARt debr A
FEIME R D Re e, JER AR A 4efufabr OdE 2L T U R B W T2 (FIB-4) .« R
KA BRE L L R I/ 1f /M L {E (aspartate aminotransferase-to-plateletratio index, APRI). y-2 &
B KBS/ /MR LU AE (yglutamyl transpeptidase platelet ratio index, GPRI). S-index I age-male-
ALBI-Platelets $£4> (aMAP) . ¥ PSVD FlFFA# Ak 52 15 4L 18] i 5 T8 AR EAT 6] B 23 #

25 PSVD ML IR] AR08 DD s HEfL B = T PSVD &, ZR B AR R
X (P <0.05), WidHim&tMmIhaedtAT i a4 B ion: FFdfb B3/ TT. PT. APTT A INR ¥J&E T
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PSVD &%, ZRHEAgT5E (P < 0.05). HEILAEET) PTA. FIB{XT PSVD 4, ZrHE
B2 X (P < 0.05), P4 PLT TGS R ER, HEAMRT PSVD A, ZREASR
T2 (P = 0.001). ATHEAL AN PSVD B BT 1B K I AR & A= SR R T 5 Bk o e i P 9% I
X, ZRARESERE X (P>0.05) .

% PSVD S AIATAEAL g Bt TR I B2 5, AL B /M PSVD & B b .
Il PR b AT DATE — @ FE S _EAR PR S4B AR 0 P 28 F 3 E AT X 4, BEASHERXT PSVD &8 & 3T Wi kit
— X HIRTT

PU-103
Integrative multiomics and phenome-wide association
analysis illuminates drug targets and genetic
underpinnings in metabolic dysfunction-associated
fatty liver disease

Ziwei Guo,Wenliang Lv
Department of Infection, Guang'anmen Hospital, China Academy of Chinese Medical Sciences

Objective The pathogenesis of metabolic dysfunction-associated fatty liver disease (MAFLD) is
complex. Excess lipid accumulation (‘substrate overload’) is the primary causative factor, followed
by the differential effects of pathogenic factors such as lipotoxicity and immune-mediated
inflammation, while regulatory factors such as genetic variants and gut microbiota dysbiosis
further promote or inhibit disease progression. Importantly, not all patients with fatty liver disease
develop liver-related adverse events or die, but there is a severe lack of prognostic biomarkers for
innovating clinical treatment pathways and personalized approaches for MAFLD. As most
NAFLD/MAFLD studies occurred before the publication of the international expert consensus,
most NAFLD-related studies were included in this paper, and there was a significant overlap
between NAFLD and MAFLD, with a high degree of overall consistency (Cohen's kappa value =
0.92). Data on NAFLD can be largely equated to data on MAFLD. To date, there are no effective
treatments for MAFLD other than lifestyle changes leading to weight loss. Therefore, exploring
further evidence on noninvasive early diagnostic biomarkers and developing new therapeutic
targets for MAFLD are highly clinically important.We conducted a multiomics summary-data-
based Mendelian randomization (SMR) study to identify candidate proteins or gene markers for
MAFLD.

Methods Protein quantitative trait loci (pQTLs) were derived from three published genome-wide
association studies (GWASSs) of plasma proteomes, and expression quantitative trait locus (eQTL)
datasets were extracted from the eQTLGen consortium. Outcomes were derived from a large-
scale GWAS meta-analysis (8,434 cases and 770,180 controls), the UK Biobank (4,761 cases
and 373,227 controls) and the FinnGen cohort (2,568 cases and 409,613 controls). We
performed SMR and HEIDI analyses to validate the causal role of candidate proteins and genes.
Protein—protein interaction (PPI) and drug availability evaluations were subsequently performed
to prioritize and evaluate potential therapeutic targets. Finally, PheWas and MR analyses at the
gene and protein levels were performed to identify MAFLD risk factors and causal associations.
Results In the present study, we conducted a comprehensive investigation of the causal
relationship between plasma proteins and eqtls with complete pooled data and MAFLD risk.
Whole-proteome SMR identified 3 protein markers (GCKR, NCAN, and PSG5). A genome-wide
SMR revealed 14 genes whose expression was causally associated with NAFLD risk. Drug
availability evaluations prioritized 3 druggable genes (GCKR, KLF5, and PRADC1), of which
GCKR was developed as a drug target for lowering cholesterol levels in patients at risk for CVD
and has the potential to be redeveloped for use as a therapeutic target in MAFLD. Notably, we
also performed a PheWas study of the identified protein and gene-associated SNPs and their
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control SNPs using the UKBB-Atlas database; the most significantly enriched SNPs were
weighted, and causal associations were demonstrated in the TSMR.

Conclusion MAFLD is a fast-growing, underdiagnosed, epidemic. Emerging multiomics studies
have provided insights into the mechanisms underlying the onset and progression of MAFLD.
Identification of the causative molecules involved in the development of MAFLD is essential for
improving the etiologic understanding and developing new therapeutic targets for early
intervention in this common and burdensome liver disease.Our study identified several proteins
and genes associated with MAFLD risk and explored phenotype-wide associations through
multiomics. The strength of this study is that we systematically investigated the associations
between gene expression or plasma protein biomarkers and MAFLD risk using a multi-omics
SMR design, which has the advantages of a large sample size, broad coverage of genes and
proteins, and low risk of confounding bias. The consistency of the validation analysis results also
confirmed the robustness of the study findings. Additional evidence from PPl network and drug
availability evaluations provided insights into the potential pathogenic role of candidate proteins
and genes for MAFLD and further identified druggable genes and proteins. Our findings linking
GCKR, NCAN, KLF5 and PRADC1 to MAFLD are important for the development of potential
diagnostic tools and therapeutic options. These findings not only provide new insights into the
etiology of MAFLD but also deepen the understanding of MAFLD pathology and potentially
provide promising targets for screening biomarkers and therapeutic agents. However, further
experimental and clinical studies are needed to evaluate the utility and feasibility of these
candidate proteins or druggable genes, which are important for the development of potential
diagnostic tools and therapeutic options.

PU-104
HIV &#H B3R HCV A REEREE
R F S AT ARG IRIRAO R T

JUNEAE . EAENN
AR GR R

B T HIV LG HCV AN [RIJE R YRR 3 1) Iy 40 B I8 - S5 R ARG R R A e, Wi i2
JTHE LR e R BB KR

s EE 2022 4E 11 HE 2023 4 6 Hfii2 N HIVIHCV & IF gL E N RN %, U & K
Pe B F Mg LN O EEME R, A2 E AW B 7180 folifFAEThReseds (TBIL. D-Bil. IBIL.
ALT. AST) ; KRB PRI L I M 1 IL-2, IL-4. IL-6. IL-8. IL-10. IL-12,
IL-17, TNF-o,IFN-y 1 CXCL8. CXCL10 3%t 11 Fhaf sl vk A7Ail; $RBUiE+ HCV RNA, X
R % 510147 PCR ¥, X438 BH M =gt A7 25 R 0 BRI ; SR A SPSS 25.0 At T 4eit
30T

B US| HIVIHCV SLEge ¥ 84 1, Hrb HCV L[ 1 8 21 4, HCV 3 #Y 42 f], HCV 6 %Y
21 fil. HCV =MAEEFRILE TBIL. D-Bil 1 IBIL3 MM bR A fE4E 2 % H=10. 817,
p=0.004; H=6.419, p=0.040; H=9.683, p=0.008) , 7 11 P4 FELFIEE R (H=25.693,
p<0.05; H=50.251, p<0.05; H=36.468, p<0.05; H=51.329, p<0.05, ; H=21.300, p<0.05;
H=20.004, p<0.05; H=27.368, p<0.05; H=25.124, p<0.05; H=39.800, p<0.05; H=20.004,
p<0.05; H=9.123, p=0.01) . HCV 3 # TNF-a. IL-2. IL-6. IL-8. IL-12. IL-17. CXCL10 &
AT HCV 1 BV HCV 6 B, 1ff HCV 1 AT HCV 6 %Y IFN-y. IL-4 #:45 B m T HCV 3 7,
XA R 7 /E HCV 1 B4A HCV 6 RUH o2 55 1fif CXCL8. IL-10 iz FAYAE HCV 3 s
HCV 6 M8 715 2 57 o

g HIV LGy HCV AN[FZE A B M40 A £ £ %, TNF-a. IL-2, IL-6. IL-8. IL-12,
IL-17. CXCL10 4Hff[A 7, HCV 3 AU+ HCV 1 Al HCV 6 &Y, A#tath &4 A 75 TBIL.
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D-Bil. IBIL. AST. ALT [EARKIAFE R AEICHE; FNAR PR+ 4045 PR R4k R (B A7 A5 IEAH
Kk, ANFRYHIBEFEAEHEAER.

PU-105
FERE 1L _EiF M I 8 Amw it R S IRIR B RN B 3% 43 4

X
JRAHR T 3k P A R BT ot

B B PR A b V8 A T8 L i 28 5 gk e RV L EIAR K 52 me IR 2R 23T o

ik R — R ERHAER CBFEEEMER. F. R, B R, SR, RERmE . STk
AP TARRGLEE: PORACTORMEAE . XN 7 ERERE . IR BOmREERE. MHOSIFARE, BTk
B . Rk ERVA R EE ((Fear of progressionquestionnaire-short form,FoP-Q-SF). 13
FE T H R E B IR E R (Distress Disclosure Index, DDI), Herth 752 #5%(& % (Herth hope
index scale,HHI). #%:UEILIFNEE ( (Core Self-evaluation) CSES) & & 10 H R IF
0L, Xt 218 I T4k by 4k T8 H i 28 AT R A

e CURERPER A 5 R _ L iE A ] 154 61, (L 70.6%, ARG LY ALIE
S I e RS 4 (28.94£10.910) 4y, HIRKFE1S 4 (35.07+6.590) 7 H K V137
(35.10£3.618) , %0 HBIFNTES (34.7825.229) H i il R 1HA5 43234 4 (5 Lk 33.5%,
JFRE A B3 A3 I e BB AE MR . PR TR B E RS ER (P<
0.05) ; A HEK T4 SR AVE R E RIS, Lk rEmAER: Al 2O a2 H
S [R5

S5 AL B AT H I AR s R R R R H 3R, R N DR B B AL AR A s R R, AR
BE AN BAT I, I B %00 B PP R AR 2 2 i ik e /K P15 L

PU-106
ET B St R AT REXE
FRITIEEE AR M AT R P E R R R

EFEEL GKYFL. RBE2, VLE 3. XUBAN 2, BEI L. DBk, S l., EREPF R
1. REERIK
2. K  NREER
3. REERKZEE KB

BB 2T B S PUAKS H 2 5 B B S PR A A 4 g 107 1 s A7 A S e I 52

ik W4E 2019 fE & 2023 Faiis T RET S Z ANREERL, £ AEERUESS A NAFLD ) 104 4 &
F. BEERERELS RN NAFL 41 (n=36) , NASH 41 (n=51) MAFH{LA (n=17) =41
WA T A W — G0 E2AFebR . FsEfabr. B Sk AR EER I

B 104 Bl E R L 47/57, T 45.95 %, =41HH BMIHEE, NAFL 415 H AP 4LE b
A gt %= X (P=0.003, 0.003) . =4 CAP fH&E T IEHE, NASH 415 HAh P 4H 4 8] 2 F 0
i (P<<0.001, =0.001) . KR M m s =4 ERELGIT¥ER (P>0.005) , FEHEEMK
HEE B R R FT . SRR, TG =4t A BE%iH¥# % (P<0.001) , H
f NASH 2H 5 HAh g 2 20 1) be e A Gt 24 % 3 (P<<0.001, =0.001) . ALT /K°F, NASH 415
HoAth 4 2H 18] 22 S A Ge it 2F & L (P<0.001, =0.004) , AST /K°F, NAFL 45 H A4 EH &
X (P<0.001, =0.037) . IgA NAFL 45k R 2 574 = X (P=0.02) ; 19G J IgM =2 %
FREGEE . HSPUAS R ILE, NAFLD H 5Pt iR 51%, HiHiiiig (ANA)
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R EA 48.1%, PSS TEEAMTER ., ANA 56 R b SR Rk H 2 & m (24%) , i
R 10 (9.6%) . HFHEfLZ B S PuikBHME R (64.7%) , (H=4H SHiikHERES
TRER L. FFIFRIERDL, B NAFLD RRAEVEREE AR 4, XY K (83.65%) KL X 441
HIIZiE (64.42%) £ NAFLD B 0L, 76 NASH HfHtER &, 2508 90.2% % 76.5%.
NASH 28 X R iR iE 5 AT 4 2 7 BEA ST %3 X (P=0.022) . /MBE AR K FACEE R
KA NAFL 4 5 NASH AT, AFEfLZE 82 ETF, 52.9% ) FHE Ak g5 ] /N IE A 16 A Ko b
WA, AR ZER HEg %R L. MHEREL (2.9%) , HILLL (1.9%) KIIHE B
(1.9%) 7E NAFLD &z H/b 0L, B s T i (11.8%)

g 1. NAFLD B3 H Skt m TR ARE: 2. ANA & NAFLD & LI H Sk, ANA
P 7R e DU R TR I i 3 R R A H WL, #54> NAFLD BB A W AMA (M2) . $it sp100 Hidk K Hi
gp210 Fifk; 3. XY KIIE X RAMIZIEE NAFLD 83 BRRFIE M SUR A i DL B T~ R
B 4. NAFLD HHOCHFREAL B35 SN IR J /NI A A ey, S i IR AE 45, B St
PRFAVER Ry, SRR AG S AT R A BRI A J R ILA .

PU-107
ZREEEPHRX HIV &HRBREFFEERE HCV BF
AR NIEFRD

KA TUIRMA AR#EVE. TR, Tk, W XS5, MelfE. . el FER
mHAE IR

BE 7o HIV A IFEG HCV B R 1Y 4 Y K O R SE R Y (e sk i . AE AL TR AR AL
HABARIZE 5, N HIVIHCV & FF G B R 2 . IR IR YA TT $e kS0 = AP

FiE 2022 4F 11 H-2023 4F 6 A1E AR IREREPUR R T2IEEIZ BN HIVIHCV & If B e
FIMTEbRA SR NIEARE S, WG MG PR DUREZIR, Rk qRT-PCR #4401 HCV
R, FETRIBHEREA B TN, T NS5 R Al TR 4, SR 4s A s LR
X 4% C6000. 4= Hsh ML Hr{¢ XN1000 Al A= 4k F i # M br. KA 2 #656:. Wilcoxon &5
Kruskal-Wallis H #5677 724081 HIV &Y HCV A[EZE R AR, & 8 8w B A f i s
AR PR E] 22 572 o

g8 LS| HIVIHCV G IF BB 126 ], Hrh HCV [ 1 A 20 f5 (1b AY: 15.9%) ,
R 3 A 91 f5] (3a Al 3b WA 72.2%) FIFERE 6 Y 15 ] (6a. 6xa Ml 6n LA 11.9%) .
HCV 3 Fi 3 K] 84 f 0 25 8 e e RAE AN e /IMEL 20 ) : HCV 1 A (1.0x108IU/mL. 4.8x1041U/mL) .
HCV 3 ! (2.2x108IU/mL. 2.9x102IU/mL) #1HCV 6 % (8.1x107IU/mL. 6.8x104IU/mL) , 4¢
Mras B R HIV &I ERASFE R Y HCV LA A2 NRTIs+INSTIs. NRTIs+NNRTIs. NRTIs+PLs =
i HIVIRIT 7 ZANRIT I K S B E R B E N Z R LRI FE L (p>0.05) ;5 HIV A FFmG
HCV =¥ TBIL. DBIL. IBIL. ALT. AST. ALB. GLOB. CREA Z4:{k#5¥rf1 WBC. RBC.
HGB. PLT. MCH. MCHC Z1fl  #RF8FREASE HCV R RAML. w2 a &8 i 0 i &5 B R
ALB $EAR7E HIV LG HCV (R s E B M m i R E B AR ER (p<0.05) , HAR4EN
FEFRAILE AR . BB EN N ZE RS ERE X (p>0.05) ; HIV &FEEG HCV &
) TBIL. IBIL F1 MCHC fRFRTEFEE 3 B HCV &R g SN 1 RURYL B 2 [RAEE W B 1%
M ZER (p<0.05) , HAREAFIME IR EAR HCV R ZF LS EE XL (p>
0.05) .

G EREEE RPHX HIV B rEaiER 1. 3. 6 A 3 ML 6 NREEIA HCV & i,
HAp R 3 8 HCV N HIV &I ANBE R ZAT L B8 HIV & &S HCV U s EE &
# ALB /KPR TR s EEEE, ZRAE8¥E L HIV 5 3 1 HCV E#E 1 TBIL.
IBIL f1 MCHC {5 1 HCV R B A e 2 5 3 B H 1 TBIL A IBIL febr & T 1 BUES, 1M
MCHC faFrfik T 1 B3
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PU-108
RARFESEE p21 MESRREFS R
A TFHHIHETE A S R IS T RUER SR

8L AN
BRYIT P = B

B A5 5 E B R B AR U 7 $0H) - dt e A2 B 2L, S R R TR 3 N A AL
R 2455 07 RAE IE W) e 58 % 1K) PASP Al

Fik CCK-8 i%, EDU. [T RS2 u ko Il 2 f 3 5, it XAt M AR 58 Bse 4t i J VP Al . SA-B-Gal
staining I3 . M2 DEN 55 C57B/L6 /NRJFE R MEREHEAL, T QZKAF HIFEIER .
YL Yt (H&E) WL I (i FRARE . 2% Ines Sturmlechner FIRAE 78 AE ) PASP K 73K 45,
454 GeneCards, DisGeNet, OMIM, TCGA ik & 5¢ i) PASP A+ 1fI#]7%, western blotting,
ELISA, G2 H6A transwell £R17 QZKAF 4 N 4h 2 il i 1842 PASP /i3 1 5 2= i R FE I 4
HEH .

5B RSN, ERPUR TS A MG R R p21 KIRIE, MM, filk 5 IR,
AR . RN, AP A TR RO, BT p21 B AR, BRI A
SA-B-Gal staining #& (o155 i [F] I 400 220t CD8+T ZHMR I N . A5 0 4s B4R, PASP
Ff4% DCN, DPT, ECM1, HGF, PAMR1, CXCL14, WNT2 and IL6 25T HCC k4 Kk & H 5
SR NK 4Bl CD8+T 4HfiZ iA%<, WB 1 ELISA 45 BiiFs: QZKAF JhiE 1 e J= s Ao J& ifn.
DCN,CXCL14 F1 WNT2 & &/KF. HARNAIPZIGIIIGUE T QZKAF Xl s, FuiZiz il
A AEH

45 QZKAF REZELE HCC #ffe, HAEMMLEI A fe it 5T p21 /M FHI4iisE e, Ffk o
DCN,CXCL14 1 WNT2 [Al§, ¥4 s 5l o 58 K 5 AEH -

PU-109
ETEBEENFRNRELEFERERSYE P AR ERTUNHR

8L N
HRYIT B B

H B A e 8 B e T Bk R R MR (PLC) TS hsEY), $29RIEEst ma .

Jik 9N PLC 103 i J fid Fext R ZH 50 5, REESME i FFH2E PBMC @47 mn@ &y, FIHAEY)
5 B2 T BOR AT Z 740 H1, Cytoscape fifiiA% 03K, “CIBERSORT” Jx 4 #151%k 58 3 % % i%
T3 AT, “KM-plot"42: il =17 1 2k )2 Coremine Medical SR15 %8 7] 124 .

R ik PLC Z R 404 A, TESH5SKEH. snRNP EE5YE K. mRNA BI#:554:4)
RERE, FEJE TSR BAVE . VEBEAR. TEAEDUBIRAMEIER E £, 9 MEOERETE SLC4AL,
ALAS2., HBG1. AHSP. HBG2. HBB. HBD. HBA2 il HBAl, }:" HBA2. AHSP F1 HBG2 [
EFIA S A HIA . PLC B EES NK 41/, CDS+T Zif. 4h#E B k41 finigikic
17, CDA+T ZNA % IE G IS A MORE o5 brogb i) 1 Sy 40 B (0 46 B AZ 4 i . MO Y g ]
i R A PE T BRI IR N, AP EaE RS NK 4IEKRIES OS EAMIE, ot
K 5 B AP AE AN FIFERE AR D o Ak, RRER. AT ZhAE Child-pugh ¥4 & BCLC 4t
BN PLC WG EES IR R. BH. Mk, mi. SR, ENR 30 skbZiralgis s
PLC #7597 -

g A AMHEDE B FZEARDN T PLC ZRREEK, W 1% 03RRI &Gz i2im L],
N PLC T A 2 1 % 5 AR 70 S8 1m) o 25 BF Fe 5 Lp 7 1l
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PU-110
FIEE A & 7L REEATT AP R H B A s B & BT 4

PR 8K I BRI BRIGHL . %
AT A S BA IR BT Hh ot

H B PRI FAE & B A FLAR A VA T AL I AR PR (OHE) BB 1997 2L

Fvd EEURAS T AL DA GRS b0 2020 4 06 A & 2022 4 12 A B0A I ATELL 3 OHE #E
3£ 112 ], RAMHE ERED BT A IR % 56 B, NS EITRIFEER -, Biray
DAFIAE £ BABE & FLR MR TT, ATHRZL 7 DLAL ST, WADTHE N 10 K. WS LLE 4L B4 1
IGPRIT 2. PET-. BFIhRE[NEMEIEEBE (ALT) . AR REAEERE (AST) . REALR
(TBIL) ]+ 1%, #IEFF[C MNEH (CRP) . AN E-6 (IL-6) « MIEHIEH T-a (TNF-a) ]
AN B R IKCEARAIE L, RN FEAC G A R4 (AE) MIRATEDL.

GER ITHAENEN 76.79% (43/56) , TN 53.57% (30/56) , ERH LT X
(P<0.05) ; JRITHIT-HA 21.43% (12/56) , K TXTHRAR 41.07% (23/56) , EFASGT
2N (P<0.05) ; WZHHEF M ALT. AST. TBIL. Ifi%. CRP. IL-6. TNF-a FlIHFEEKF
BRITRIFE (P $4<0.05) , HiGr AR T4 (P $5<0.05) 5 JRITHMXIRA AE KA H 5y
N 12.50% (7/56) F18.93% (5/56) , EZRLGit2m L (P>0.05) .

20 PR T HECA LRGP AL I OHE B3, IGRIT AR, W HISE TR, BT
Ae, PRARIME AT N B R, J0H 2 R B, 224t RUf .

PU-111
ERBIEEHIRTR A Z BT RAT R IER TR R R ST
AR AR

B B0 OK B AR 575 O AL AR B I B8 3 R G PRI R &4

FiE NHEF N 2021 4 10 H & 2022 4F 4 A EAETELFA T 275 N REFLIGIT 1) OB 5 R 1L
REFWA B3 60 . HA N A TMF 1697 30 #il. N TAF iY77 RS 30 1. WA IR IR B Rk,
Ebig 4 . 1 2 /8. 2 4 4. 48 JHI ##% HBVDNA 484k, ML 12 J&. 24 . 48 A HRAR
R BB (ALT) EH%; W% 48 A FIhae. Mg fCHE ol .

SR ALT EHFT7M, TMFIRITA 12 JH(69%) (KT TAF 16974 (83%), {HTE 24 JH (75%) K 48
JH (98%) K T TAF 4H 24 J& (70%) #1 48 & (93%) , #i/r TMF SEBUSHE K ALT 5
WE . HERILT TAF. HBVDNA JAJT7E AW. 12W. 24W I 522085 2 M Z 4 A2 43.3%.
62.1%. 82.5%. 96.8%. TAF ZHiAJ7 )5 HBVDNA JEITHE AW. 12W. 24W I 58 4 2 N AR
439 7& 33.3%-. 60.0%-. 80.4%. 94.3%. fEMALIAIT HBVDNA 522N 2K J7H TMF i &+ TAF.
KWFFEH TMF V8 J7 48 A I Ifl Cr. eGFR. CysC 53T BERL, TMF AT 48 )5S
TAF #HELIM Cr. eGFR. CysC A IEAAME, THEZER (P<0. 005) . B/l TMF 7£
BT TS TAF M4 . £9R97 48 FlJG TMF 5 TAF WZHERY R TC THi, (HER LS
e B

g SR TR TMF BA Tl sadislmsEEn], Wik aetkiy. ST mEfEm TMF 5 TAF
FEABL o
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PU-112
SR E SIIHIRIE X EFRG RS TR

W
oA TS

BB 23 52 a2 A 2 M 7076 7 IR P eI BB o e AR S g5 A DG MR 28 [P I PR A7 55 DA I % A 1
o

Tk BB HT 2020 4F 1 H & 2022 4F 12 H R RS HIHEE R 2 W A% g 34252 ICIs 1697
(1) 872 FilfEpr s, HA i 341 1, T4 531 fl. % (SEE E L AEDT 7T ArE H A
RFEMRIERAE 5.0 i) Al (R EZYEFRG2iE4Er (2023 S0 ) BIFRGRE SN GL-
G4 %. Wi R E{R =] (HHNEEE (ALT) SZME/ALT IE¥S%M LR (ULND) |/ [BPE B
( ALP) SZME/ALP ULN) ], ALT SRGHS, nfDABREEZHE (AST) SMRHEY, Bk
RIS NP ARG R BRI VRS . AWF B AL LR A RS R ANE 2SR IMH 4

[E I 23 B IMH Y87 107 R T -

R fERAE IMH FEEY, et SEEST B (47.9% vs 35.0%, P<0.001) . LLEEHA
A F RS A g R IMH RAER, REREHFOHEEDN IMH RAEZFEERG T LIRS
(54.5%vs 36.9% , P<0.001) ; HFHE4LE FH M IMH K4 R 8 F & T L 61k B
(70.4% vs 38.1% , P=0.001): A& Wi /H 5 L AE Wi & & IMH K& 2 A M A7 £ 5 FHE
5t (58.1% vs 38.4%,P=0.028). AT, &M ST EE PR AR TR ZE R
(P=0.346) . RIFFRSHMREHNZE MR, ZFAEFEGIT¥EE N (P=0.002) . IMH £#
YRR A5 R . PEVE R AR B AR & Y ) 5 B 49.3% (168/341) . 40.2% (137/341) . 10.5%
(36/341) , H=FAFEIEE IMH BE T G3 K& G4 HFHiti kRAEF LRI ¥ ZER (P=0.223) .

AR A R R R A2, >S5 B>l (81.8% vs 46.2% vs 29.2%, P<0.001) . ™
HAREE Y, G3 &E#E 39 fil, Hrb 19 flEZMRIGIT, THREREERTAMHBERRTE
# (89.5% vs 50.0, P=0.008) ; G4 2 12 fl, Hrh 9 B2 ERIRTT, WHERIETREH
WRIBITEE, HERLEGIHHE X (44.4% vs 66.7%, P>0.05) .

58 IMH 76 e K & R IEIERESOR (2 BT BFRELL R g 0 AT s h R AR T . fEAHE
RS R R T, AR e R R I R R et . IMH TR EFREE SR A G, FREETEA Y
KA TR . R B AT LA G G3 AL IMH. BEAh, IMH BT RFAHAR AL, JHYTIR R
RIFEAD I, 75 5 PRI T AL .

PU-113
JLEHE RERE XM IREOISRSES

TR XN, BP8. 2BERE. FEGIE
P 22 T ) LR IR Bt

BB A P B e A IR B A 8 ) — Fh N & 3L B, IR R R R 2 LT,
WAMRIE BRZ) 14 BEGHFE, (2 H RTE ) LA & R AH S 0 3 IR R E A TR,
AW T B FEPR IS A QB0 A DR 4 55 B8 LG R RRAE , NIV TS $R— 8 S K4 .
ik ¥ 2012 45 1 H & 2023 4F 6 AETG %) LEERZS WA & K E R R & TR E 5 LE
NBETL, IR ER R =12, FFHA NN (ALT) FI/EREEEN (AST) mTIEW b
B 2 fi5 UL &, [RINHERR & IR SRt o sl A R B R 3 . FFIR S 0 FEARifE: ALT RI/AST £ T
IE% EFR 2~5 1% (80~200U/L) A#EFE; 5~15f% (201~600U/L) AH1EE; 15 fLA E (>600U/L)
NEFE . ARIEATRERLE 5 N AR b - A, [l A B P e — FReks A, IR BB, 52
=R A LRI .
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R O MHFs: 181 BIAE IREREILF 44 B (24.3%) SHAFHE, B, P REETRES
AN 21 B (47.7%) . 20 i (45.5%) 1 3 i (6.8%) , #EELAIH-FEEH /37008 21 FiIFT 23
Bl QIATHHE A 44 BB LEFES 20 BRI 24 B, F#N 2.4 (1.4, 5.1) ¥, RKREHZ
RN 145 (10.0, 29.0) d, FALE)ILIER]. FRREKREREHRBII LG %57 EE
Hs DB PG 2% W, (31 45, 70.5%) , 40 5] (90.9%) A ARMMATIRFE, KEmENES (22 H#,
50.0%) f#HZ (1541, 34.1%) . QINKEIM: K 41 %] (93.2%) . LT MKTIZRKS 17 6
(38.6%) . JHFARFIMRELE R K% 14 6 (31.8%) . K 12 ] (27.3%) . % 6 I (13.6%)

KA RGZ R 3 ] (6.8%) , WAL ILSIHKEKINEZTLEEZR. @LREIRr: BE
H 5 F-E AR ALT 2058 113.0 (71.5, 158.5) U/L 1 322.0 (232.0, 476.0) U/L. AST 433l
4 106.0 (87.5, 152.5) U/L A1 297.0 (201.0, 415.0) U/L, PZH[AJLLEE) ALT Fil AST M/E4E
F75R (P<0.001) ;5 W4LEJLIM ALT/AST ¥IKT 1 HESIF ¥ R. MH TR 24 2.
FR PR 4 B SRR B P NGB R i AT R IR AR R R S TR E . ©IRIT M
H: B 2 BlEILRY, SRR e 42 B8 VB IS, A5 1 FIPUERYT A LT
Bl AFERE RECN (18.448.0) d. REMH 5rh-HEEHAN B FERE RS H N (15.246.9)

d Al (21.317.9) d, MAEBAFESR I EZR (P=0.011) .

g2 JLEASRERS T INEZ ARESE, TREEEH-HEEFRES L ALT FEhE,
FEIRTT JE B A BRI R S M, -EE IR E R TR R K

PU-114
PARF R E 2 9 191E % BY 8 E B2 BRI RS 1 fi
B LIPA EEFHRESH

DR N, BERE, X%
P22 T ) LR IR Bt

BB JIE [ P A D AR 2 - LIPA R DR AR P B0 — M Je (AR B MEBAL s, bR T 9w () v AR R
Ji T B AR N, 3 s E B R H v = BR AR A P S B A, AT A SRR . % 7E
PWEEGIRIE . A SOE 0 IH FE EEEE ARG 0 LIPA JERI A8 R B0, B AR — &2
EARYE -

FrvE X 1 I DU R S A OGS i S 1 B ) LEEAT A M A 25 R panel 62,
HEX RN AT Sanger WFIIE, A2 ANHEREBICAG o BB 23 8 HEPRRRAE, IR0 H 1
LIPA J PRI A8 R F AR SR A PO A T, AR B A% A8 e 0 K F8 e SAsdE (2015 4F, ACMG)
BEATEORPE BT

R 25 9NMHBMEERIL, FRIFEEE @A BEAERE, SAMREEE. SREL: 8P
B, FREM Rk 2.5em, A, Z8L, TCfiloi, 819 FAM, BRI N ARAL, O, RS
RGBMRIN T EEMIGE: & 1 AR NEANs)T 198~275U/L, BEHE
fiE 3% 50 T 143~226U/L, £ 3 bn 1E % 5 i fig . A H [ B¥ 5.32~6.39mmol/L , H i = B
1.60~2.55mmol/L, 2RSS 0.79~0.98mmol/L, {KZ A 3.63~4.51mmol/L, /R fH
R H I = FR AT A, frmEEREARRAREEREEA T . EES: R 2.4cm,
JIF A gk B B 11.43Kpa. JFEHE 45 BN LIPA FE [ ¢.894G>A (p.GIn298=) ¢ c¢.932del
(p.Gly311GlufsTer20) E&&ERA, 4338 CAIEURE R A RAS, SXBES) H X AR 5
M # . c.932del (p.Gly311GlufsTer20) FE 311 fiH AR (Gly) RENKAKR (Glw) Ff
HILERD, HrREAESS 20 /=28 1 AN, [ERRIRRTTZL, Ba#kED;: K ACMG
A NS BUR AR T (PVS1+PM2) o H AT Py i i = 9 it A B 2 MR 1 8 ) 2 £ 741
H B LRIARIE, &7 LMRIF ZARTE & SRR T, o2 JABE U Al .
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G5 AR R JIEL [T I8 D R AR ARG AL, TR OO B E BT MR RN, RAEE AT
TG AL I REsm AR, FEPIRIATL LIPA JERIXUEFAL 3 KR 2 A B TiZ 12 . 18
R 7R L[] P P I AP ROV T B TR IR T 1 ™ AR R, e PR EUOR AT S AR AR I B A X AEVR T
B DI R BE Vs o

PU-115
LIPA ZFHZEIEE Wolman jm& FHIkin 20tk B 2H 2R
M pEiE L fE—)

PEE. MR, FER. 71
PG 22 117 )L P Bt

HEJ Wolman 7772 B LIPA F:[K 538 fr 351 — i Qe R BVt ie s, 2 BT IS B A IR 1t A g o
Z 5 ENA A B R AN H I = ER A ZAGHB E E AR, NI A B e A T R 5 A A IR

Wolman 7 & 1 I 20 A bk 4L 24 A3 A= 5E  (Hemophagocytic lymphohistiocytosis syndrome,
HLH) 78 [ P A WSCHkiRaE . A0t Wolman &3 HLH BIIRIRERE . gl e Tils, 8
TERIZH B SRR B RS IR R — 2 S KR

T 6 1 IIG R DA 2 O Il . i S, RN 2 HLH 198 Lk AT 42 40 S8 2 R A
R, #1279 Wolman Ji&3F HLH, [R5 AT G IREFE . SEIe = HEbn . e3P, SR
J S IRSE 1B o

G 240H 7 KRB, HORH U5 R, RIUFRRMOCE RN BERE S PRk, XUih
VR s BRI, MR KRR, NG EAR, AT 7om. 15T 3cm, B 14
10cm. 1148 11cm. 11 £-5cm, H%E. s, RIERE . WYPEIERIES; EHES R
R, ABtfafr C B 144.82ng/ml, FEE5EE 1.31ng/ml; fF2h: AR ZEE 97UL. &
LGRS 533U/ IfAE: HIM=MEE 10.71mmol/L; %tifn: Wik ER A 28.3s. [ ErbrdEfl LA
2.48; CT mlfig. PR, KRERK. a7kl XD 8mbuRgy, fEnrskEn, F
JRBARBFEEIGRTT, B E R, H IR A FEREAT R, EilaEa. /ML
YR AR %, k8 [ >40000ng/ml. sCD25 6964pg/ml, &Mt HLH. Jili 58 M RpIf 353, A ICU
AT MRS Ak S PRI AL BhIE IR YT . R EREES CT TR AT R, FF2 BRI, OV T R4
fho Ahh BT AHIEPRE I B R LIPA B[ ¢.796G>T (p.Gly266Ter) } ¢.285G>T (p.Trp 95Cys)

HERGRAE, mAlkALEE, H¥RHCHERRAE . 802 KEEN/MUOGR, RN, £
ZUOLETE, OIFEDR, RAXKIBBGIHIT .

518 Wolman Ji &R F s 5L, DUFFB O, e F& . It A ERRESAh 32 BaRe i1, DRI
RIL LIPA PRI B RATA B T 12 BAYAlReis K HLH, Wolman Ji-&Jf HLH &
fHit R, EZE.

PU-116
gL B E R EBRRKeh Kt X e SPGB RELAOR XSS

L
5 BE

HE) 704t C AL (hepatitis B virus-related liver cirrhosis, LC-B) & &% H bk diok
1. (esophagogastric variceal bleeding, EVB) XU 5 ¥EAC T 2 ELHIAH M.

Jrvk K% 2014 4 9 A% 2022 4F 8 F ¥ L EEFF R M & B Bt A2k 1 i A0 R BRI 11 56 B S A A
o IR & R G (OGTT) a2 146 9 LC-B HE/E NI Fxt %, #5 B e ails b &%
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B ik SR B o2 e fE i Bk i EK Chigh-risk varices, HRVS) , HRVs flff: ik dhisk. =
JE i ik il R B 2L B AE (/N ER K 5K, 0BT HRVS SRS X EL AR G .

SR 1. IR LHES R E, % 146 1] LC-B BFEMADH. HP&IF HRVs & 50 1
(34.2%) , K& HRVs B34 96 % (65.8%) . FEARIHIEHR (NGT) &3 50 ] (34.2%) , ¥
it &528 (IGT) H#& 53 # (36.3%) , FFJRMHMERE (HD) H#H 43 # (29.5%) . 2. &If
HRVs HTREAL B B g FOS S0, i, MaOEe. k. WERREIEERE (ALT) . [
XFIRBIEFHRM (AST) . REMFESLR. HEEER. A&0. TAaEAKFEERTREIF
HRVs LB, 25 BEESi%5E X (P<0.05) , #tIf K a) . E bR bs 4k A
AST/ALT. SJEVER. AT4F4E1k 4 1182, Child-pugh ¥ &R WIFPRETIE > FFAERE & 1)
kN T E T RS I HRVs 1L % (P<<0.05) . 3. 40HT LC-B B i | ik i ok 1 i
A 55 EACH R ELAOAE DG, 43 A 9F HD &R 22 i (51.2%) A 3F HRVs, R 5T NGT &
¥ (24%) (P=0.009) , H5 IGT #£# (30.2%) LW ERTLGHH= X (P>0.05) , IGT 4
5 NGT 4t HRVs kA #2573 (P>0.05) . &3F HRVs itk 3% HD KE%R (44.0%)
WEREEST ARSI HRVs H3% (21.9%) (P<0.05) . B4, &3 HRVs H3% OGTT2h-PG &%
m T ARG HRVs 35, OGTT2h-C KB EM T REH HRVs i35 (P<<0.05) , TifiEl B 4ifuz)
REfR SRR, R RBUBIR SR, R RIPUR SRS, SIMpE. TEREE. S
C BRI OGTT2 /i ik & 2 KPR i IR EL iR 22 S e e il X (P>0.05) .

45 LC-B B ma ik Mok i 2 A S FE AT B A2 MR X ELRE B A OG, & 9F HD [MAHREfL &
HrEfaE ik ik R R BE T R, S A ER K A Tk K R HD AR A A S .

PU-117
The Critical Role of mitochondrial transcription factor A
in acetaminophen-induced acute liver injury

Sisi Chen?,Mei Liu?,Feng Ren3,Jian Huang!
1. Beijing Institute of Clinical Research, Beijing Friendship Hospital, Capital Medical University
2. Department of Liver Oncology, Beijing Youan Hospital, Capital Medical University
3. Beijing Institute of Hepatology, Beijing Youan Hospital, Capital Medical University

Objective: Acetaminophen-induced liver injury (AILl) is one of the major causes of acute liver
failure, and its incidence is increasing year by year with rapid progression and high short-term
mortality. The pathogenesis of ALl is extremely complex, and mitochondrial dysfunction plays an
important role in it. Mitochondrial transcription factor A (TFAM) is a key regulator of mitochondrial
homeostasis, promoting the expression of mitochondria-related proteins and maintaining
mitochondrial DNA (mtDNA) replication and transcription. However, no studies have been
conducted to investigate the relationship between TFAM and AILI. The aim of this study was to
explore whether TFAM is involved in the pathogenic process of AILI and its specific regulatory
mechanisms.

Methods: First, at the clinical level, TFAM levels were measured in liver tissues of normal
controls and AlLI patients using gRT-PCR with immunoblotting, and TFAM concentrations in
serum were determined by enzyme-linked immunosorbent assay. Next, mice with AML 12 cells
were stimulated with acetaminophen (APAP) at different time points to induce different levels of
acute liver injury, and TFAM expression was also measured using gRT-PCR with immunoblotting.
Then, TFAM was overexpressed by lentivirus in the AILI mouse model, and serum levels of ALT
and AST were measured along with liver histopathological sections to determine the extent of
liver injury, and mitochondrial morphology and ROS levels in liver tissue were observed using
transmission electron microscopy and immunofluorescence. In addition, gRT-PCR and
immunoblotting were used to detect the expression of molecules involved in the inflammatory and
apoptotic response pathways. Next, N-acetylcysteine (NAC, a drug used to treat APAP overdose)
was used to intervene in AILI mice, and TFAM levels were measured in the intervening mice. The
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expression of DDX3X (DEAD-box helicase 3, X-linked), another molecule related to mitochondrial
homeostasis, was detected in AILI mice with different levels of injury and cellular models using
gRT-PCR and immunoblotting. Liver injury in mice was examined after knockdown of DDX3X
using small interfering RNA. Next, qRT-PCR and immunoblotting were used to detect the
expression of TFAM or DDX3X, and adenovirus and lentivirus were used to knock down DDX3X
and then TFAM in the AILI mouse model, and ALT and AST levels in the serum and
histopathological sections were measured to determine the extent of liver injury. Subsequently,
gRT-PCR and immunoblotting were used to detect the expression levels of upstream regulatory
molecules of TFAM in liver tissues of AlLI mice with DDX3X knockdown and AML 12 cell model,
and to interfere with these upstream regulatory molecules to determine their upstream and
downstream relationships with DDX3X and TFAM.

Results The expression levels of TFAM in liver tissues and serum of AILI patients were
significantly reduced, while in AILI mice and cell models stimulated by APAP for different times,
TFAM expression levels started to decrease at 6 h and further decreased with the extension of
APAP stimulation time, which tentatively suggested that TFAM might be involved in the
developmental process of AlLl. After overexpression of TFAM on the basis of AILI model, the
serum ALT, AST and mtDNA levels of mice were reduced, hepatocyte necrosis and hepatic
sinusoidal hemorrhage were reduced, and the glutathione (GSH) content of liver tissue was
normalized. Moreover, overexpression of TFAM improved the mitochondrial morphology disorder
in AILI hepatocytes, reduced the reactive oxygen species (ROS) content in liver tissue, and
significantly alleviated the inflammatory and apoptotic responses induced by AILI. Meanwhile,
NAC pretreatment alleviated APAP-induced liver injury by upregulating the expression of TFAM.
In addition, DDX3X expression level was significantly increased in AlLI mice and cell models, and
the intervention of DDX3X not only ameliorated APAP-induced liver injury, but also promoted the
activation of TFAM with its upstream regulatory molecules respiratory factor 2 (NRF-2) and
peroxisome proliferator-activated receptor y-coactivator-1a (PGC-1a). The results of the cellular
experiments were consistent with those of the animal experiments. By intervening DDX3X,
PGC1-a and NRF-2 respectively, it was clear that DDX3X had a unidirectional inhibitory effect on
PGC1l-a and NRF-2. The expression of NRF-2 and TFAM was significantly inhibited after
intervention with PGC1-a without any effect on the expression of DDX3X, while the expression of
TFAM was only inhibited after intervention with NRF-2 without any effect on the expression of the
other two molecules.

Conclusions: This study demonstrates that depressed hepatic TFAM plays a key role in the
pathogenesis of AILI, which is regulated by DDX3X- PGC1a-NRF2 signaling pathway and
targeted intervention of DDX3X molecules alleviates AlLI by activating the PGC1a-NRF2-TFAM
signaling pathway.

PU-118
Application Research of
Digital Technology Assisted Hepatectomy

Fangwei Fan,Sihui He
Hunan university of medicine

Objective: Liver cancer, as a malignant tumor with a high global incidence rate, its harmfulness
can not be ignored. In China, the incidence of liver cancer ranks first in the world, second only to
lung cancer, colon cancer and gastric cancer. This not only poses a serious threat to the health of
the Chinese public, but also makes the prevention and treatment of liver cancer become one of
the priorities of China's medical and health work. With the continuous progress of modern
medical technology, especially the in-depth development of the concept of precision medicine, 3D
visualization technology and 3 D printing technology have gradually attracted wide attention from
the medical industry. The application of these new technologies provides more accurate and
intuitive means for the diagnosis and treatment of liver cancer. This study focuses on the
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application of 3D printing technology in the treatment of liver cancer, especially its clinical effect in
guiding precise liver resection, preoperative rehearsal, and evaluating the function after liver
resection. By using 3D reconstruction and 3 D printing technology, the researchers hope to
achieve accurate resection of liver tumors, improve the success rate of surgery, reduce the risk of
surgery, and provide better treatment results for patients.

Methods: The data of 8 early patients with liver cancer from the First Affiliated Hospital of Hunan
Medical University were collected and imported into 3 D modeling software.(1) Use software to
reconstruct the adjacent relationship between liver parenchyma, portal vein, hepatic artery, tumor
and tumor, understand the characteristics of liver parenchyma and tumor blood supply, and
complete the liver segmentation according to Couinaud segmentation.(2) Before surgery, the best
surgical approach was designed, the liver resection guide plate was designed, the liver was
removed virtually, the residual liver volume was measured, and the blood supply volume
relationship between hepatic artery, portal vein and liver parenchyma was calculated.

Results Results: Mean liver volume (1678 + 298) ml, and liver tumor volume (621 + 218) ml.
Operation time (121.5 % 8.3) min, intraoperative bleeding volume (257.1 + 28.3) ml, the simulated
volume of liver resection was (925 + 395) ml, and the actual volume of liver resection was (805 +
266) ml.

Conclusion: Another important role of 3 D reconstruction techniques in HCC resection is
simulated surgery. By simulating the operation, doctors can calculate the volume of the remnant
liver in advance, and calculate the blood supply volume relationship between the hepatic artery,
the portal vein and the liver parenchyma. This helps to maximize the retention of liver volume and
reduce the risk of postoperative hepatic insufficiency or liver failure, in line with the concept of
precise hepatectomy. Despite the significant advantages of 3 D reconstruction technique in HCC
resection, it still has few cases in practice. In addition, the follow-up time is insufficient, and we
need to further observe and evaluate the effect of this technique in the long-term treatment. The
purpose of this case is to provide a successful experience for the application of 3D printing
technology in HCC resection, with a view to getting more widely applied in future clinical practice.
At the same time, we also realize that in the current stage, the application of 3 D reconstruction
technology in liver cancer resection still has some limitations, and we need to continuously
accumulate experience and optimize the technology in order to provide better treatment plans for
patients. In conclusion, the application of 3 D reconstruction in liver CC resection has great
potential and deserves further exploration and practice. By continuously optimizing technology
and accumulating experience, we hope to provide more precise and safer surgical treatment for
Hcancer patients, improve their quality of life and prolong their survival.

PU-119
3D FTENFARERF R VIRRA FRI R

A, W5k

R R 2 e

BH JFURNERT AR AR T Il Sl X B, o A BRBIE R o 4 i, RE AR R
EFREN. FEEIACREHEER B S KRN, =4 LR 3D FTEIHRBHIPRZ KT AT
EEIRTT 3D FTEIRORTESG S TR HEDIBR, RATTNE, PPASITAEDIER S ShREMIIR AR RCR . RTT=
YEE 5 3D fTEIHORFER R VIR BOR, SEDURSHEDIER .

Tk AR R 255 B 2 — MR EE e 8 il P 0] R 3 Bt @ N = 4E . (D M=
Qe NS TTERIK. AFShAK. MR A Z TR RIME SR 5 28, 17 AR JHE S5 B iR I i s R, AR
Couinaud 7 BE AT AE T B (2) REl, it deEF RN, BT UIBR SR, KBS DIRRITAE
TEFRATARRR, THERTEhIK . 1 k-5 S B 0 i AR ARG 2R o
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2R P AF (1678+£298) ml, FFAEMR AT (621+218) ml. FARHEf[A] (121.5+8.3) min,
A& (257.1428.3) ml, BB IEAF N (925+395) ml, S Fr U] B I E 44 AR K
(805+266) ml.

g BT =4EmEEA, REREFNIME S5m0 ERR, RS SR MR 5 E R4

MEZEIRR, WERE THFARXE, RATESEFER, WEFRIRR, Sk, 115
Fik -5 FESE R P IMAARR G R, S KPR AR A HAARR, ARG IR B =2, &R
PrES . ARBIBIEN 3D FTENHARTEE VIBRA (N SRR Th&E %, FERBIE D BT
AN R PRI 557

PU-120
EEFEXRIE B E RN RREEREEREIRW

LI
HMRREE SR — PR

B SRR B8V O B3 B3 ae . IR B R AR R SN

J5ig EHL 72 B I QI BEAE NI TN B, DAMAEIE 4 it REZH.(36 151) S5 42 2H.(36 1), X i ZH
ITHER T, 6 HRAEAT AR TES 3, 6f LU LR B e AT R R, i JEEL 72
1ot AT BEMEAF TR, DAL A IR 4136 )5 WER41(36 1), X RRLLAT 5 FLy H# 17,
X RRZHATAEIEA 2, % U 2H S 38 B 4 R ) S AR TR AR AL

LR TS, WEHAAYEES(ESCA) S m T XA, FSi%E L (P<0.05). MELH LG R &
P23 (SF-36) i T-Xt R4, A 4iit24 % L (P<0.05). W84 H 8 (A FRAR MR s -0 R 4L i
A4t = L (P<0.05).

S50 TRUEY B AR THENE O B 1 B AP R DR BB BT, ol B I AR

PU-121
S AR R AT REAL & AT I 45 & (R U547 B STRRIE R
iﬁﬁﬁﬁ%k%@%

B AWtk (Decompensated cirrhosis DDC) & Hi AN &) i) R 2K JA1E F T I 1 5
B — PS8 BT R ZOR I B TERRE R ZEONMT 28 5 FEREAL, /D3R50 PR M TR AL |
H SR T 2. Y RFn . At . PRSI, hag. ZFAE . RRIRMERF S . AT
' 254 1iF (hepatorenal syndrome, HRS)J& ™ 5 [ 5 5 0 A2 J5 1 B CAREAT PR /D R OB IR < if
PREBSNE Sy BRI, 2 LVE DRetif . ShIIkI6P0 B ns A i & 7k 5 B 4 S 5 1) — Fol
ZEGiE. HRS /& DDC B3 [ —FhfE IR0, HIEE — RIIE AW M3 1 25 Fp SRR 1 1
Ak, HRS 7y At RN R, ZutA HRS PRI T 2 i, JET-%H 4 80%-95%, FET-K
O, R F ST . AT ol e TR OO E

FE ASCE EE M 10 4] DDC &3 HRS B iR 27 id e, 454 ENAMESECER, 1
ginst T DDC A9f HRS HIscHiZWibsitE 50, RMALHE. 2WiRfE. w7 ik, UitEit 2
I RIETS DDC A3 HRS BIAR, oot B 15 .

g8 10 Fl g A oy R SRR ERATAEAL 6 B JEREPERTAEAL 2 . BRI AL 15
BRIR MERTAEAL L B, (ERUHRNE R A Y. IR, BIR. HEFREREL. HE R, OEERE,
HRS TULSRRZINER .. EHE LIRER. KEERAAED. WEH. N TSR, Hf 7 41
S HRS f 3 BlsIH A IF 5 s .
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it DDC & JF HRS WS & . TR HRS HREFIE R . KN e HRS BAY ., FEEEIR
BRI T 1 2 2 DDC A )F HRS [BE TR KIS . DURFMIIN S 2 AR 1 i 1 25 16k
HHEAZ AT DDC & JF HRS — &5k, RESH M BH FIhae, IRmEAfF=R.

PU-122
ARERE CEFRERR
HEX @M ThEERE SR PHNEARER

REAR 20 whiHOT 20 BRIGER 20 PRASBL 2. RN
1. WAABER 2527 e B T N R Bt
2. fRPEE N REEBE

B 2iiAHGE A (alpha-fetoprotein, AFP) Fl14 AFP [ IhfiE s (hepatic failure) T K
17 (Prognostic judgment model) 7& Z BT 58 95 B B e Al A8 i 2 M FF DRk 23 (Hepatitis B
virus associated acute on chronic liver failure, HBV-ACLF) 2 Wi ¥& 7 R 5 17 b (418

J7iE £ Pub Med. J5%dE. hEZIM . ERYE DL IR A+ BT ThAE R IR 8 A 18 A
PEIF I fig 25957 AFP +HBV-ACLF” “AFP +hepatic failure” Jyf & i, HEATSCRRKG 2. A H SCik ik
1T, BB, 0, TSR

GEEL T T BE R 1975 BRI 2 A AT 4R MR FE . ACLF ARIEFEREATR 1B Il N = (A BUNTE
18 1 AE AL P 5 Al ) ACLF, B BUNFEAME M LA E R 2B R ACLF, C BUONTERAE
FFREAL Al R AR ACLIF) o FFIhfE 32 vl T MO YR E fo AR 8 P U S At A2 (R0 A A1), 186 48 400 ot A 2
FARCRANA o 18 AR R AL 93 2k b i R Th e 3 vy = BLIE k. AFP B RV HEZ 20 e () 38 5
o MAE AT 4L AL S LR, A LT A e B FRIMBE AT, A0l 245,

FEF REL 200 PR A DA D A 2T 24 A B P A b R PSR, (BB R T AR B AR S LS AFP 2
R Z A FME S MRS, Afr2 AT FE R Rk, BURFShRe ol i AP 4 iR FAE 52 Afr2 2t
BRIk izdl. AFP SEEEIESE (PTA)  MIERTEEA (PA) . 3REH (GLO) . HHEAS
(ChE) . Ei/RIEMREH 73 (GP73) . MR B4 54L& AT HBV-ACLF B Ti)E, {HEK
JEPEATRAR ., 5 AFP ) NHA-ACLF #iE!, TACIA 7. AT SR R4-TiEHA (APM) |

AFP 095 R 405y |2 555 HBV-ACLF 15 FlAL T 5 H AFP /5 R Tl s I W Fe b -

258 AFP. & AFP KT D RE RSB HBV-ACLF il b B A =5 2l AR AN E

PU-123
RAEM R LR C BT iR RR
BX|NB M RBREFIETEMRER

BRI 2, AR 2. UHEE L KU L BEA S, BT L L UEE L L RS, W
L. WHEBEZ5 22 5 N R EE B
2. 35 B A RS Bt
3. WU A RS
4. B T L
5. h B AR EER:

BB 25 28 5 G F8 AR 78 BT 98 9 B3 B G AH D18 N Sk 320 (HBV-ACLF) 35 40 B Pl 5
FIWTHANE, B2 HBV-ACLF 4K

Fiik R CEREEIR I T ETF R T, NN a i shae s + LRAF R a2 2 ohee
Wl + AEVEREYHBV + ACLF" NSRRI TE i 7 Bis . ER4EE W . HEEMN . Peb Med £ %,
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KR E9 2013 4% 1 HZ 2023 45 1 H, FLREZ A CHR 986 e, WAL Z I SCikdh 1T R 8, 3t
5 8 H BB A 9 S0k 105 o XTUSCEE R SCERHEAT TR, R,

R RIEMGIENE R ACLF R4 KIE, K-t aw. AU EZERNER, sha M RAE
A e brnt ACLF Filjs I B EEE Y. Ml C RMEH (CRP) . B4 EE (PCT) ,
YA 2RI A A F-23 L H 24 (IL-23 and IL-23R) . [4E/&-10 (IL-10) « AN E
-6 (IL-6) , WE4HMIF R CD8+T 4iffe (CD8+T) . #Hjud: T M4 (TCL) . M¥itE B
4Hf (Breg) %5, kT AHIHR EVE RIEFR PR A AT ) B HBV-ACLF &G, ZHER
febrintEs C RMEASAEAREE (CAR) ki gipuk gt (NLR) /i
F4iftb(E (PWR) W3 TG, HZH RS LR —iRr AW HBV-ACLF &3 i
Jei ) R A R e e P T 5

L0 RIEFRETRFRIE HBV-ACLF B H TR AW vay7 eSS rm A —emE, A
BT HBV-ACLF B E 2R & .

PU-124
AP KHIHIREE HBV B3R
X HCC IImFRISER M a4 F R G B

P 2. 2= LS. TR 4L ORAER AL BRER AL XIEEE N XIZEE L BE L MENLS BRI WE L. EEN T
1. 1Bl 255 Bt I N R B= B
2. [N T L BB
3. 2GR KU R e
4. pi B NREERE
5. TN IR EE B

B SFANAAEKMG R (MSTND 78 LB 505 28 B AH S AF A i 8 (HBV-HCC) s K2
R H W R ANE

Fik EHCHET NRERE GHdbER 2522 JE N REEFD) B AL 2019 4F 1 H 1 H&E 2020 4
1 A 1 HEERIERZHT HBV-HCC &3 60 9. i3 7 oo st “ (8 e mk 2 20 1 X '
‘H. HBV-HCC B#IMKSIRISYT H it T, fEsat B AEIRE (BMD , BEUNE. &
s irik (ELISA) I MSTN. #ii2)a 1 EbEV; T i iEss BE AN . MR, 4t
HBV-HCC B#H 7 NG LT, X 44 A1 HBV-HCC 4 MSTN #i#i5. 734t HBV-
HCC BuR4l. JET AR FHRLEM TR . —JC Logistic [1J470 41, —Jt Logistic [21)4 2 B2 70 B %
TG4 FET4H MSTN XF B E TSR . AT semillm PR 45 R i AR R 2R

58 (1) MSTN 7£ HCC Wi TiE AW H IR : MSTN XfHEZHh 424 pg/ml. HCC 414 1203
pa/ml, HREEZER (P=0.001) ; #ZHEBEERMEMZ (ROC k) 4 T (AUC M) =
0.776, HUKFE 84.6%, FimfE 57.4%, MSTN 2l HCC Il 54H 1190.26 pg/ml. (2) HCC mif4
H5ZET-4 MSTN He#: G 4lh 1092 pg/ml, ZET-41°8 2039 pg/ml, WA EEZER (P =
0.029) . (3) HCC fiiJasumilk & : HCC FET-ZHAIEE 2 SE 48 VR E T 27k Child-Pugh 472
(P<0.001) . AFP (P<0.001) . /K (P=0.001) . ALT (P<0.001) . #&=HEIE¥H (BMID
(P=0.037) . HEH (ALB) (P=0.047) . fHZLZ (TBIL) (P=0.01) ZXf &A1 H HllfE
M. —Jt Logistic \IVH4r#r &7~ BMI (P=0.042) . AFP (P=0.004) X}#EEHGHE RN It
Logistic [A])4 2 R &0 #7 o AFP (P=0.005) X} 3 1 A #0i.

Z5% MSTN A T HBV-HCC ffi#x, J& HBV-HCC i HIWr i fakr; HoAh 2 ma 7 2 Wit R &
A AFP. Child-Pugh 432, BMI %,
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PU-125
TACIA S BES MELD 14
£ HBV-ACLF B&MmEPHNHEMNE

MRIEPR 2. Bt 120 ARSR Y20 ROTE Y2, MR LS. BN L X et Xigk . BE T Eem
1. WAABER 2527 e B T N SR Bt
2. P E N BB
3. TR ER B

B K17 TACIA 314 (TACIAs) B MELD 1145 (MELDs) X} Z B 48 93 25 I G AH S8 i itk
JFThfe s (HBV-ACLF) 15 B8 F A

Jig B HT 2020 4 1 A F 2022 4F 12 A 1B A RERAER AT 136 5] HBV-ACLF &3,
FRYEVETT RO NE R (100 1) R4 (36 ) o it &Rz R B4 (WBC) .
M/t (PLT) « NWRRELEEBE (ALT) . RARREEERE (AST) . BJHZE (TBIL) .
HEA (Ab) . MIHFATAEA (pAb) « MAEMEER T (PT) . MALEF (Cr) . ZiF DNA.
SIS EVE S (PTA)  EsFrELELfE (INR)  HAREEE (AFP) %5, N TACIAs.
MELDs it45 2 4 TACIAs. MELDs 5. i MBS AFP. TACIAs. MELDs f£ HBV-ACLF
i FI BT R A E

8] AFP Tl HBV-ACLF Til/5 1) ROC 4k FTHA 0.669, HUKIE 61%, it 69.44%, #)%
8% 0.304; TACIAs Tl HBV-ACLF Tiij5 ) ROC HiZk FHiA 0.733, HUKZT 82%, HiFik
63.89%, #1&#5%k 0.459; MELDs il HBV-ACLF i /5] ROC #h4k F s 0.699, HUKSE 68%,
Frlk 66.67%, Z£)%E1E%L 0.347: AFP BE4 TACIAs Tiiill HBV-ACLF 51X ROC HiZk TR
0.736, HUKSE 80%, FEtE 63.89%, £1%EFH%(0.439; MELDs k& TACIAs Tiiilll HBV-ACLF il
JG i ROC HiZk AR 0.739, #UKFF 85%, KFmtt 61.11%, #1%&35%k 0.461.

%5 TACIAs 54 MELDs %% fH TACIAs. AFP. MELDs 7EHiilll HBV-ACLF 5 4 5 & (%
JETE

PU-126
E-T 1 -FrRiT R 2 B A R R AL

4
AEHF R R AR E BB

B M- B2 2 e ik LR 2 3 e RO o

Tiids R ER rh AN B AR S SCRRAN B RLEAT R G BB BT IT H .

SR LR YT

181 28T 2 (chronic hepatitis B, CHB) Tl RE B IEWMEMA RS, TR SEH FMEIE L,
FEPE T 2 WEE RS, X e i 1 K A% i 0 PP AEE - S0 AU S BE 4 el 17 AU
PAEANEFYEAL o Joits T R 5% 1A 3 W] e 5| A B e M R AT IRV R S A U /KT, I Rl e 3 BUW
BEfE. ik, £ CHB WEGihuiaiayr 2Enl b, ) F o A8 T s3SI AR R A 55 A 15 i A
Wy, PEREE B T, AR CHB B AT -

2. JoriE i B 5 T -

PN IR A AT RESENT CHB 88 i B s ¥ e BRI T RE,  HEI S 20w BRI 8 221E, 8N HIE 7
H, InjE CHB #fE. @CHB mfEFEURIE R R UL IE JOME; @CHB AT RERZ I iE Sk 2
GLRITHRE, SR AN A A A o) AR s IFIEAR U S HE R DO RERRAS A fiE 5 EUIE N #3155
AEVFHR R @CHB B AT e H1 1068 E F- 4 51 A QT AR e s 55 T 52 i g 3 2 4 o 1) £ B
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UEAEIRTT CHB A RS LB BUdEAT MR I 25 808 7= T HOR i i 8 e e ) 52 B bk, I Ay
EVIPREIE, I CHB [ IR AT I 01 4H I SR i 155

3. E AR 4 5 T

i A= %t CHB IFEMa7 K - A A R AR, R85 SR A s mdn . @R 8EAR
TR EZ A Y B Sl PLR A RBEFTAEH s QRHIT R A = P vl AT AT AEACES, Al RE S
CHB [REJEANGTT I NAT K s @M 2 WH AL i 5 P 2 453 R RE 51 kS 4 B SO S, Al i 280 A ¢
AE s @EAHARE RV IR, Sk B @ UMARE & 2 il i s A i 1E
FREEIIRE; @i BRI 2 Wi i - A5 5 A% SRR 2 i 1 I AR vl 2
AR CCE R SEARA . AT R RN AR TR I AOESE, X T CHB
H IR T AE B R .

59 -5 CHB B IIHLEIE VIR, ARKRVIHHEATIRAW T

PU-127
Mm% 25-F4E4E R D K PSRRI RRABEXMERR

(| N7
AR AR S PR R b AR BR B

B iz F XA R REA B RBENALIF S (TSMR) PG 25-2484:% D (25-OHD) 581 R
fF (CHC) ZIajf)oHk,

FriE ARWFFEET XA TSMR 4T ILiE 25-OHD /K5 CHC (KR %R, 25-OHD 1EA#TEL &,
CHC 1EN4: BAs & . MR LB (GWAS)  (n=417580) ik 56 i) kL H e 2 &
£ (SNPs) fE AT HAR (IVs) , Wt FLEHE 5749 ] CHC i F 206659 fil4E CHC il
W T Z AU VWD L InBR AL EOE: (WME) . MR-Egger 7. MR 22 R4k 22 F1Bs {1 V2
(MR-PRESSO) 43#1 25-OHD 7K-F-X} HCV i AU TR SR8, Forh IVW AR R PPA PR SR S
M FE Gt vk, 8 R RS o B it — 2D IR 25 B A fa i .

R AWK, 25-OHD /KF5 HCV S5 AU R RGN A & L RAR N 84 A~ SNP £ .
25-OHD /K*F-5 CHC f#ER B m (IVW OR=1.278, 95%Cl: 1.080-1.512, P=0.004) . i¥i[x] MR
S, CHC 51fliE 25-OHD Z [AI R CIA B A Gt L (P>0.05) o BUtEss s 04
L3, B TSMR 70 4s RATEE S (P>0.05) FI/KFZ 40tk (P>0.05) , AWh4s Bk ik
e o

2% TSMR KILIMIE 25-OHD AA Y5 CHC REGHHCIEALIES, WIS HCV YL B i
25-OHD 7K, % Hgemiit @ vl B A 22 X

PU-128
HIV &3 HCV BB E KR ThaesafR

2, WL T
L. Z A F AR 2 8 S 1 M L e
2. RUIERIAY:

HE 430 B X S 8 (HIV) IR AL 58 (HCV) & IR A REAE 20 b B A Th REAR WL,
9 HIVIHCV 27 1R (IR} 24k

Tk AWFFIEE 2022 4 1 H-2023 4 7 A IR = M A L AR EE e pum R T 12 0A R HIVIHCV &
FEIR L 243 45, [FINF LA 5466 1] HIV/IAIDS & BEATRIA BT, LL EXCEL 2023 7 i3 e,
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KH SPSS 26.0 #4710, AEIESSAMTHETEL, RAPAE M(P25, P75)Hfid, WAE L
BE ] Man-whitney #RAIAGES,  iHECERH n (% iR, RS R 6. L P<<0.05K
ZERBEGEE L.

Z3R HIVIAIDS £355 HIVIHCV & gL B8 RS, BRYYIsts, FIB-4 Wy bt 2 A gt
BX (P ¥)<0.05) , fEMHNDA EEFEERIIFE L GHEEFRAL HIV BYLEF 0
B P EE N B L] (72.43%) =T R4l HIV O (5.74%) (P <<0.05) .
HIV/AIDS ## 5 HIVIHCV &3 Eys# L, HIVIHCV &3 ye i ALT. AST #1 FIB-4 3431y
& T HIVIAIDS &%, HIVIHCV &3F&Y: FIB-4 1F4r:2.1(1.47, 3.82)VS HIV/AIDS H4lijgyus
FIB-4 ¥4} 0.93(0.65, 1.37), Z=204384.50, P<0.001.

S KR SRS IR AR R, HIVIHCV LR B EE R G RSB A4k, REN
18 11 9% B IR A AR B (P AL R B 1 o

PU-129
ZEH HIV/AIDS BESH AR RE R RIERFFES

ARl Ll Age L uEDT L BEIRK L RN 2. JUREGR 8. oRKE 2. MiklEk 2. ZEEERY
1. B RRER - A LR ER O A OE P A
2. RHIERIKY
3. KB

HE o =m B HEER 12 HIVIAIDS ANBERERNR 285 (HCV) I IREE 5.

FEE REL 2022 4F 1 [-2023 4F 7 1A HIVIAIDS gL i nt &, SRR e, e
FEARFE R, HCV Pifk. HCV-RNA. HCV J:NAL, A2 48hr. EIESHMITRER, RAPA
¥ M(P25,P75)4ik, Z4HIE HL#RFH Kruskall - Wallis H %, % FH Bonferroni 1347 2 MEA
2 B . TR R EL R c2 M I6 L Fisher MVIRERE. P < 0. 05 NERH S5
o

8 i 5709 i, HCV HifkFHPEZR 10.42%, HCV RNA Kill# 86.72%, HCV-RNA A%
47.1%. HCV-RNA [HE5E R HCV ZEFRGM 95.47%, H &AL N: 1b A (14.66%) . 2a Y
(0.86%) . 3a % (27.59%) . 3b & (40.95%) . 6 ! (14.66%) . K% (1.29%) . HCV-
RNA [EPEE T FIB-4 34 >3.25 y 37.86%. HCV 3B RIERERE ST FEX (P<
0.05) , HRFs8N 3a, 3b 1) FIB-4 853y THAER A, WL ESHASIM%E L (P
5#4<0.01D) .

L HIV B AR HCV $iiik. HCV-RNA BHMEH 8, HCV ERAILL 3b . 3a BN F EiAT
MR, KAV IELT e b LR Ry 7E HIV B NP3k AT 7R 2L T 28 73 253 3% 4 (140 07 2 0 S 112 Wb
S BRI R A EE S .
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