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High cytomegalovirus (CMV) viral load is associated
with 182-day al |-cause mortality in hospitalized HIV-
infected patients

Mingxia Fang*. Xiaoling Lin. Congyue Wang. Hongxia Wei. Zhiliang Hu
Second Hospital of Nanjing
Background



Cytomegalovirus (CMV) infection is associated with increased mortality in HIV-
infected patients. It is less clear whether CMV infection is still associated with
increased risk of all-cause mortality in HIV-infected patients if it has been
routinely screened and adequately treated

Methods

This retrospective cohort study recruited 1003 hospitalized HIV-infected adults with
a CD4 cell count of lower than 200 cells/unL from 2017-2021. Blood CMV DNA was
routinely measured and CMV DNAemia was treated if end-organ disease occurred. CMV
viral load was categorized into below the limit of quantification (BLQ; < 500 IU/mL),
low viral load (LVL; 500-10000 IU/mL), and high viral load (HVL; =10000 IU/mL)
groups. We compared the 182-day all-cause mortalities among different groups

Results

The median CD4 cell count of the patients was 33 cells/uL (IQR, 13-84). The
prevalence of CMV DNAemia was 39.8% (95%CI, 36.7%42.9%) and was significantly
associated with CD4 cell count. The 182-day all-cause mortality was 9.9% (95%CI,
8.0%11.7%). Univariable analysis showed that, compared to BLQ, LVL and HVL were
associated with 1.73-fold and 3.81-fold increased risks of 182-day mortality,
respectively (P =0.032 and P <0.001). After adjustment for pre—defined confounding
factors, HVL was still associated 2.62-fold (95%CI, 1.61-4.29) increased risk of 182-
day mortality (P <0.001). However, for patients on effective anti-retroviral therapy,
the impact of HVL on 182-day mortality was not statistically significant (P = 0.713).

Conclusions
High CMV viral load in hospitalized HIV-infected patients was associated with higher
182-day mortality, even when early identified by screening. Optimalization of the

management for those patients needs to be explored in future studies

Key words HIV; cytomegalovirus; CMV DNAemia; mortality; hospital
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Toll-like receptor 4 rs11536889 is associated with
metabol ic—(dysfunction) associated fatty |iver disease
with obese in Chinese people.

Yu Wang*. Zi-yu Liu. Ming—jia Dai. Gui-fang Shen. Fang Ji. Xue-bing Yan
The Affiliated of Hospital of Xuzhou Medical University

ABSTRACT
Background&AIM: The association between metabolic—(dysfunction) associated fatty
liver disease (MAFLD) and the variant rs11536889 within the Toll-like receptor 4
(TLR4) gene is currently uncertain, especially in the Chinese population. We examined
whether there is an association between this genetic variant and MAFLD or obesity.
Methods and results: We studied 299 cases [median age (25th - 75th percentiles): 45
(38753) years, body mass index (BMI) 25.56 (22.91727.59)], who underwent
ultrasonography for the diagnosis of MAFLD or not. Genotyping of the Toll-like
receptor 4 rs11536889 polymorphism was performed by Multiplex PCR system in each
subject. Overall, 207 (64.3%) subjects had ultrasound—detected MAFLD; 135 (65.2%) had
rs11536889 GG genotype, 58 (28%) had rs11536889 GC genotype, and 14 (6.8%) had
rs11536889 CC genotype, respectively. In the whole cohort, the interaction of TLR4
genotypes was associated with MAFLD in obese population (odds ratio 1.213 [95% CI
0.387, 3.80]). Similarly, after adjusting sex and age, BMI was associated with the
frequency of C allele in MAFLD (odds ratio 0.895 [95% CI 0.812, 0.987]).
Conclusions: The results of this study showed that the TLR4 rs11536889 C allele as a
protect factor for MAFLD with obese, and the obesity may alter the frequency of
single nucleotide polymorphism (SNP) in Chinese population.

Key words metabolic—(dysregulation) associated fatty liver disease, Toll-like receptor 4,
single nucleotide polymorphism
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Degradation of ubiquitinated hepatitis B virus envelope

protein and its corresponding mechanism
Wenhui Tux'. Jing Liu’. Feng Qian’. Li Zhu’. Ming 1i’. Hui Zheng’. Chuanwu Zhu’
1. Taizhou Municipal Hospital
2. M AN R EERTR 4R
3. BHIRFAEYIE SR

BACKGROUND & AIMS: Chronic hepatitis B (CHB) still cannot be cured currently, while
the pursuit of functional cure seems to be an accessible goal, in which the condition
mainly depends on the serum level of hepatitis B surface antigen (HBsAg). By protein
ubiquitination HBsAg may be down-regulated, which may facilitate finding a new
potential intervention target for functional cure of CHB.
METHODS: All the studies were performed in cell levels. The proteins were detected by
immunoblotting or co—immunoprecipitation; mRNAs were detected by real—-time polymerase
chain reaction (real-time PCR): and HBsAg level in the supernatant was measured by
enzyme—linked immunosorbent assay (ELISA). A two—sided student&#39;s t—test was used
to compare the difference of the groups.
RESULTS: We confirmed that B -transducin repeat—containing protein (B -TrCP) was the
E3 ubiquitin ligase of HBsAg. B -TrCP specifically down—regulated the expression of
Myc-HBsAg. The degradation of Myc—-HBsAg occurred via the proteasome pathway. The



knockdown of plasmid B -TrCP increased Myc-HBsAg in HepG2 cells. The study further
indicated that B -TrCP could affect the K48 polyubiquitin chain by acting on Myc—
HBsAg, and through mutant analysis, the binding site of B -TrCP was found to be
located in the GSG motif of Myc—HBsAg.

CONCLUSIONS: Our preliminary study demonstrates that E3 ubiquitin ligase B -TrCP
induces the ubiquitination of HBsAg at position K48 by targeted binding to HBsAg,
promotes the ubiquitination degradation of HBsAg. Therefore, using the ubiquitination
degradation pathway of HBsAg by B -TrCP, it is possible to reduce HBsAg level in CHB
patients, which may facilitate the achievement of functional cure in the treatment of
CHB patients.

Key words Hepatitis B Surface Antigen; Ubiquitination; B -TrCP; Degradation; Mechanism






BEMRAZIN
Category: PPEYLR (AFEAEYR) HIZTE
46

Metagenomic next generation sequencing for
identification of central nervous system pathogens in
HIV-infected patients.

Yunqi Zhu#*. Zhiliang Hu

The second hospital of Nanjing
Objective To explore the clinical evaluation of metagenomic next generation
sequencing (mNGS) in common HIV-associated opportunistic central nervous system (CNS)
infections. Methods This study was a single—center retrospective study. The inclusion
criteria for this study were hospitalized HIV patients: 1) with neurological symptoms;
2) CD4 count less than 200 cells/uL; 3) having CSF mNGS reports. From March, 2018 to
March, 2022, the cerebrospinal Fluid (CSF) mNGS reports, final clinical diagnosis and
other clinical data were collected from 80 HIV-infected patients admitted to the
Second Hospital of Nanjing, China. The final diagnosis was made by the expert panel
through evaluation of the all-available clinical data, which included clinical
features, image characteristics, conventional microbiological tests, mNGS result, and
the response to treatment. The mNGS results were compared with the patient&#39;s
final clinical diagnosis for the diagnostic performance and clinical evaluation of
mNGS in common HIV-associated opportunistic CNS pathogens. Results CSF mNGS reported
negative result, monoinfection and mixed infection in 8.8%, 36.2% and 55% of the
patients, respectively. The 73 positive CSF mNGS results contains 145 records of
pathogen identification (from 28 pathogens), most of which (108/145, 72.4%) belonged
to the virus species. Epstein-Barr virus (EBV), positive in 52.5% of samples, was the
most reported pathogen, followed by cytomegalovirus (CMV) (24/80, 30.0%), John
Cunningham virus (JCV) (13/80, 16.3%), torque teno virus (TTV) (12/80, 15%),
cryptococcus neoformans (CN) (8/80, 10%), toxoplasma Gondii (TE) (6/80, 7.5%), and
mycobacterium tuberculosis (MTB) (5/80, 6.3%). Intriguingly, EBV had much lower number
of sequence reads as compared with CMV [median (IQR) of 18 (6-66) vs 75 (8- 17756), P
=0.041] or JCV [median (IQR) of 18 (6-66) vs 75 (8- 17756), P =0.002], while the
number of sequence reads was similar between EBV and TTV (P = 0.914). Very low number
of sequence reads of MIB [median (IQR) of 1 (1-9)] could be detected from CSF samples
using mNGS. In contrast, much higher numbers of CN and TE sequence reads were
detected from CSF samples, with median sequence numbers of 82977 (IQR: 15341-278386)
and 3183 (IQR: 1231-18859) (P = 0.002 and P =0.004, respectively). Finally, although
VZV was only detected in 2 patients, high numbers of VZV sequence reads were detected
in both patients. 76.2% of the EBV identification were not considered clinical
important, and relative less sequence reads were reported in the clinical unimportant
identifications. Of the 24 patients tested positive for CMV DNA, 11 (45.8%) had CMV
encephalitis (all had consistent clinical features; all CSF CMV PCR positive), and 13
(54.2%) were not consider to have CMV encephalitis. CMV sequence reads were much
higher in patients with CMV encephalitis compared with those without CMV encephalitis
[median (IQR) of 18621(6484— 53081) vs 12 (5-25), P < 0.001]. TTV was not considered
a CNS pathogen in the patients. Interpretation of the identification of EBV, CMV and
TTV was more complicated, since those viruses could persist in health individuals. In
our study, 58 (72.5%) CSF samples were positive for at least one of these three
viruses and mixed infection of these viruses were detected in 17 (21.3%) CSF samples
Detection of JCV, CN or TE was 100% suggestive of specific CNS infection, however, 60%
of the MTB reports was considered contamination. All those 3 patients had only trace



MTB (1 sequence read) reported by mNGS. CSF mNGS failed to identify the etiological
agent in 6 patients, in which 2 were neurosyphilis, 1 was JCV infection, and 3 were
CNS tuberculosis. Of the 44 (55%) mixed infections reported by mNGS, only 5 (6.25%)
were considered clinical important, among which 1 was CMV and HSV-1 mixed infection,
1 was JCV, Chlamydophila psittaci and HSV-1 mixed infection, 1 was Cryptococcus
neoformans and CMV mixed infection, 1 was Toxoplasma Gondii and HSV-1 mixed
infection, and 1 was JCV and CMV mixed infection. mNGS correctly identified 4 of
those 5 mixed infections, however, mNGS failed to detection JCV sequences in one
patient deemed to have JCV and CMV mixed infection. Overall, CSF mNGS tended to have
high sensitivity to identify all the cases of clinical important EBV and CMV
infection, toxoplasma encephalitis, and cryptococcal meningitis (almost with 100%
sensitivity), while sensitivities for diagnosing of neurosyphilis, progressive
multifocal leukoencephalopathy (PML), and CNS tuberculosis were 50% (2/4), 92.9%
(13/14), and 40% (2/5), respectively. In addition, HSV-1, VZV, Treponema pallidum,
Nocardia spp, and Chlamydophila psittaci had ever been considered the etiological
agents of CNS infections with 11 positive identifications, while one of Nocardia spp
was considered contamination. The remaining 16 pathogens were either considered as
non-CNS pathogens or environmental pathogens. Even all the diagnostic strategies were
evaluated, the cause of neurological symptoms remained undetermined in 6 (7.5%)
patients. Conclusions CSF mNGS is a very sensitive tool for detecting common
opportunistic CNS pathogen in HIV-infected patients; however, its performance in CNS
tuberculosis is unsatisfactory. CMV and EBV are commonly detected by CSF mNGS from
CSF samples in HIV-infected patients, the clinical importance of which is likely to
be associated with the burden of the viruses. Clinical interpretation of CSF mNGS
results is still challenging because of sample cross—contamination, environmental
microbial contamination, and lack of consensus standard for distinguishing carrier
state/colonization and infection. Those obstacles need to be addressed in future
studies.

Key words metagenomic next—generation sequencing, central nervous system, HIV,
opportunistic infections, cerebrospinal fluid
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L A 2 AT DAk, CARE T K EE T SARS-CoV-2 fsa A s AR . #R1fT, SARS-
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JE IS ELTSA Rl 2 3 Uk DNA FET 2 RER 1 1 S Ja I A LI X Spike &% A1 RBD 2 HIN 45 &40
TR, 43 BB S e 1) e % S A, e A B AR R R . R IS WEAT ELTISA &
T, BHEFLIEAT RT-PCR ¥ 48 A e Bk & AT AR X, 2H%% f5 78 HEK293T 40 h ki ik . ELTSA Xt
B 7R LIS WOAT PRI I -

2 T S e M B 556 ELTSA

# SARS-CoV-2 WT. Delta. Omicron %V Z [ ECD 1 RBD & FA 0 ELISA 96 FLA it . ¥t
M 5 JEE A 1h, Pk 5%, MA—H0 1HL 4T, —Hufd A HRP Edifk 1g6HL) , BAaLIbER
W 450nm AT IR EAE

3. B EEH AN SEES

Bf FE R R I 541070 7 5 SARS—CoV—2 B # WT. Delta F1 Omicron WA 7E 37°C FiEHE 1 /M. 96
FUBR NN BT 8 I AL ) HEK293T-ACE2 4l ffl, 7E 37° C W% H 48h J5, MIADENHR B IIL K
B TSR HEM R B
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1. BAT R REE iR ast IH %5

AT RIS RL RTS8 T 4 BRAEA RO FH i 2 ) S B 5T, E04E 1HL. 5E1. 7G5 F1 9HL. &A1
— 35 LI DU A BT X Delta A1 Omicron BA. 1 B0 75 (K AR AR F o 45 S 55 % DU ot B g 28 ] v A
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b AR R & 3-4 fi%
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PR, 1H1 RERESS & ATA 1 ECD R A, FHEAREIM Y. XT RBD 2454 R 1 5% BCD B H
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3. AJEAL 1HL %F Omicron Y 2 KIS V2 AL
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HABSRGIEIER, I H ARG RPURB BT Z R Ee S, AT 4s R n o e 5
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REF P NRLIUE; BT

BEHRAZ IR
Category: ¥ 28 B S8 AR R 7T
53

Prognostic Nomogram for Patients with Hepatitis E
Virus—related Acute Liver Failure: A Multicenter Study

in China
Cuifen Shix*
Yancheng Second People’ s Hospital
Background and Aims: Timely and effective assessment scoring systems for predicting
the mortality of patients with hepatitis E virus-related acute liver failure (HEV-ALF)



are urgently needed. The present study aimed to establish an effective nomogram for
predicting the mortality of HEV-ALF patients. Methods: The nomogram was based on a
crosssectional set of 404 HEV-ALF patients who were identified and enrolled from a
cohort of 650 patients with liver failure. To compare the performance with that of
the model for endstage liver disease (MELD) scoring and CLIF-Consortiumacute—on—
chronic liver failure score (CLIF-C-ACLFs) models, we assessed the predictive accuracy
of the nomogram using the concordance index (C-index), and its discriminative ability
using time—dependent receiver operating characteristics (td-ROC) analysis,
respectively. Results: Multivariate logistic regression analysis of the development
set carried out to predict mortality revealed that Yy —glutamyl transpeptidase
albumin, total bilirubin, urea nitrogen, creatinine, international normalized ratio,
and neutrophil—-to—lymphocyte ratio were independent factors, all of which were
incorporated into the new nomogram to predict the mortality of HEVALF patients. The
area under the curve of this nomogram for mortality prediction was 0.671 (95%
confidence interval: 0.602 -0.740), which was higher than that of the MELD and CLIF-
C-ACLFs models. Moreover, the td-ROC and decision curves analysis showed that both
discriminative ability and threshold probabilities of the nomogram were superior to
those of the MELD and CLIF-C-ACLFs models. A similar trend was observed in the
validation set. Conclusions: The novel nomogram is an accurate and efficient
mortality prediction method for HEV-ALF patients

Key words Hepatitis E; Acute liver failure; Nomogram; Mortality prediction;
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HE AL F], NIAL THEMIEIT, WA Sk fAIREREF I3 EATIRYT, X A B IR T
BHRCE, TR A, B mER . YR, TR, MERSRIE (PCT) MMEHNER (ETX) K
o SR PR ERE AT M 92. 6% (38/41) BEm TR 73.2% (30/41) (P<
0.05) 5 WFFCZHBHERNE . Bz, EYREEEE T/ A (P<0.05) 5 A7
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TR EMERE G R . @I BRI BOR (nNGS) v LU R f12, B RiRiZ .
il —Bl 63 & B EE, B “RAMMEZT14 K7 ABE, Tmax39. 5°C, fEEEEERIE, ST ME
. LMY 4. 83%10°9/L, H ki 4H i i 4 bL 81. 20%, #Ef C M AR A 16. T4mg/L, F “ MRS .
WAl EhURGe. P OB RRIERIT, R, AP EEEIRERE, BaEE, 8
A ZE . BEAEAT N PR A I g 58 . ABE AR TR I AL FI4fe 3. 52%1079/L, Hiki
MM 4 EL 71, 50%, WRESAHME 43 EE 19, 90%, ML/ 90%1079/L; C M EEMA 45. 10mg/L; HA
7 6 27.80pg/ml; FEFSZEJE 0.268ng/ml; ZEEH 1178.99ng/ml; IMAfk: AN 99U/L,
B e 105U/L, H&ME 9. 1mmol /L, FLRRMZNE 3120/L, ATEHEE 107mg/L; IMiEY. W
TG A HERR 2 MU e TR R T-SPOT FAME; s fAME; AEIA R M FAPE s H+AEER CT K L
R FHE . BEABE Tnax39.2°C, A “SkmMEfmarEE” JuUsdyinrr 2 d, BHEIIRE .
BRI, BT B Y R, MHhEOT SRR BACE, U B BT E R
06 H 01 H AL BB AT nNGS £, 06 H 03 HWll 74558 DIkl s ik, 7oL 150, 4i4a
BERATIRT L IRPRERI S BE mNGS £528, IRIRIZWrh Q #IE#5E, 7 “ZPHFE” 100mg
al2h ORI FIRTT, JaBEMEIES, IRt B,
Wik Q #AJ2 H VLG s ik 5| S B — b N & L B R BRI s o 2 a8 RN E BRI, (H
Lo tE i R 2 ML LB G IR R I .. A8 60 2 UL BRI 5%, A sk, =715
EFREFRER, ZiRi2. T VLG ve A 2 72 O A B P AR Ko B A, s IR I . A
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IRTCRL, S ] SR B 22 BE DR 2N 5 (mNGS) A DAE PR L 2 0 1 45 e A AR o ()03 5 Al A 4 (L F6
B 4. HE. FES), RENEH TR MR G 2 W . A S E @I EHE mNGS IS
H 150 NFEFIE DIANEERT e A, SORTHRi2 . BT Q BV RAREOR JimE . BT 19E. Sh Y,
BAERKIEEGEE, IR I AR S ORIV EEE, SR H AT Q ALUKEEIR
PRAEARIZ Wi A& FE 5 PRIERT, PRl mNGS BT LAE y—Fh ] H T35 Bl RS WS e 451 () el . PR )
ZWiTi.
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BhR, I 5 A% ERAG U 45 FLER 2R R, 40 B bk B 0 it IV 53 e s R SR (K R SR T AT
JEIE £ i BURM TSR ERE 2022 4F 4 H-7 FEARWOA (58 BGE B0 T 4 M TR 47
CNBER I — J&] Ja A — D FIAH . 22 YR b A% BR A U 1) BB 61 N, KBRS SR 0 ek A% R A M FH
Mgz, HhFEms 4 AL BA 20 AL R 37 N, Btk 2.33:1, #5658, Py
35.2412.3 %, BET AR —FEHE TR, ¥dmR. ML & CRP 453, 45
BONBRIE S T 6k 0 i B0 A R AR L t=3. 5896, P=0. 0005, =% 5.3%, 1fi CD4/CD8 i3
ZE5E, P>0.05; HeAZER Ct AL, P>0.05. —F GBI E T 40 A CD4/CD8 & Ct
HI TR EMEZESR, P>0.05. MABLHIA— & f5E T AR %R Ct [t S B EEER
P<0.05. CAMFETE, ZERITE Ct UL 42 HHED o SHENUARGE DI HE ) 32 B4 = 44K P
TRERZHAR, IR IR O T SRk B i A A R AR B AR UE N LR I e e Thae, i— A
WU 290 B340 1 22 ANRE DI R B s MR . 5 G e el 4%, G0 HIV R e, A P vbk EL 4 g
TR B E [ LBt & R A 08, WAl S E TR 7, T S BRI RANEEL, M
Tt 2 AN [RV R P b S B ML ) B ThRE, AT 9 [0 51 2 AT 38 e i 28 993 8 SARS—CoV -2 J& e 5ipk 2
UMD, O T S A AR S T e 9 5 5 RS e i 98 Sk 2 Uk EL 4 ST 1 AR A
I KT 7 B B WAL IR Ct E AR Ct {15784k, IR LA i P AT A Bl A 5 oL, %
2R I % ThREIR S 599 55 AR ELRENA, 38 y0k C 400 S A ) Ak PP v T RIS B D . 2880
Sk il 2 FI2 IR TRARE — T A IR S0 AR DU AR A o A% 8 K5 383 el A% R &5 SR AN bk B A T &5 SR R
LoH i a pE gy, B RR T B A E B N, B8 8 kg0 i e psa KA
A, Rk, AT AT R BN G 0% THREIRAS, 75 R IS WU bk EL 400 i M0 5 1 ¥ 4 Ll R & %ot
8 2. il 28 B R R . T 40, Th 40HEA0 Ts A2 2B, SHEREAEVINXR,
REHEME, Ct K, TAREYII FRMREENE, BEERWSEW, WEErmb, CtH
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AREARR. RBELL. BRI, SUNE. FIE. BRME. W, BAT
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HI: S E BB E1E T (Tenofovir disoproxil fumarate, TDF) . $ikJkE (Lamivudine,
3TC) + #AETF1E (Efavirenz, EFV) FI55¥%£ K2 (Zidovudine, AZT) . 3TC. EFV FFHLIHE S5
7697 (Anti-retroviral therapy, ART) 77X N\ Ho s SiFEHH 5
(Human Immunodeficiency Virus, HIV) ERIeEHUIRTIIT R
Jiik: I 461 12N HIV YL, CD4+T SREEZHA <500 4~/ v L FIBEVE AW %, 351 il
%% TDF. 3TC. EFV J&J7 (TDF 4H) , 110 #8232 AZT. 3TC. EFVI&IT (AZT 41D , ik Rk DL &
1697 1 )5 CDA+T ZHiffl. HIVRNA /K-F; s A AL R, KX Logistic ZinRlAEHAT
Z 5T
SEHL. TDF 2H B3 VA7 B CDA+T 4H Ay 202. 8(88. 0, 289. 0) N/ uL, 647 1 4FJ5 A 353. 0(228. 0,
518.3) AN/ wL; AZT ZLRITHT CDA+T 40N 227. 0(140. 5, 319.3) A4/ uL, ¥RIT 1 FN
432.5(253.75, 528.0) N/ uL, WMIGITTT EAHEF CDA+T A E 2 R Lgiit 2 m X
(P=0.753) ; TDF 4. AZT Ay NI, ZRILgiih#m X (294/351 vs. 93/110,
P=0.845) ; LLHIVRNA<<200 copies/mL k5, ART 1 F/EHREE e E%R, MMIRT T ZMELE
STCGiitm (335/351 vs. 107/110, P>0.05) ; LLHIVRNA<<20 copies/mL AbnifE, i&FK
FENER, WGIT T RERBE S %75 X (283/351 vs. 100/110, P=0.012) ; Logistic 7t
[ )= 43 427 TDF 40055 25 25 N 2 e e 22 v T AZT 44 (Bxp (B) =2. 135, CI95%: 1. 047-4. 353, P<
0.05) .
gh18: DL AZT NZEREPUIS S R BRI IT 7 X T S N 2T RS LA TDF DRt 77 AL LA AZT
SRFERI T S0 EE 2 A R % (BL HIVRNA<<20 copies/mL NFRAE) &T L TDF AIEREII T % .
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TR T AL JIi B2 BE 1 192 B AT BE ik B S AUl 4 1% i 38 92 BFE AR A . K 46 683580
RIGL, DL ZE PNB/TCH 540 /0 RAF B HEAT T PP s e A E A, L 20 BT 8 v P o B 1 11 46
Wi 5k B WO IR . BRI A2\ 5 GeneXpert. IL-6. IL-15 fil TNF-a /K7, N
Z R R AT BRI WA G R 2, N ROC i 2k A Bc & 70l (Rl F- iz W ake . 4551 1 AR
ikt 4 NSRS SS %2 Wi T BEsC e 25, 705l /& GeneXpert. IL-6. IL-15. TNF-a . 2.
ZHZE M. 1. GeneXperty TNF-a | IL-6 ZFIRIZWII A 2, P<0. 05, IL-15 AEHEIH™
HFEE IS fERE R, P=0. 367, 3.ROC iR T AL AW TNF-a X A WA — e dEri i,
GeneXpert. IL-6 i FIKrA2 75 95 2 LLRCHERAIT, I TIUII R %) 20 W72 755 R8s R AT s v O HE B 128
M2 RN 0. 958, 4518 GeneXpert MTB/RIF( GeneXpert). IL-6. TNF—a W] LLVE A5 SELL
&5 WIS W Il R R, U SR PRI B
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ROC HiZk F1fif! (area under the ROC curve, AUC) , FPH i GSDMD. IL-1B . IL-6. IL-18 /K
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gE.
1. 3B it IR AR B S5 IE 2 (9T 3K
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BT DT KA BT

Ky MR, RS, RAE

R BN (RAEET) K2R

JRA& MR IERTRE (L 47 BllilmER 54

FBUA

I = AN REERE
AR AT 28 P REAL B AT AR 4RI o, DU IR 2 HUIRER IS B ILR
FHREEAERT, ZEEY) pbe, b, AR UG A ANIEAT 6 B H B HUAR ama S5 R0RLIN . 0 30
(RELHAERR, udca) 2 HHTME—IAJYXT pbe A HEIT ALY, W R OGRS B AR bR, X
Z . BRBIRFERIT AN €, W EITEIATOR HALER udca AT IHARER /K 40 i 2 P IH R ¥ K
S, ML R 5T YE udea MISEA, ] hla FRIE, AN 717~ H0m Ak 40 g
P A BT E M o {H udca XTEEI pbe VR ERL,  Spe i )c 2 98 FUEHE N T pbe
B, BERFUGR . BRMEIE NS S G B TR RCA R, (ELAE S 51 824 ¥R 7 T R BB A 2 T T
g —E A BiY pbe BRSOV AT D REsE s . AR . b ACIE o
RGEF BRI PEREAL; RiEAE Al

72 IR EEVERT 28 B SR A I R AT 7T
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ARIBEZERSTHEB I EE RIS HBV RNA K ERH ST
BERTET R B ATHA DRI X R

BRI I BN

1. LHREMEA RN RER

2. B RUREIR b MR S R B
HE: miEM o5 (hepatitis B virus, HBV) B SEHIEMH: 2 BRI 4
(chronic hepatitis B, CHB) J&HAjt It Lo WHRE AR —, Sttt Hai#E 2. 57 12
NEFMZHE. WiEferE, CHB BEWEThae. AP HBV DNA 1% & nl 73 N PU AN 9% 2
Wi G (IT Cet) D REEHHR (TA (ev) ) o AEEHIH (IC (e-) ) MHETESIY
(1A Cem) ), AT EEAR RPN LRI A LT “ArhEl” /B <KX .



LRI & E0R DNA (covalently closed circular DNA, cceDNA) 76 A ZEHT4H it oK 1
AAE . MEUANRIERR, 2 FE BV YIS EE R K . AR, cccDNA & HBV - RNA #%3%
[ME—K Y5, HBV RNA /K F-REH% [ Bt CHB f835 4R A PN cceDNA [R5 il KA1 Sk &, 1y HBV
RNA 7EWIIEFIZIE 1) CHB FE 3 LG h 3l A 21 . AT, HBV RNA 5 FFHE ) 28 REFE B2 AN
LA AT REAFAE — B MR . AW T B AEAIIA)IE CHB B8 3 IfjE HBV RNA /K°F, FEEAHE 4
9% o3 W) B8 R 5 IfYE HBV DNAL JHHE SORERE BE 5 A 4EAk 73 Gt AT o3 AH LU, AT vFAik iy HBV
RNA 7£18 £ 38 AN R S ZRAS T 7K1 S5 T 98 9E 73 B AR 4EAL 4 BRI Ok &R .

TriF: ARG T ARG O BR 22 e Pt & Bk R B i2 1 401 Bk &1 4 B A T 1Y CHB
B, R ) HBY RNA /KK, RHAESEHGIRH K-W (Kruskal-Wallis) fxBQfifAs [A] 4% 7
W) CHB 3% HBV RNA 4» A 255, R Spearman 2524 #HC 40T HBV RNA 5 FTlEE. HBV DNA.
L PR A A% G I35 22 A0 55 b SR O, FEARE A [RS8 2 BRI EA T AL 8] o dfr o AT
FOIBATHT T 224 AT I 5 fVERE W) CHB A4 L% HBV RNA 7KV K e 55 R 8 i 72 5 A 41 4k AL
I3 IAE N

iR AFEREIRAS CHB 3% IMLiE HBV RNA /3 A fF1E 2 7, HBeAg FHPEHESE HBV RNA 7K1
HBeAg BFAMEREE, 1T (et) MR IA (et) A E MIE HBV RNA /KPHE, IC (e—) M i HBV
RNA 7K feftk, GZ 435 HBV RNA /K-F7E GZ-D #A& & fk. HBV RNA 5 HBV DNA. HBsAg. HBeAg
BHIRRIA T (0=0.79. 0.76. 0.65; P<0.0001. P<0.0001. P<0.0001) , HHEME LR
Mg 2 EAHIE (p=0.41, P<0.0001) o ZiEAS[FI G 2 BRIV 2H 73 Afr 0, HBYV RNA 4% 4 i
SRR B b E AR MRS, R TCM I . W 1 HBY RNA /K-F 5 R 28 R 2 5
AL FOIAT T R DL, Ak L HBV RNA 7K-F-5 BRI 28 RERE B 2594 (0 =0. 29, P<0.0001) ,
5 FFRELT4E40 20 20 T AH S5 . HBeAg FHPEZE ) HBV RNA 7K-F 5 FFIE R AEFEEE ARG, 5 IF 44
WAy 255 (p=-0.26, P=0.04) , JH&F4Efk S3-4 BAR S HBV RNA ZK-F&:fik; 7E HBeAg []
PEZH, HBV RNA ZK-F5 R 2 GEFE S 2994055 (0 =0. 22, P=0.007) , fE G3-4 HIHEE ) HBV RNA
KV hmr, SHA4eiesr BIoHHeM (o =0. 094, P=0.25) .

gt AFRGEIRA TR CHB B35 H HBV RNA A fE— M ZER, SE S0 IMIE A0 8 2445
WA M BARE 2 T R OCHE . HBV RNA /KF-7E HBeAg FHYE B3 5 T IE R FEFE A — € MAH
KMk, MITE HBeAg BH 1 88 3 v ) 5 BT R 28 RE 73 R AN LT 44k 2 I ToAH S . HBV RNA 1N —Ffis 25
EhREY), X TVHEYIE R CHB 3 IR ZH 2R 2215 5l n] Be A — 5 MG R B A AME -

K GV RUFETIERF A, HBV RNA, 4], R RRERLRE, FFIELT 4k /2%

oy PRI 2 A SRR R 7T
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HBeAg PHIE 181 Z BIFF 5 B & NAs JUim B/ IATT /5 HBeAg B F
BREVFMR B B9 7

WM, WA TR XUIRAR . IKER. TEE . TR, BE
R, P o 24 K S B I R I 2
2. RRYFL, B RUREEE 0 IR Bk E B
3. JHFRRL, MR RER

Hi: K E— BRI EYE 28 & (CHB) HUREIT 8 HI3E s . ASHF 78400 s IR 3
Fe bR L PRI 2 4% (BR) 254 (NAs) V69T HBeAg FHYE Hi BeAg I 1S IR R KL
Tk WEFCAINK H B 5 Sk e B A 22 28 DU N IR B (1) 569 1148252 — 28 NAs 1577 1) HBeAg FHYE
CHB ¥ . BE¥ 2. 1 WELEIM B B d A4 (n=374) FIE&IFEZL (n=195) . FJH COX [a] 457
HBeAg B B PN R 2R C $8%k. 2l TAERHIE ih 28 (AUC) A 1 th 2 i3t — 2DV Ak PP B 1)
TR I A S F
SR EAERASFIIGAEBA S K 3 4F R it HBeAg ILIE PSR 5 8 27. 27%H1 21. 54% ., 7E A4 1,
ZNZE COX TR R R RR AL (AST) v A= 2 M (GGT) . HBeAg. HBcAb
K5 HBeAg FHEEMNI MG, FE3ET DL EFRARET AR . 5 7 AR ZEL RN 36 F 20 b LA A8
HIX 7y B A2 : C $8%0=0. 705, ZRAEZH: C485%(=0.677), Fi4r%Ch 0-100 43, 0-79.51 43-F1
79. 51-100 735354 HBeAg AL R BRAIR & o & AU 70 401 3 4F Bt HBeAg 1R 41 51A
43. T9%F1 18. 51%, ZFH Gt = X (P<0. 05) »



ghp: HFIEZE AST. GGT. HBeAg Al HBcAb %57 f1) HBeAg BHEE TR A Bh F48 F CHB B #H L H
BAERIPUREIRIT I L.

Kbty BV R, HBeAg, FURTFIGIT

72K RSB T ISHORIE G 1 B i
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AR ERPERERERE. SZOBITRREMEREEEN
CD8+T {ARaFEIEIRAS

FAAER . KL

KT — NIREER
[HE] BR DM N BT Chuman immunodeficiency virus, HIV) JE&4y. Z5#% 5
A E (Mycobacterium tuberculosis, MTB) JE&#y, DL R IL/EHL 24 1) CDS+T 4H e ik
B HIE AN 2019 4F 8 HZ 2020 4F 1 A8 5 N REEBEFR G 1 38— N R ATl
YR HIV ERGLAT (B MTB BEGe 3% 87 fo1], o HIV &I 18 f7], VE3IH45#% (active
tuberculosis, ATB) 34 fi], WifRIk45#% (latent tuberculosis, LTB) 195, HIV J&#4& I ATB
741, HIV YA I LTB 9], [RINFANN 11 SRR IR E o W PTG 32 4N E i, 33547 41
I B T G RN N e, A IR SR R ARAS DN CD8+T 4ty b 3% A6 73 7 CD62 Btk CD44.
CD127, Tl R & (eomesodermin, EOMES) . T4+ 1 (T cell factor 1, TCF-
D . TEEFZERFET (T-box expressed in T cells, T-bet) . B#EMMWFESRHRMEH 1 (B
lymphocyte—induced maturation protein 1, Blimp—1) , WHMHZA iR HIET-EA 1
(programmed cell death protein 1, PD-1) . T 4B REAHFIEA DT 3 (T-cell
immunoglobulin and mucin domain 3, Tim-3) HIFRIAHM . Fiil2# 775K Fisher #UIMER L
B x2 M. S-HAFE UK. Kruskal-Wallis ¥od6. 255 HIV YRGS T CD62 Hfk.
CD44 W1 F¥ 75 timE (mean fluorescence intensity, MFI) (TSR, T3mHliE 244
Tim=3 N T BT 4 (U=31.00. 1.00. 0.00, #JP<0.010) ; HIV /&4+4 I LTB 414 CD62 Fir
&, CD44 I MFT AT LTB 2, 1fi PD-1. Tim-3 JU&F LTB 240 (U=4.00. 26.00. 6.00. 3.00, 3
P<0.010) ; HIV J&Ye4& 3 ATB 4H ¥ CD62 Fitfd. CD44. CD127 f¥) MFI fi&T ATB 2H, T7fij PD-1. Tim-3
M s T ATB 44 (U=9.00. 40.00. 45.50. 28.00. 7.00, #JP<0.010) , ZRIWESiT5E ., HIV
YL I LR N T 4RI i T TR, P AKC 2 T 20 PRI T X REZH (U=15. 00,
33.00, #JP<0.010) ; HIV /EHeE I LTB AR T AT LTB 41, i fXic iz T 41
T LTB4H (U=7.00. 20.00, ¥JP<0.010) ; HIV YL I ATB ZH LR RN T 4 & T ATB 4,
MR RGEAZ T 40T ATB 26 (U=7.00. 7.00, ¥ P<0.001) , ZR¥HESHE L. HIV EYLH
PD-1+Tim=3+T 4H M IEAK T TR IR AL, HIV ESeA I LTB 2 PD-1+Tim—3+T 40 1) 1A 7K
ST LTB 41, HIV G4 ATB 4 PD-1+Tim—3+T 4 (25K T ATB 41, ZRWE Gt
B X (U=21.00. 6.00. 5.50, ¥JP<0.010) . HIV /&Y I LTB 2H %5 5 K7 EOMES F1 TCF-1 %
ISET HIV L4, T T-bet FEIEMIE T HIV & YL2H (U=3.00. 4.00. 9.00, ¥JP<0.001) ; HIV
YA ATB ZH 14 s K 7 EOMES AT TCF-1 FRIAIK T HIV IERYLA, 1fij T-bet A1 Blimp—1 FRIAN &
T HIV &Y (U=11.00. 14.00. 7.00. 22.00, ¥JP<0.050) ; EZRHHGITHE L. it &
JF HIV YL MTB B i85 A ThRE NI, CD8+T 4 iBFEsm e e . hah, &I LTB Al
ATB JEYL ) HIV SR Bl HIV Hg i CDS+T 28 FL W .

KT R NRRBeBiamas; ST, 1By, JLRGL, CD8+T A EE

798 FREFPERT 28 (10 SE AR AN I R AT 7E

AIRERAFRESATT CEFRBRBEEXEMEMEAREBE
EHILHATT 8



| e /Y 3 N 2 (= N U N 1 o o/ S )11

T TN REER: (BB YmRIEERT . TE8 PRI 50T
HIY SRR T 2807 A AR TT SR R s A 2 I 2 323 (hepatitis B virus-—
related acute—on—chronic liver failure, HBV-ACLF) BFHirah. ik RIS HT 2018
1 HE 2021 5 6 H T8 A REBERZ N THIAIT K HBV-ACLF & IRR TR, 45 86
BB RN T 2T BB AR T 4 (AR BTG 4D A M =a T4, i iEss 30 d
AR R T KRR . A ARBARTRAESY (model for end-stage liver disease, MELD) ¥
S BN TR FERAEE DL . Cox B HT B F LT HIM G N 2, Kaplan-Meier ¥k 4T 835 HIAE A7
B, G5 SRy N 86 B, HA R EECSA 48 4, SFI N TIHFRECHN 4. 68 IR/ N A
2H 38 1, “EI AN THFRE 3. 17 R/ N.o JifE 14 d B EEEASHEE AN 2 (interleukin, IL)
-6 (t=3.798, P=0.000) . IL-8 (t=3.620, P=0.001) . FEHEFHEN (interferon
inducible protein, IP) -10 7K°F (t=4.951, P=0.000) A MELD ¥¥4% (t=1.106, P=0.027) K%
W P B K TR ERIG T 4. BEDT 30 d EREEAEAE 63 4, FETC 23 1], Cox [HIVA 40 M i/ FE 26 [H PR
HEALELAE (LB HE Codds ratio, OR) =0.558, 95% A[{Z[X[A] (confidence interval, CI)
0.193~0.856, P=0.027]. FHLHikimEgIIIEY: (0R=0.876, 95% CI 0.824~0.932, P=0.000) .
AN T (0R=0. 819, 95% CI 0.236~0.992, P=0.005) . HKRMEMMEL (OR=0. 170, 95% CI
0.045~0. 647, P=0.009) . FFMEMJHE (OR=0.004, 95% CI 0.001~0.030, P=0.000) J& &0 ¥
30 d AEAFLE RRIMAI SN R . PR RITH BB REARE T HMIBITY (c2-5. 45,
P=0.020) . PZHEERAERI (c2=0. 626, P=0.429) . WEFIKIME (c2=1.200, P=0.273) K.l
Hy MEAFRE (c2=0.538, P=0.463) MILuHlzEFIgiit2m X, J7 BG4 /MR R R TR
BENTHIAITA (t=4.174, P=0.002) . 451& AN L2 #07 RBcAI6)7 HBV-ACLF F&n]
DABE A Rt i B 28 RE R 7 FH B MELD VE43, B8 2B B 38 AR A7 A B0 /M- gm0

Ky NTH 285 MR, T

7y FIIRGYR CEIEERRD 1i2iE

14
2 Bl & AAEREBERK)LEIRISAEB S
TR
BT = AR
HIF): MR PEE R 45 & (INL) X4 Kikuchi-Fujimoto disease (KFD) , S AkEiil &
PR, MAIGRRIUAR I AED . RELE IR, K KED BT, IRKRRMEZHE, 5
B RS HoAth R 1 9k B 235 993 B S 1 0
. EBIEE N 13 Btk W CRMEE 6 K7 ABt. Bk 25 KLEE, HMSEEE
fih R BOMC I R R G, A, RS, AR, KATTEAM . APBEE L Tmax 39°C, £
Wi S AT I 7 ,  HROPR MR B - SOV BRI AR [ 75 o AR E BOIRIR IR 2. 02 ulU /ml, HDIR
lRZ 7. 25ug/dl, WEEEVRIRER 1.25ng/dL, —MLHRIRIFZEER 0.90ng /ml, 575 =R R IR AR
AW 2. 73pg /ml, HLHURIRES S EALREHIA 16,27 TU/ ml, HHARERERE A¥Hiik 329. 80IU/L,
HURBREREE A 0.53 ng/ml; 4ETIGIRS FEE S ERUIRIR R ATRE, FHIRE RILLIRIT, BEER
BHER, WEREE. R UG IR A, RS EATIE R, 08-10 4747 Rk EL 45
TR, ISR RN S NI A, RN A IR SRR 45 & (Kikuchi RS K) o
etk JRSEEER B 40f CD20 (+) 5 T 4 CD3 (+), CD4 (+), CD8(+), CD30 (-); ZLZi4HHI CD
68 (+),MPO(+) ; Ki-67 (+, 30%) - FFERGt: R (—) , ANIEHR ()
F_FIEER 15 G EM, B CORIERE 5 R ABt. Bk EEILBELL AR S, U EE AT
fil Je ZZ MOMKER 2, AU OR IR, AR, WEERRE S, R R R &, SRATRLM. A
2.16%10°9/L, RN E /b 34, 70%, 4IRS IR TR ATRE, TR E R Bk R
SRR, 08-17 47 A 3Rk EL 4 v A, R BRFR AR bk R AL 2 B 3 2, 5 R D 2H 23 41 MO SR AR 14 bk
EEE K (Kikuchi WEEER) , A s RERH 1.
P SR e DR, AREIRHTIES, WRELE4E/N, s R



Wt HAMIRIEIEM LG 28 (KFD) & —Fh DAL 2SR SEE DX Itk L 455 D9 RpALE AR AR 57 L
P o KED s —Fh Rk B BRYESOR, BASER AR, AN KRR KRS ELEMN I
KFD A EZIGAREI . KFD 75 25 RGPV PEAIE . WREaiaitz. WER. MI0n. ALtz
P 220 S AT S50 o ARG 2 )R BT DA, TR AR e S5 vk S VR A
BUTReRAZ, kDU KED HH EA A A2 il PR 2 A2 R BE A IR P N A A 5 iRi2 . Pl
BH A IR B GRS REIRGE M . B 1 BB (E B T A FHE B s, Jedmts — R B, %
JE SR IRAT K. KFD BHAT 2065 K, FANETT R ey B & e BetEsi, Frbl KFD &
& it IRV -

KRBT R WG, LR SR T 45 R

e TEPERT 2 A SRR R 7T

Z BT RF R 4L 8 & AT 3t RO (B Bt PA SR 35

W, BT, AT, REK. TI5E.

BT R (Rt AL BAEE T Rt IR IR IERD
B i B (O G I RAE T s R 22, Vel O A T S 4t
AR, J7EE % 2016 4F 1 F 1 H—2018 4F 1 A 1 HARIER &8 — ERAERRIEITN
JH AL S E A TER R, WA —RRTER), IR BRI SCIG = 0Tk, DU WAL T R R &,
BEUTZ&IET 2018 £ 1 H 1 He RAZEE Cox [MIAREI M L AT AT B FHR AL T 152
MR 2. G55 209 ) 2 FFEAL R T 176,54 A4E, b 43 BIRBRAET:, AT
FN26.22/100 N . ZHF Cox A4 RE R, Child-Pugh C % (RR=5.501,
95%CI: 1.740~16.201) . ZKiFGSE (RR=6.461, 95% CI: 2.072 ~19.923) . H Kk
I§ B #% (RR=13.370, 95% CI: 3.282 ~53.231) . JF ™ W 5% (RR=2.450, 95%CI:
1.223~4.510) . LFWfkiEd i  (RR=3.333, 95%CI: 1.171~9.209) 2 JH /il i
WAL IER R . 45 IR Child-Pugh C 2t HERMMEEER .  HPERREA EEE
HH I 2P RS BB 3 TR P8 T s e R 2R o

RKEF OIS BRRERE:  Cox ZRIZMHT

Iy JREFMERT 2 0 SE AR AN I R AT 7T

Fibrotouch &l Z FFFFiE{L B35 BT AL TE EigtR 5 B F8HRE0
XM

A ok

I R BB
HIY  #85 Fibrotouch A ZFFFFREAL B35 FFAERE B2 Fa bR (LMD SIfE F4abr (A M. 7k
HEHC 2018 4F 1 H % 2019 4 5 H IR ~ NREFRWGEN SR 2% 83 64 BITE AT R,
I NMERA (S IR L ) AIRHIRA (ZFEE) |, B4 32 fl. WEHBE T i —
A H B B VAT o WAL EIGIT TG LM, & A48 hs Bt 455 WaIT e
WELHEE LM T3 TR, (EE TXIB4 (P < 0.05) ; XTHRZL LSM 5HEH (ALB) 4
e, HRHMOE (TBIL) « WAHEAN (ALT) RABEEEM (AST) HEIFFX (P < 0.05) .
Mg LSM 5 ALB EfAHE; 5 TBIL. ALT B EIEMIX (P < 0.05) . 45 Fibrotouch &
WL LM 22 BA R, (2 LM {8 5 2 FFIhaefebr 5 M /MR- 30z, Bt DAZE PPl &
F AR LR, B IX IR R % e 2k
REEFE N, BT FFAEGE B F8 b

% HMEGYR (BIELGR) K2ih
57



HIV B3RE BEIR IR R 3 R IR BT R IR

AREARE, B, RAEE. RERLL. FIA. MEZIE. AT
T = A R BB

HI: BT HIV B He2 UL SR B 7RYT (antiretroviral therapy, ART) 1 5597 25
M ] 25
Tk HEFE2017TE 1 H 1 H—2019 4 12 A 31 HFEEVIRELZ, D4+ T 4Hg<<600 4~/ w11
12 HIV EYe 353 BIMENWFFN G NIEFHTE ART BUKLI CD4+ T 400, CD8+ T ZHf. B k22
Mo, NK 207K K HIV RNA %8 7€ ART 1 4EJ5 400 CD4+ T 40 KF-. HIV RNA #i &
GhR. BN HIV RNA i m TR O A 2 A28 CD4+ T 4if. NK 4R /KPR T4
JERTIENEH, ERIESEE X (P1<0.05) ; ZRESIHERIEL D4+ T /K.
HIV RNA B RSS20 ART SE 227 2k (P 35<C0.05) o R4 FE2E NK 400 . B bk 240
KB TIREE NN, ZRBESGEEN (P $<0.05) ; ZRESHARIRIEL NK 400,
B bk EELAH 7K B8 52 A BE 29T A (P 35>0.05) .
S50 HIV &YeF ART Z BT CD4+ T 4HMu/K-F-. HIV RNA #&E 5 ART 1 4FJ5 297 30E — etk
PE; NK 40, B kR4 F BARTEAR RIR 8 22 T RUE B 2 MR — M ER, HERRKISH
BT AR A A
KT NGRS, WA, ARRGAN; A G BE R AL R

72K IR EEVERT 28 B SE R AT I R T 7T

69

1814 ZRRBUFRXBIIAEIGTT ALT BERPLIEE

BB H *
E 7T A DY A R B

Hi: oHetE 8 m st % (HBY) JE3iHUERia T ALT BIE S BERHLIIESE, v HBV A=
T R AR RE iy R P
JriF: BEALERE 2018 4 1 H-2019 4 1 AIE], 60 FEM: LB E T & (HBV) B N4,
2R 60 W2 ALT BUE R SR A, WA B 22 #, ALT<40U/L, JRI74LEE 38 fl,
ALT>40U/L. #HifyTHEE B ARG REPORERYT, MWEHN 2y . 25T 3. 6. 12
A BRCIAT D REA S BB I (FEAAHE: MIHZ R Thil, BEEER AST. BHEEE
ALT) , REWAEEN 6. 12 24 DMH R BRI ERZPE X R HBV-DNA # B 26, 2 N5 % ALT [=]
HIEH 2 B PPN AT A2 75 HH A Ak 1 78 51 % HCC.
ghEL. WY 22 B 3. 6. 12 A, A 8 Bl EETEAR MK RIBLH I ALT Bl &, #ilmIR
ZEYIEYT, BhAS WS HBV-DNA #4514 4, 5 50.00%, 22 @lEEd, 4515 12 M. 24 MA&H
1 BIFRAR BEREAL, TG HCCs YRYTHH 38 s, HZy 3 AN HIFDIReM S E=HIES, 1697 6.
12, 24 4, HBV-DNA #: % HE 78 18, 29, 36 5], HEFHZERD M N: 47. 37%. 76. 32%.
94. T4%. BETT 24 N H, JCHAELL. Tt HCC i & A2
S50 ARSI SE B EoR, ALT<UOU/L AR L4, Al ELIRG, NARYERE
Vi B 45 I 45 S ARG R R IR, R ALT W97 BB AL, DLRIE B SR B #1H .

R HBV; HUWEEIAIT: ALT BEEE, 29Mia)7

R ARG (BIEEGR) 126

78
18 X 2 1 BT BR R4S 53 B
B4+
mET = ANRER
HI R yia g TR (Pyogenic Liver Abscess, PLA) HE MR PR A R 2 4F1E,
NIFPR PLA FA2 5196 o IR 2 AT SR AL B AR 3 o



Jik B HTREE T S = NREERE 2018 4F 1 A & 2021 4F 12 A 4 FFUAEAFE 150 5] PLA
BENAER TR, SRR EHE WRE0 A0 SR RIT AR . UdE KP-PLA B35 KP &
PR 20 BRVE N LA-KP 2H, FRafiii sy 85 KP B AR 20 #RAE N AESUR R AT 26 78 B 1A #  (non-—
Liver Abscess—Causing Klebsiella pneumoniae, non—-LA-KP) #H. RFH$; 225056 K€ maER
R, wzi WP SRR, PCR %58 # /735 K rmpA/rmpA2. iutA. iroN. FLHCAHIE#E1HRF 1
IR

S50 D R (92.4%) FFFIXERIE (43.6%) A28 UL IR RAFAE .

2) 35.8% PLA NF2EM T (Pyogenic liver abscess of cryptogenic origin, PLAC) , Jf
MEZ gk (83.1% , FFAMEZ (82.0%) .

3 MORAM R TR HBUR R 110 #, FEREMREM R wEHHE (Klebsiella pneumoniae, KP)
86 #k (78.2%) . KHiE7AH (Escherichia coli, E.coli) 10 #k (9.1%) , 6 £k (5.5%)
PR B -k EEE (Extended Spectrum Beta—lactamases, ESBLs) , 1#k (0.9%) AN bkE
I E R (Carbapenem—Resistant Enterobacteriaceae, CRE) .

4)  BERRI (78.9%vs36. 0% P = 0.032) . JHERE (45. 1%vsT78.5% P = 0.039) {EMH 4 5 & 1H
B TEFM I (Klebsiella pneumoniae—Pyogenic liver abscess, KP-PLA) FlKW3% 4 ot ik
fif (Escherichia coli-Pyogenic liver abscess, EC-PLA) HPRETrH A Giit 2R

5) BAPIHIAIT BRAPURAMIRIT . PUEBCE &R 28 J) 5 Bk A A IR I DI B A 5 1AL,
SERMEREH A 25 Ry 17T Ry 10 R, ZRASGiFFEL (P = 0.0031) .

6) LA-KP 2H vs non—LA-KP H &= RA., KI/K2 EERY . rmpA /rmpA2. iutA. iroN PHTEZ 5
N: 65.0%vs45. 0% 47.0%vs0. 96. 0%vs33. 0% 83. 0%vs20. 1. 47. 0%vs30. 3. HrAv, P IZ%E
BA G A KL/K2 SEERY (P = 0.021)  rmpA/rmpA2 (P = 0.024) . iutA (P =
0.021) .

51t PLAIGPRERIUA LAY, AHLIX PLA F= B0 B NI % 50 i 10 B A KR A B, Il 2 50 B A
T A FEF P i [ 32 B 5 R DR, K A A 1 A R o IR 6 2 B R IH AR s« KL/K2 Y
rmpA/rmpA2. iutA J& LA-KP B8 S R T IMRISYT I FE i TR BE MR /Ny 5048 R0 241 1 24 S0t
PLA BB MRS UEYR YT, FHAPTRE A4 BT 7 0 51 i s A MR IR I DT BR AN 5 I e i 3
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Post—intervention plasma IL-10 level predicts early
tumor response in hepatocel lular carcinoma treated with
transarterial chemoembolization

Mengxuan Shan*. Jing Fan. Xinmiao Xiong. Na Liu. Lili Wang. Wei Ye
The Second Hospital of Nanjing

Objectives: Transarterial chemoembolization (TACE) has been identified as an
alternative or combination therapy method for early or advanced hepatocellular
carcinoma (HCC) patients. TACE unavoidably leads to a hypoxic environment not only in
the tumor itself but also in the adjacent liver tissue, which can trigger an
inflammatory response in the liver environment as well as alterations within the
immune system. As a result, the levels of cytokine can be altered in the tumor
environment and blood. The investigation of the alteration of cytokines after TACE is
helpful to improve the understanding of tumor progression and the treatment level of
HCC. Cytokines play an important role in tumor progression, but studies on the role
of cytokines in predicting the early response to TACE in HCC have shown mixed results.
The purpose of this study was to explore the correlation between the levels of plasma
cytokines and early tumor response in HCC patients undergoing TACE and find out who
would benefit from TACE.
Methods: This study enrolled thirty HCC patients from the department of liver disease
of a general hospital during June 2020 and January 2021. Diagnosis of HCC is based on
the guidelines of European Association for the Study of the Liver. The inclusion
criteria were as follows: i) TACE was the first—line treatment; ii) age =18 years;
iii) complete clinical information. The exclusion criteria were as follows: i) with
TACE contraindications: ii) have ever taken immunological drugs; iii) with serious
underlying diseases:; iv) poor compliance; v) clinical data were incomplete. Plasma
samples were sampled at baseline and 7 days after TACE for cytokines detection by
Cytometric Bead Array (CBA). At 4-6 weeks after TACE, the tumor response of HCC



patients was confirmed according to Response Evaluation Criteria in Solid Tumors
(RECIST) including complete response (CR), partial response (PR), stable disease (SD),
and progressive disease (PD). Objective remission of tumor included CR and PR, and we
defined tumor response after TACE as objective tumor response. Acquired data were
analyzed by SPSS version 26.0 and GraphPad Prism version 8.0 software. Continuous
data were compared using student’ s t—test, and categorical data were analyzed by x2
test. Nonparametric test was used when the date was skewed. Potential factors such as
various cytokines and some clinical parameters were analyzed by univariate and
multivariate analysis. The predictive effects of different factors in HCC patients
undergoing TACE were analyzed by the Receiver Operating characteristic curve (ROC).
Spearman’ s correlation was used to find the relationship between interleukins and
clinical parameters

Results: A total of 30 patients with unresectable HCC receiving TACE treatment were
enrolled in this study. IL-6 and IL-10 were significantly increased after TACE (p <
0.05). The other plasma cytokines IL-2, IL-4, IL-17A, IL-9, IFN-y, TINF-a, GranB had
no obvious difference between pre—-TACE and post-TACE in our study. Among the 30
patients, 15 (50%) achieved objective tumor response. In univariate analysis, all of
those with p < 0.2, such as post-TACE plasma IL-10 level (p=0.020),

metastatic (p=0.113), AFP(p=0.072), and BCLC stage (p=0.078) were included in the
multivariate analysis. In multivariate analysis, only plasma IL-10 level after TACE
was an independent risk factor for early tumor response (p=0.043). The level of plasma
IL-10 after TACE was an independent risk factor for early tumor response. The
patients with low plasma IL-10 levels after TACE had a favorable prognosis. The ROC
curve analysis revealed that when the cut-off value was>1.96 pg/mL, the area under
the curve (AUC) was 0.769 (95% CI, 0.598-0.939), p<0.01. The sensitivity and
specificity of post-TACE plasma IL-10 level were 73.3% and 80%, respectively. The
positive predictive value was 78.6%, the negative predictive value was 75%, the value
of + LR was 3.69 and the value of — LR was 0.33. High post-TACE plasma IL-10 level
was discovered to associate with level of AFP (p=0.037). The level of IL-10 has no
significant correlation with maximum tumor size, tumor metastasis (p > 0.05).
Spearman’ s correlation analysis showed that IL-10 level had a positive correlation
with post-TACE serum ALT level (r=0.368, p =0.045). However, plasma IL-10 level after
TACE had no significantly correlation with AST before TACE AST (r=0.170, p =0.369),
post—TACE AST (r=0.140, p=0.462), pre-TACE ALT (r=-0.104, p=0.585).

Conclusions: We reported that the plasma IL-10 level after TACE could serve as a
potential candidate marker for predicting early tumor response after TACE treatment
in HCC patient. These findings were helpful to identify the patients who might
benefit from TACE. Our future work is expected to increase the clinical sample size
appropriately extend the observation time, and conduct a multi—center study to
analyze the relationship between the dynamic changes of plasma IL-10 and OS in HCC
patients receiving TACE.

Key words Therapeutic, Chemoembolization, Hepatocellular, Carcinoma, Interleukin—10
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The Application of Liquid Biopsy Techniques in High—

Risk Population for Hepatocellular Carcinoma
Jingnuo Ding*. Weifeng Zhao
The First Affiliated Hospital of Soochow University

Hepatocellular carcinoma (HCC) is one of the most common malignant tumors of the
digestive system and has a 5—year overall survival rate of 14.1%. Many HCC patients
are diagnosed at an advanced stage, and thus early screening is essential
for reducing the mortality of HCC. In addition to commonly used detection
indicators such as serum alpha-fetoprotein (AFP), lens culinaris agglutinin-
reactive fraction of alpha—fetoprotein (AFP-L3) and abnormal prothrombin (protein
induced by vitamin K absence II, PIVKA-II), liquid biopsy techniques have been
demonstrated to have diagnostic value in HCC detection. Compared with
invasive procedures, liquid biopsy can detect circulatory metabolites of malignant
neoplasms. Liquid biopsy techniques can detect circulating  tumor cells, circulating
tumor DNA, circulating RNA and exosomes and have been used in the early screening,
diagnosis and prognostic evaluation of HCC. This paper reviews the molecular
biological characteristics and application of different liquid biopsy  techniques,
and aim to highlight promising biomarkers that may be feasible options for early—
stage HCC evaluation to improve early  screening in populations at high risk for HCC.
Key words liquid biopsy techniques, hepatocellular carcinoma, high-risk population
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A retrospective clinical study of dolutegravir— versus
efavirenz—based regimen in treatment—naive patients
with advanced HIV infection in Nanjing, China

Mingli Zhong#*'. Mengqing Li'. Hongxia Wei’
1. School of Public Health, Nanjing Medical University, Nanjing, China
2. FRPHELGRYMEREEER (R &R
Objective: This study aimed to compare the efficacy and safety of two common
antiretroviral therapy (ART) regimens, and to explore factors influencing immune
recovery in ART-naive people with HIV (PWH) initiating ART with CD4 cell counts <200
cells/uL in a real-world setting in Nanjing, China.
Methods: This was a single—center, retrospective cohort study conducted from March 1,
2019 to May 31, 2022 at the Second Hospital of Nanjing, China. ART-naive adults with
advanced HIV infection initiating dolutegravir (DTG)-based, or efavirenz (EFV)-based
3—-drug regimen and met the inclusion criteria were included. CD4 cells count and
CD4/CD8 ratio at each follow-up point after ART initiation were compared with
baseline using the Wilcoxon Matched-pairs Signed—-Ranks Test for both regimens.
Comparison of CD4 cells count or CD4/CD8 ratio between the two regimens was performed
Mann - Whitney U test. Immune recovery was analyzed using multivariate Cox regression
model.
Results: This study enrolled 272 ART-naive adults with advanced HIV-1 infection, of
which 94 (34.6%) started regimens including DTG and 178 (65.4%) were treated with EFV.
Overall, median age was 37.0 years (IQR 28.0-52.0), 242 (90.0%) males, and 164 (60.3%)
homosexuals. Median time between diagnosis and initiation of ART was 21.0 days (12.0-
56.5). Median CD4 cells count was 82.5 cells/uL (IQR 25.0-142.5) and CD4 cells count
<50 cells/ L in 94 (34.6%). Median CD4/CD8 ratio was 0.11 (IQR 0.05-0.17) and



CD4/CD8 ratio << 0.1 in 128 (47.1%). Median HIV-1 viral load (VL) was 5.0 Logl0
copies/mL (IQR 4.6-5.4) and VL = 100, 000 copies/mL in 140 (51.5%). Demographic
characteristics were similar in EFV and DTG groups. However, baseline CD4 cells count
[57.5 cells/uL (IQR 18.0-117.0) versus 103.0 cells/uL (IQR 38.0-155.0)] and CD4/CDS
ratio were lower [0.09 (IQR 0.04-0.14) versus 0.13 (IQR 0.06-0.19)], and VL was
higher [5.2 copies/mL (IQR 4.8-5.6) versus 5.0 copies/mL (IQR 4.6-5.3)] in those on
DTG-based regimen. After the initiation of ART, the proportion of patients with HIV-1
RNA <50 copies/mL was higher (22.7% versus 6. 1%, P<0.001) in those on DTG-based
regimen at 1 month. Then the rates of virological suppression were no significant
difference between two regimens at 3 month, 6 month, 12 month, 24 month and 36 month.
Compared to baseline, median CD4 cells count and CD4/CD8 ratio increased
significantly at 3 month, 6 month, 12 month, 24 month and 36 month after the
initiation of ART both in EFV and DTG groups. However, the CD4 cells count increased
greater in patients on DTG-based regimen than those with EFV at 6 month, 12 month, 24
month and 36 month (all P <0.05). During the study period, a total of 36 (13.2%)
patients discontinued EFV-based or DTG-based regimens: 19 (52.8%) discontinuations
occurred within 12 months after ART initiation and the other 17 (47.2%) occurred
after 12 months. Overall, 35.7% (97/272) achieved a CD4 cell count =350 cells/nL
during follow-up, and the median time taken to achieve immune recovery was 34.0
months (IQR 29.7-38.3). In the multivariate Cox regression analysis, the factors of
age (HR =0.737, 95% CI: 0.624-0.870, P < 0.001), baseline CD4 cell count (HR =1.971,
95% CI: 1.639-2.371, P < 0.001), baseline viral load (HR =1.908, 95% CI: 1.388-2.622,
P =0.033) and DTG (HR =1.742, 95% CI: 1.120-2.710, P =0.014) compared to EFV were
associated with the CD4 cell count =350 cells/ BL after adjusting for potential
confounders

Conclusion: Among ART-naive adults with advanced HIV infection, those initiating DTG-
based regimen were better in virological suppression and immune recovery in early ART
than EFV, and the difference in safety between DTG and EFV is not significant; in
addition, age, baseline viral load, CD4 cell count and DTG compared to EFV were
associated with immune recovery in patients

Key words advanced HIV infection; dolutegravir; efavirenz:; antiretroviral therapy; immune
recovery
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Observation on short—term effect of sequentially
combined multi—modal artificial liver treatment on HBV-
related acute—on—chronic liver failure

Xueshi Zhoux
wuxi NO.5 people&#039;s hospital



Objective: To observe the short-term effect of sequentially combined multi-modal
artificial liver treatment (SCMALT) on HBV-related acute—on—chronic liver failure
(HBV-ACLF).
Methods: A total of 155 HBV-ACLF patients undergoing artificial liver treatment in
Wuxi Fifth People’ s Hospital from January 2018 to April 2022 were retrospectively
analyzed, and they were divided into the SCMALT group and the conventional-modal
artificial liver treatment (CALT) group. The clinical data of all patients were
recorded and the serum levels of interleukin—6 (IL-6), interleukin—-8 (IL-8) and
chemokine interferon—inducible protein-10 (IP-10) were detected. The changes in 30-
day survival rate, cytokine level, model for end-stage liver disease (MELD) score and
complications of artificial liver treatment were analyzed. Cox regression was used to
analyze the risk factors of death, and Kaplan Meier method was used to calculate the
survival rate of HBV-ACLF patients. P < 0.05 indicated that the difference was
statistically significant.
Results: After being followed up for 30 days, 104 patients survived and 51 died. At
the end of the whole—course treatment, the decreases in IL-6, IL-8 and IP-10 levels
and MELD score in the SCMALT group were greater than those in the CALT group. Cox
regression analysis suggested that WBC (OR=1.066, 95% CI 1.012-1.123, P=0.017) , AT-
IIT activity (OR=0.935, 95% CI 0.907-0.964, P=0.000) at baseline, artificial liver
treatment mode (OR=0.362, 95% CI 0.164-0.800, P=0.012) , number of artificial liver
treatments (OR=0.656, 95% CI 0.436-0.986, P=0.043) , spontaneous peritonitis

(OR=0. 337, 95% CI 0.165-0.689, P=0.003) , and hepatic encephalopathy (OR=0.104, 95%
CI 0.028-0.388, P=0.001) were independent influencing factors of 30-day survival rate
SCMALT can significantly prolong the survival period of the patient. There were no
significant differences in the proportions of bleeding and circulation instability
between the two groups (P>0.05) .The decrease in platelet count in the SCMALT group
was smaller than that in the CALT group, and the incidence of deep vein thrombosis
was low.
Conclusion: Compared with the CALT, SCMALT can more effectively remove inflammatory
mediators and reduce the MELD score in HBV-ACLF patients, which can significantly
improve the prognosis of patients, with less effect on the platelet count.

Key words Artificial liver; sequential multi-modal treatment; liver failure; therapeutic
effect
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Hi: JEEA e (NHL) 2 %% R, @ DS ime K TRE AN EER
HEGE T, K2 UTMESnaes ik g IOy s KRB, B oML, kRN 2
FRERMESE, hde. RS RIEERER. A ARG RHE A OR P 2 A LR
BFEYVLZ NE RAERZ, BOAD I, Bikiz.
il 1R 85 % Bk, “RIN20K, KEBER” ANBt. ST E2RRERK, AT HUX
o PURTEIRIT, WM. 5 RSN A BT E . Bk &8 NI G5 F2,
JEZ AR, JFAE, A7 BRI L — KN 10%10em 2GR B R G,  BE IR i S SR i Ok B 4
EB-DNAL. 4X 10" 3copies/ml; 4T ByZimte, JmBRfR . BREADL: B2 KOs ™ Wtk R4 ke 4
MR, FEBESE A E ALK, dA SRR, ZaRES N, W RMERIL. R R



JREZHAE CD3 (+), CD5 (=), CD7 (=), CD4(+), CD8(-), CD20(-), CD79a (), CD56(+), TIA-1(+),
Granzyme B(+), CD30(-) , EBER(+). iZWi: £54N NK/T ZHAAR SR, 7Y,

i 2 82 B HM, B “REME 1 ARMERHK NBt. HvlEE 2L BIUKIERERE, R,
W LE YR TT RO KR . SR KBRS R K, H IR A RS . Bk Sk

ey VUM SR W B FE RS, KB aifii, foeltagiitks, . R, Bk

Ve f K 2 MO R SE B Ko AT B R R G55SR SR B B IR R W AV S 7R AR R 4

M. MRS AFE T ST, e RA, FREONTRIEM K B MM . Hans 43

RIFRIRATRE N AE R 0 B 4HBERYE (GCB EAY) o # i — A Myc. Bel-2. Bel-6 JE [ 5471
BLUA R AN R R MR R T R . 24k (THC-220682) = A ‘SifEHusgZiify D20 (+), Pax—2 (+),
CD3 (=), CD5 §§(+), CD10 (-), CD23 (+), D21 (+), c-myc (+, 10%), Bcl-2 (+), Bcl-6 ¥

(+), Mum-1 (), CD30 ##F (+), CyclinDl (=), Ki—67 (+, 55%) o 4>Fi¥E: EBER(-).

WS WRER YR TR E AR Y, N EE A &bk ELR RN AR 2E A bR ELJRT 2. NHL (IR PR SR
AP RS BEFR KM AN 2, B2 T &t Ay s sM2 I mm . &

JRAZ BERDUNMEL. B RN RIEMREE. S5, ONABEHE. BEHUEARE 25 HAR I

AIE B AHRIE B A R T ARF S R IV B B B N B, P DA R AN B TRk BH 12 T o
T RIAAE AR BRIZ W 0 B , BBUZ KB 45 vE ke DL S B ik &, DLRZEiRSIh. Uk

4 EB 955 BB YL T B0 A B 3G B 1, B UH LR AT EBVDNA §if FEAS I

KRBT BE, RS, R

3K PURRLY) (BURE. U, JSLEREAYD BEENMA

MR RS AR C B B AR BT #iED . 18
mEZEFHRTIE

o5 ]
N NN

2016 3 [E R 8 e 42 AR /AK PR fE MUE (LLV) MRS, ‘BE N ZEZ25a)7 IR Rrse
LLV——HBV DNA< 2 X 103 IU/mL. 2016 i1 2018 “E[¥E E PR Ta e, #HFEERIET R —
— LW NRARZEELIPIRS T, B2EE RS, BSOS R 29097 LLV B3 AR gk 22 5
SEIHRZNETY . HET, A=METNEYT LLVIRA: (1) fiyayr 7R, BEFFHERNEHETS
CEHE TAF) , BB EmEFHRREE RS, (2) EEWHfEM, ) TIRERGIT AT
MEFIBIT—HERIT R AL BAMREHEIT R, 2R s R RF7E: 2. dng—
—bmg/ K, HEHE,

BELFEAEH TP HBY WWITIIER24: (1) Reijnders ZAMMBEE EHFEE 2.0 mg/
RIGTT NAXMEVEPER) LLV %%, SECHBV DNA FF%, MM REF. (20 FAAIHRE: =T
Baraclude #EF#5FIE0YT CHB Wi O NG FF &P EAEIEAORE, TN 2 4R, RN &35 DhRed s
BCFhRe ) , BHK TR EEGE, DIERERRRERE. (3 M#EmA, #REHEE R 0. 5ng/
K, HBsAg BTy de; WAV BHER /&, HBsAg ). (4) 2015 4E WHO JAJT CHB 45545
“TEEDIREBRARIARE B, BB RS E R Ing, NG EH K ARKT R .
(5) Baraclude Zj¥iAA5(2015) #EH, “EEFFHRERERFIEMNLR AR, BRI
BEEHFEEIZE 40ng B2 UG L 20mg/ K. Kik 14 R Z A E & HIEAAEOR R EH0E,
W R A EIRTT, DO B R EEYE,  FEARAE B AR UE e OVRE LR IR TT T —— U
AT B BRI EIRIT

BEEFRRRESTFMERCET SR, (1) BERFM 50%46 80K E (EC50) 2 3.8+ 1. 4
nmol/L(1.140. 41ng/mL); 50%HI M EFTEIREE (CC50) & 30 mmol/L; CC50/EC50 HufE A 8000——
il NAs i K Z R (2) RERFSENARREELE v A4 5.

Bergman KL 1 Zheng JH K3 T —F4EiR, “Clinicalpharmalogy and biopharmaceutics review
021797/S-000” — FDA 25t C L. ZidiEoR: (1) HFRARSER T RERF RV
(0.1 % 20 mg/R) [ 1AM 2 BAIGIRHTFT;  (2) MK AUC (5 B RHHIE 0. 1720 mg/d Z[F1)



HFRMERY: =T 1.0 mg/d WFIERESIURBICR: (3 BERFRAFIETET 20mg/d.

e BBRFHRFERINE 2.5720 mg/ R, WRESREILTUNSIIN, Zatke,

AN . B2 BERFIRIT . A A BB B LLV M8, B4kSEpgiihyT, MEN2.575.0
mg/ K. HMGFIREKHK: BERBIRT 164, UK, KM N, EinEE R+ &E

BT, ST ML, SIS R B E B A A R R R T . U RCT
FCo W TCR R R A RN B K 2 Atk

Kegr ST R, KRR,  BERF, wTiEnl  FE, T

G HoAh

BTSRRI AT R BB R 3 BUFT A $E X BRETHY HmtE B
RIS

HFMe BER. BRI BB . 24k, Hkig
BRI A8 R B

HI: ABFF 0T 1 3T M S5 ARV AE 3 B (progressive familial intrahepatic
cholestasis type 3, PFIC-3) 5 MHT A% L RAF K EURME R BUmALEl . ik 2017-2019 H[a]3K
B S5 AME B RRE T AR FEIEHAi2 7 7 61 PRIC3 B, SH & A& B 9848 7 S 3EAT AR s B 2R i
AT, W10 WA LR M . AEAAR SN0 B AR T SO BRSNS ABCBA-mRNA Rk . £ Z4ifif 24 2
3 (multidrug resistance protein 3, MDR3) 7KF-. ZHMuV ELf7. MDR3 F& i M4 Ak A EAR B Th e
TEPERIE . G5 TACMIF LRI T 5 4N ABCB4 &% X RAT, AWME BT R TS SR 2
BRI . EYHIRE R, c. 1865G > A (p.G622E) 848 5% ABCB4-mRNA 734 &y /b F1 MDR3 7 N
B ¢, 2777C > T (p.P926L) Ml c.3250C > T (p. R1084W) %735 S:% MDR3 7E P4 J5i X i 4
c. 1757T > A (p. V586E) Ml c.2362C > T (p.R788W) FEAFPAAX 7 MDR3 T IS Ik E AR (1) 45 WAy 1 o &%
W 5 ANHTK ABCBA £ LSRR TE A WG B A AR B R 5 B0t %S RA BT 4
HUERAE PRIC3 [0 T-5:hit, I NASRIIS KRR T IRt S% .

REEF ABCB4; HEATPEZURNEN WAHVTIRBULE 3 B 5 SCRA; BUwmHL

I JRTFMERT 2 00 SE I8 AN I R AT 7T

REBFFRSEF RV ORBAX MY B BT 8 X &4
i RSAEEFHR M

TR

I R BB
% B RRE RFEESE 5= DRSS 2 MAF & (chronic hepatitis B, CHB) HJ
JT RS oS A B S JORE R 7 HISEIR . 7B AR AU G0 2015 55 6 H & 2017 45 1 H B R EiE
RHa 1 120 IS O RF 2 58 3, MREEBENLEC T RIE 0 N IR AT ER 4, % 60 . JHrp
SR IR EE R, WRANRES REME T #h ORI P B IR )5 IR RT3
HEEIRITRCA ROCR, IE AR, RIERTF. T 4R STehr KT, EAE RS .
GERZGIT IS, WS MG IRST MOV Z (91,67 %)  EIFERETACE R % (88.33 %) Wi
TRHEZL (78.33 %, 73.33 %) , HZMAFKE FiJii (HBeAg) F1HBV-DNA #ERHHR B3 TX 18
H, ZRAZITFEN (P0.05) . BITEMAEERNEEN (ALT)  BEEEN (AST) |
MH 202 (TB) A HBV-DNA ZK-PIBHE T 1%, H WS S A A 3R bRk P35 B AR T X e 2
(P<0.05) . ¥BIT/EaM R IL-21. IL-10. IL-22 /KPR EHE (P<0.05) , HMELH 1L~
21 KPS AT, T IL-10. IL-22 7KF SHMCTXFREZL (P<O.05) . RYTJE M4LEF CD4+,
CD4+/CD8+I4) W 1M, CD8+/K-F7K P2 35 FEAIK, HOWLEE4 CD4+. CD4+/CD8+/K-F- {2 = T- X HE 41,
CD8+/K PR T X HEZH (P<0.05) o 45 BB RFEA L 73 IR ¥87T CHB T 3R, Re AL
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RENII ARG, BAEH A AL G AR . QU EREAH ISR L T 7 0 88 R I e TR e B P2 0 1
JSEAS REAAL G T IR B . SRR B SURZG fh CES BR A8 AR DL 2% A 15
BRI RS, BRI S N S A S IR RN R SRR AREIM ER. 4R &
AGBIR R BRSSO, BN S LB R, BRIERRE

K BRAR LR AT L STRR I AT I 52 e, JLPP AR IBAERE ). HaRme Ty VaIa b RE /)
NICRWRET T BNLB I B AT B I AT AT B3R, B E R 2R, ZRWASITFEX
(P<0.05) . &t & LA UA 3 A ) B BB 2 b xt B S BT R G I, AT =
R LR R A AR GE AR ae /), BT LU EE SR A . M B R 55
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Risk factors of lower respiratory tract infection
caused by Stenotrophomonas maltophilia: systematic

review and meta—analysis
Yiwei Wang*'. Yizhi Wang’. Hechen Rong'. Zhonghong Guo'. Jie Xu'. Xiping Huang'
1. the First Affiliated Hospital of Soochow University, Suzhou, Jiangsu
2. College of Medicine, Wuhan University of Science and Technology

Objective: To systematically evaluate the risk factors of lower respiratory tract
infection caused by Stenotrophomonas maltophilia for better clinical treatment.
Methods: PubMed, Embase, the Cochrane Library, Web of Science, China Journal full-
text Database (CNKI), Wanfang Database (WanFang Data), VIP (VIP), and China

Biomedical Literature Database (CBM) were selected and published in June 2022 about
the risk factors of lower respiratory tract infection of Stenotrophomonas maltophilia
Two researchers independently screened the literature, extracted data, and quality
evaluation according to the inclusion and exclusion criteria. RevMan 5.4 software was
used for Meta—analysis

Results: A total of 18 articles were included, of which 10 were in English and 8 in
Chinese. The results of Meta—analysis showed that the risk factors of lower
respiratory tract infection caused by Stenotrophomonas maltophilia included APACHE-II
score>20 (OR=2.68, 95% CI:1.9773.64), Hospitalization days (OR=14.56, 95%
CI:6.12723.01), Mechanical ventilation (OR=14.16, 95% CI: 5.85 34.3), Tracheal
intubation (OR=6.07, 95% CI: 3.63710.16) and Tracheotomy (OR=3.77, 95% CI:1.09713.04),
Indwelling nasogastric tube (OR=3.00, 95% CI:1.6075.63), Central venous



catheterization (OR=2.16, 95% CI:1.07 4.36), Glucocorticoid (OR=2.08, 95%
CI:1.3273.27), Carbapenems (OR=3.69, 95% CI:2.3175.89), Aminoglycosides (OR=2.57. 95%
CI:1.4274.65), the Use of B-lactamase Inhibitors (OR=1.76, 95% CI:1.3072.39 ), the
Use of Glycopeptide Antibiotics (OR=3.22, 95% CI: 1.4877.01), and the Use of more
than 3 Antibiotics (OR=6.21, 95% CI:1.24731.14).

Conclusion: There are many risk factors for lower respiratory tract infection of
Stenotrophomonas maltophilia, and timely preventive measures should be taken to
reduce the risk of infection.

Key words Stenotrophomonas maltophilia; respiratory tract infection; review; risk factors;
Meta—analysis
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W NREE B

HE BRFCAME ML D- AR R 5k Al tbfl (Neutrophil lymphocyte ratio, NLR)
IEE5 G U Ko e DX SR A A T P P B P S8 3 s VA L. v e B2 i N IR B 2019 4F 3
H % 2021 4 5 AWGA 1 94 B4 IX RISV B M R S B VRN o %, R BT 24 h Uk
SR B N D00k R R RS gl JRAE,  JRAGI A1 A I D- 54k, NLR RIA/K
o 2 HEBE YT H IRG 2T, %wM%GAH%ﬂ%ﬁF IR, EARYE TS 2> A TS KRN
JERRY. LA Logistic 2K 2 BT 4 Hr SEM AL DX FRASH M 40 B 1 G o 58 3 TS IR AR SR IR . DAAZ
RNE TAEHE (Receiver operating characteristic, ROC) HHZE FTHIAY (Area under the cure,
AUC) VEARAMA I D-— 28R . NLR ARG T 4 X SRAS P4 40 1 P ik o 28 2 30 /i () T A
ATIFT 94 AL DX SRAT 1 200 B 1 P e ol £ 2 b 30 R B 0 B S &wim%,ﬁ¢ﬁFEﬁ@
754 (79.79%) , WEARA 19 ] (20.21%) . Logistic ZHEREREAT, fEAEMIRFE L. £
R M K EAZ>5 om M IIiE D- 3. NLR FIE /KT 5 12 At X 30 751 0 o 1 T e e
BEAEARMERKEZR (P<0.05) . ROC g R Eon, [MiE D-— 5. NLR H— KAl
ﬁﬁ[%%ﬁ%iﬁﬁ%%%%ﬁﬁﬁw%mm%wﬁo7B 0.728. 0.802, H.H#EEA MK
Bem T H—TRIRLAE (7=7.106, P<<0.05) . Z5iLIiE D-— %Mk, NLR /KF0] Fl T ik b X 3545
P 200 A P T o BB 2 I TS
Ky X IRE TN T R, D- B4R, bk 4 i bk T 4 B b A

T P48 2518 2 UM 3 65 IR T FT 4R R RO 1E R AL
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H I 3T W0 4% 24 B 22 TR0 - A 5 v 55 A 11 AR 25 26 3@ AR W AL PR A 23 ¥ 977 P 4 P e RO 4 F AL A1
J71F: E TCMSP 4k 22 h ik B - A 2 (e e v AL &, 76 TCMSP 4k ZEF1 Swiss Target
Prediction Zd i A USCER A B Av e v 14 B 20 (T3 5 o 7E TTD, OMIM, GeneCards, DisgeNET #i#f
H 5 2 Y e (P AH DG 55 K 2 5 S A S B RS B, SR AR VR T AT R 1T
RS0 S . [FRFIH R F1BHET GO Thie & 50Tl KEGG B & 2041 . FH STRING 7EZR°F & 4
TETERE S H) PPT M4, FFIZH Cytoscape3. 9. 0 #AFH ) CytoHubba {4 1 MCC LIRS #% O JE
FHATIAE . A Swiss ADME 2% iR 55 o %o A% U 3 DR N2 ) i 3 v M e 73 3E4T AMDE (ML, 49 A



TR, ACED b, Ik RS DRGSRy, I N AR 5 R R
Autodock vina ZFEAMABEAT TR,

ShER Ok B R PRI G PE RS 29 ASFIAE CHE & 461 Ao 41 T8 7R IR T #E A 8238 ™.
B 19 BRI R T T A T AESE AT 373 A IEMERr: SR, RERR, BER,
PHOER, MUY R, WER, KBERS, ZOHSA: CDK1, CDK4, SRC, E2F1. 53] G0 & %% H
3£ 3056 2k, KEGG (M E 4R 180 NEELE R . HH 3 B 2 F LB A PI3K-Akt {5518
%, IL-17 {558, INF{SSEEE, 0METme, Frapm@mes. 7o Fxiiest BB oRimik s
HI4k A4 5 % 7 O BE 5 B A 45 A 135t

510 AWEFIE R T IR YT A0 B (0 1 FATL AT B8 s 14 13 20 410 ) A% o 22 [R] 11 2 38 A L B
PI3K-AKT {5 5 il B 0 f 385, SERANE SAMF T, s ia 7 I 4n B va )7 ML e T
THPPHHRE .
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T I A 2 24 K 2 B T P I
[WZEY B RSB ERF IR 2B A S0 E T A, (HRH AR A EIE B
A5 LA XS, MELAZEIG R EH T . SMORHE AR T B I 2 s i R R G R R,
FEARA S B b4 . 7k RmitEfesE 2012 4F 1 H &8 2021 4F 12 A TR i i 28 & P
{EREAT HF 2 VG A UG B B TN D 22508k, IRPRBORE S B s o SR FRIR R 2 R &
logistic EIEASMT B FAERE . YR, FRARA (GREMEFREA . FHF LR o K
B, HLKE. AN G IEMAERFF. 224000 (red blood cell, RBC) . IM4LEEH
(hemoglobin, Hb) . HA4HML (white blood cell, WBC) . Ifii/pMK (platelet, PLT) . #tififif
J5ifst[E] (prothrombin time, PT) . EPrér#EfLEL{E (international normalized ratio, INR) .
Y AR (fibrinogen, FIB) SF¥RFR SHZFASE HIM A, JEfEM L fGRRE=. 45
B AEBRIAEAT BT 5 RE L URG A i B 4L 3060 1, UM ERIhER 100%. AJS IR 1. 60%
(49/3060) , HrpEMEAkil (b TR 2 g/dl sHBBLMIR BN 242038 ) # 44 1
(1.44%) , BRI 560 0.16%) , 3 GIAMEEE /N LM, 2 G182 RRE S, $EH
% logistic BIHAMT &R, 2Pt (OR = 1.920, 95% CI = 1.042~3.541, P = 0.037) . HiF/&
S (OR = 3.567, 95% CI = 1.799~7.074, P < 0.001) . A &SI (OR = 3. 579,
95% CI = 1.492~8.581, P = 0.004) . WBC F+%& (OR = 1.128, 95% CI = 1.039~1.225, P =
0.004) . PT ZE& (OR = 1.147, 95% CI = 1.008~1.305, P = 0.038) Jz INR = 1.18 (OR =
2.627, 95% CI = 1.419~4.863, P = 0.002) Z5ARJ5HIMAHR; #—PLZHEK logistic iFH
B H st (OR = 2.078, 95% CI = 1.119~3.860, P = 0.021) AJ5 i i XU 2 542 1
2.078 1%, FFWESRHERAE (OR = 3.534, 95% CI = 1.757~7.107, P < 0.001) M ifin KUK b oRiE:
PR SRR AS = 3,534 £, MIBIEFF I (OR = 2.818, 95% CI = 1.131~7.018, P = 0.026)
A Je RS B TS M A G A s T 2. 818 f%, INR = 1.18 % (OR = 2.075, 95% CI =
1.089~3.951, P = 0.026) &4 H M XK INR IEH# K 2. 075 f&%. Ak, AW IR i)
ZERNERAIII (4. 02%, 123/3060) . J&G (0. 26%, 8/3060) VLK Bzl (0.20%, 6/3060)
FHRRE. A Ltk RS MR BL K INR - =1, 18 M lEH LR
A I R E (BT FE R R 2

Ry HHFRNGR; Hi; JRROE; fERRER



R RN REAR IR R IE AL B

kIR < M B R RIS R R A

T, Dyg. BREE. BAR

N T = A R BE R
H s 43 B 057 F R B8 (I R AR pi s 5 T R 0 3059 AH S MR B8 (ARL) 2T AR, N
I PRAEA TR T PR AL B AR TS ;s v [RUBUPE AT 14 1 0800 A bk B8 38 (R I PR AR A e
KB JRIT KGR TRE 255 B 11 B, o3, ERAEIRERI NI 7 15 WEEE )
LBl SERMRELE K 2 fil; BMAE 2 F; SEAE 16l 1 BRE () R 7Ri8K B 41
MR ELSRE 12 f51); SR BEARBEIAR SR 1 55 NKT ZHABR LR 1 55 A2 bk ELJRIIS) CDA+T bk EL 4 i 11k
YILE 200/ul AR PFURTEIGIT % 9 4 3STC+TDF+EFV; 3 {5 3TC+TDF+DTG; 2 4444 %24
(FTC+TAF+BIC) ; WREESEEIAYT: 12 49 R+/CHOP 4kJ7; 1 BIAIAYIT: 1 4] PD-1+CHOP 4bJ7 1 J7FE,
R AR S B B2 TR TT, BEVI 2 AJEAETs seageft (76D 5 g5k SBmIFRERIR KRR
MErE, AW, DIyRig K B AUk R 2 W SRR S, KRR 2 B IR AR, 83 HAART
B CHOP A EMMST 7R, WARMISCEEENHE, FEmBEEAN.

SRy A REMRIEEESEEHE (Active Immunodeficiency Syndrome, AIDS) ;dEE &tk
J8% (non-Hodgkin lymphoma, NHL); X WZJAHS<IEMESRE (AIDS-related lymphoma, ARL)
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6 & 8 HSuitidr B RAE B Aia 1 33 BB E NN IR, REUE ML RBHPHET-T; 8 2020 4F
9 HZ 2020 4 12 HSzjiid B L REH 2 IR R 30 BLEEE NI 4L, R H L R8P
HEAT T 3 Be 30 1) e i 2 R0 3 TR T 25 A AT B DR AR A P ROV B R B A M . &6
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TN KB S — BB
WE: B /b 5 B & b AL IIR IR PR BORE . S35 SOw 2= 3R I, 0T I Je 45 50
IGREFE, $RE12W S SRZHEE 1. Bk RIEE B 50 K 22 5 & 56— = FE 4 Gd-EOB-DTPA
Hhom MRT A A PREE N T, (95 BR B RIIE S OIS B b R R 40 A R s R Bk, 520 BT s (51
fiE. g8 5 1 PEComa ¥J I WG PRAFAE, MRI A& & B 5 Mtk Nk, 4 ANtk 5T
ik, I T AN, 2o MIREERRETE, 4 AMEaFEm, 1 AL . AR
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SWI AR G S, 1 BIEARMEEIRIERGE S, 1A ES: Sk 4 Gy B35k, 1
B A S EAL, NI G 5, FBRERAE, 3 k] Ws P IE s B 5 i sf ik, $enth
HIMEWTE; T 4 GIHEIER, 2 Pt , 1 B8RSR, 1 618 mT A 5 5 41 4
(R, 2 fln] WE & EfE s (R ; JHIERR RIS 5 BIRIUNK(E 55 DWVI JFAI5 R G
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93. 2% 61.0%, 57.6%. 251 FFEEALIFRIEIE H ML E BB E 2 W, APRT X FFRE LI R I
T8 H i B A R A A -
Ry AT L JHiLE I APRT TN

S8 IR R BT 200 30

1 fIERESIEHRL B EFEREENINE

T
N TR = N IR BB
B SR A I —ALIARE A, AP R A2 2AE, Intepe. ML RIRILSE, Kowa % 51 % &
& B i UL OE AR R URE AR B B PR SR, 7™ BRI AR P LA AT 2B 3 B
WRERFE LM FA LR, | T SRR T, BEA e —Fh
L PR R . H 3 BEE P OE . AT B AR IR N, T2 MR SR BB i Oy B
AR E T, SRR )RR MEEREE . TR B A Ry, A i i B4 B %
SE RS RN AR E R AR e KM IR X e s RS . B
ERE LA W 75 8 IR S B MBI HEAT VRS T S IL R TR . Bt 2021 £ 8 A
WAER 1 BB R SR S A A R R RO R o B, B s, WA, E0RSCRE . LB
B RS, PR IAR S, HEERRE . . BE S NG SR O BTN H

Bt -



FEy PR RE WRGAE; P

AR
Category: ¥ 8 ML 28 1 SZIG AN R AIE 5T
17

HBV DNA level as an independent risk factor for ascites
re—compensation after anti—-viral therapy in patients
with HBV-related first decompensated cirrhosis

Wei Ye*. Mingyu Li. Jing fan

The Second Hospital of Nanjing, Nanjing University of Chinese Medicine
Objective: Effective antiviral therapy can significantly improve the long—term
prognosis of HBV-related decompensated patients, and re—compensation may be achieved
in part of patients with decompensated hepatitis B cirrhosis. To analyze the re—
compensation of ascites after HBV suppression and investigate the factors associated
with re—compensation of ascites in patients with HBV-related first decompensated
cirrhosis of ascites. Methods: We analyzed 196 consecutive patients with HBV-related
first decompensated cirrhosis of ascites treated with nucleos(t)ide analogue (NUC).
The primary outcome was the re—compensation of ascites, defined as ascites regression.
Univariate and multivariate logistic regression were used to analyze predictors
associated with re—compensation of ascites among patients with HBV-related first
decompensated cirrhosis of ascites. Results: After NUC treatment, the percentage of
patients with ascites regression was 77.6%, 81.4%, 70.5% 93.3% 80.8% at 12, 24, 36,
48, 60 months, respectively. When the re—compensation of ascites was strictly defined
as negative HBV DNA, improved liver function and ascites regression (off diuretics),
the proportion of re—compensation of ascites was 59. 7% 70.0% 52.3%, 59.4%, 46.2% at
12, 24, 36, 48, 60 months. Viral response (VR) cohort had a higher rate of re-
compensation of ascites than non-VR cohort. Univariate and multivariable analysis
showed that level of serum ALT (OR:0.988, 95%CI, p=0.029) and load of serum HBV DNA
(OR:0. 78895%CI, p=0.044) at baseline were independent risk factors of re—compensation
of ascites. Conclusions: Antiviral therapy could reverse decompensation of ascites in
HBV-related first decompensated cirrhosis of ascites and the level of ALT and HBV DNA
were independent risk factors of ascites re—compensation.

Key words decompensated cirrhosis; antiviral therapy; re—-compensation of ascites
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HAP R 7 KRNI 42 N, 7-16 KIJ 23 No EANHAFEREE 65 1, SEPRA SFEARBIECN 63 4.
2N EMIARRETE . AR 17T K414 (63.1 %) , JHFE 817 K24 %] (36.9 %) o ARIEXHL
JiR &5 A BRAG I 45 SR AT XS L AT 4530 ARSI 5T, 2019-nCoV NAHFRBIIHFE 177 K
414 (63.1 %) , FRFESTIT K24 (36.9 %) o CTAH<30 FEARKIL 18 4], BHMEAG HEIL 17
B (94.44%) ; CT {H>30 FEARKIL 11, FHMEALH &I 5 H] (45.45%) o XFFHrE NALFEA:
LW R R 75. 86%, 95%E =X A9 [0. 5789, 0. 8778] . 4 F A 97. 06%, 95%E =X [AH

[0. 8508, 0.9948] . AFFAZN 87.30%, 95%E (5 X [H] N [0. 7689, 0. 9342] . kappa {EH N 0. 7405,
FKE B R E 8 s B e R B P E A I & (R AR 4 1k) 5 BT H UM B 1k
A IR R B2 W AT S A 5, 7R e il 2 & B 3% b B — e IS A . B B ek
I B PUFAS AT B Bk 498) v CLRE B B, HLEREMi(E, 5 TR, {5 B IRH LS R
IRATAZIRAST I AN o b7 90508 FARGRAT s X AT B 0G4 T Hb X A A7 — 32 (14 1)
L JE TN R BT XS AR R, BHPESE IR G Bl R, 1 RO BRI, PR R
Al g T TR
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P T = A RS
H 7 Bt 25 RIE RAEFEE (systemic immune—inflammation index, SIT)XfZZHF 4 5555
MxEmatFE® (hepatitis B virus-related acute—on—chronic liver Failure, HBV-
ACLF) BEFUSMVHSIME. vk [FUEHE AT 2016 45 1 H & 2021 4 8 AR B R E4E L
EBEi2i6 1) HBV-ACLF BB IR BT Rl ARYEBEDT 90 KIS B3 i % V3 o N AE AR FIBE T4, 7y
M SIT 5 HBV-ACLF il J5 TRAR RS A G M . R 2R E TAERHMERNZE (receiver operating
characteristic curve, ROC) 43#r SII. ZARMIFTHEAY (model for end-stage liver
disease, MELD)#¥4».  MELD BE&IMiE4N (MELD plus sodium, MELD-Na) 343 F1FTh#E /2%
(Child-Turcotte-Pugh score, CTP) , 143X} HBV-ACLF & W s Tl s R 2% fE, 5 SII i
Il HBV-ACLF )5 i e Rk Bl JE M Kaplan—Meier B2l fEi 2. 4558 FLgN 140
HBV-ACLF &35, Af741 88 5], 55 65, % 23 5], P (47.69+11.96) %; FLT-4H 52 %, 5
40 1, Zc12 41, Vi (52.73412.22) B, ET-HFER . RARRERAM. BIHAZER. MULE.
G570 e R [ A S 53 e O e T N1 0 e A [ RS < 7251 o AT Nt R A S U [ TN B
MELD $£43+ MELD-Na ¥4y, CTP ¥/ FE G R B TAEFA, e AE A #REgiiE. i/
B PNI B BAR TAEAFHZERIE G2 X (P<<0.05) . Pearson A4 R B/~ SIT 5 CTP
PE4r (r=0.2722, P=0.0011) . MELD ¥F4> (r=0.3658, P<<0.0001) FI MELD-Na 4> (r=0.3811,
P<<0.0001) ¥R IEAMHZK. SIT [/ ROC £k FTHAY (area under the ROC curve, AUC) &K, H
AUC 2y 0.80, MELD 343 AUC 2 0. 76, MELD-Na 53] AUC 2y 0. 74, CTP 43/ AUC A 0. 73.
SIT FAEAEUE A 447. 49, Kaplan-Meier T4 Eox, SIT=447.49 41 90 RAEAFE (38.60%)
KT <447.49 41 (79.52%) , MAAZEAEFRERA SRR (P<0.0001) . 45t SII &
— I Al LLAH T VPl HBV-ACLF 51 M AL TG M E S, S11=>447. 49 $&RTil)a AME.
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IR N RERE
Hir: R E iR FEERE (compound sul famethoxazole tablets, SMZ-TMP) MR 5ELE KR
FIRTT SRS o B 45 5 1E (acquired immunodeficiency syndrome, AIDS, fajFRICHEH) &3
fiti 75 i %8 (pneumocystis pneumonia, PCP) R, Jryk: iEEL 2017 4 1 H—2020 & 4 H
I T A N REEBRIIA Y AIDS &3F PCP 3% 63 i, %3A)7 J7aBE Loy kB4l (B SMZ-
TMP) 28 I FIMELL (SMZ-TMP B4 K551 35 B, HLERPRALEEIRIT 21 d JaBIIIRST 88 bs
[EFEIEARRI RN E . S AR M ER . miEERE (0, 3)-B-D-HEE]I AR
R g MERANIE 7 AR T A (P<0.05), MAARR RN KEAERZEF LRI
FEX(P>0.05) . ZHig: SMZ-TMP BXEKRIFEHAST AIDS &Jf PCP B SMZ-TMP A %ilf
RITROR, A2 .
KT Tyt FEME ; K AR 250 SCUE I f - BRI ¢
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HIF At arsds flmea R S 72 T 100 E M ez BN REE R . 7k AP 2020 4 1 H
T2021 4F 12 AUWUA B E FEM S % B 80 BINMPR BORNEAT /b AR B R FH B9 BE iR L8R
Ho42 . XTHEAH 38 fi . X HEZECR A M HL 58 IR 10, WSR2 R FH AT s i B A R T R T
Tile WSS E X T PR 2 EIH M A& E (Albumin, ALB) | AFHEA

(Prealbumin, PAB) . IMZIL & (Hemoglobin, Hb) /KF; i RIRFEEESXMRZE NS (modified
British medical research council, mMRC) HIE&FEHHER (Mindful Attention
Awareness Scale, MAAS) XTREERURHAT I . 450 WA #H=Z, 7P )5 ALB. PAB. Hb
JKFL MASS P4 B 2 e T AL mMRC VE 2R IR AR T X AL (P 341<0. 05) o WS, R
PBRJS ALB. PAB. Hb 7K-FBH & T AT mMRC ¥R B BAR T4 B AT (P 13<0.05) . MELH
RS MASS P4 W BH B & T3 EEHT (P<0.05) « 2518 RIS HI IS RS HEE I T WO H 4RI 45 4% &
BERORE Y BEEFRIRES. BRI ELT.
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Organizing Pneumonia as A Consequence of Pegylated
Interferon alfa—2b Therapy for Hepatitis B: a Case
Report

Bing Tian*. Chun Shan. Qun Zhang
Infectious Disease Department, Southeast University Zhongda Hospital

Abstract

Background: Chronic hepatitis B is one of the major causes of liver disease in China,
and current recommendations for its treatment include the use of interferon (IFN).
Pulmonary adverse effects, although uncommon, have been reported in association with
the use of IFN. We report a case of organizing pneumonia that occurred after therapy
with IFN alfa—2b, which to the best of our knowledge, has never been reported.



Case presentation: A 49-year—old male with a 15—day history of nonproductive cough,
fever, and shortness of breath was admitted to our fever outpatient department.

Before admission, he received IFN alfa—2b (180mcg/week/SC) for ten months to treat
chronic hepatitis B. High—throughput gene detection of pathogenic microorganisms in
bronchoalveolar lavage (BAL) was negative. After completing a lung CT and lung biopsy,
the organizing pneumonia was diagnosed. The patient recovered with the use of
corticosteroids

Conclusions: The purpose of this case report is to raise awareness of the use of
interferon for pulmonary toxicity, with the increasing use of interferon in treating
patients with chronic hepatitis B.

Key words Chronic hepatitis B, interferon, organizing pneumonia
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4. ERPEZRCEI R RER (RS ER) IR
5. WM RER FFpifl
HI: Alagille 5/ 1E (ALGS) & —Fh Jethfk B BHE R, REEZ NS EMARS. Hurn @
Tob 2 RIS DU RN SRR SR 45 B e R R IR 3 o AR S R BB, Jdiek A4 ALGS KB 38 IR PR B0 T8 BRRRAIE
ACNIEARZ BRI S . J7v2: B4 2018 4F 1 H & 2022 4F 8 H TR —E BRItz ek
S0 ALGS BE N 2200k, SEIREM A . SR F AL SUR B A AE . ALGS AIS WibRifE A — T
e PR 2 TN L DRG0 B B0 R A% . 45 5 512 1 4 1] ALGS ¥ JAGL JEPRI 848, A 3 BlRAE Bk
(75%) A1 1 A AR Lotk (25%) o« 4ER 0 AN (12-35) %, M4 EBERER—FKEE. 100% (4/4) K%
B3PS KRR BRI, 25% (1/4) BIREIRIUNIRTE . BEIK . R A R G, IREERY 98
MIFFRBERG. 50% (2/4) MERF MBS, 75% (3/4) BF AR K. G B3 Fhae s at
TR, 75% (3/4) B ERRMERERREETH R, 100% (4/4) v ~SRABFEFEEE (GGT) « HAHLZ &K (TBil) Al
BIRVER (TA) « WRIREEFEFENE (ALT) FIR X RAIREIEFLFLHG (AST) 5875 70322 L JH [ BEAS:
B EE S, 75% (3/4) MEH BIHERT S, =240 Hm =M Er S BRERE. 1458
ZE AR EE T, 25% (1/4) F /Mgl , (HHE A0 (WBC) MLl & [ (Hb) IEH . 3 F%
METhRer B, 1 BB EERRIE, HAMUE . RERIER. SR80S REARE
EEEI TeAy TG A1 IgM 25l Fhm. 2 61 (2/2) M 25-FRFE4EE 3 D3 FF%. 36 (3/4) HEAE
AR EAR BRG] WA BRI RS, S5 A TTERBKANEE N . TIWT 4575 RIL A RAE 5 5L
mfE, [HT2W BRg NG S . —BIEHEFIZET, 288 LERA SRS Hi2
BIYERET 51 'S FRENLZF R L. 25% (1/4) B E A RFRE, RICNAF RN/ 455
25% (1/4) W B E A SRR AL eSS, (B rh S KRN 1) ik X N B kAR B 95k, B ERR R
IRk R AR . 25% (4/4) 1 R 3 H /N oy FFRE00 ek K AR B, 50% (2/4) (1) 538 IR ST
RIE, T5% (3/4) MBI XY KRR, 2510 ALGS HETE T2WI _FARHEMEIE X
RYEFFRASETT, F9 B, NSRS, bk e AT « B3R g E A IR
FEPUANE AT HESE 5 0 R L% AT 2L DR I 75 21 B B2 T
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Soluble ST2 Serum Concentration Predicts Efficacy of

Artificial |liver support system in Acute—on—chronic

liver failure

Rui QIANG#*'. Li ZHU’. Jun—Chi XU?. Hui CHEN’. Ming LI’. Chuan-Wu ZHU’. Ping XU"’
1. Infectious disease hospital affiliated to Suzhou University
2. Department of clinical laboratory, The Fifth People’ s Hospital of Suzhou, Suzhou, China

Background & Objective: It has been proven that artificial liver support system (ALSS)
treatment can reduce the short—term mortality rate of acute—on—chronic liver failure
(ACLF) by 30% and increase the long—term survival rate of ACLF patients by 50%.
However, at present, there are poor specificity and sensitivity of a single index for
predicting the efficacy of ALSS treatment. Therefore, it is found that the biological
detection indexes with higher sensitivity and specificity will further improve and
simplify the evaluation system of ALSS treatment. Studies related to sST2 and ACLF
showed that sST2 is inversely proportional to the survival time of patients, and sST2
can be used as an index to judge the prognosis of ACLF. However, the existing studies
have not explored the relationship among sST2, ACLF and ALSS, and whether sST2 can be
an independent biological index for predicting the efficacy of ALSS treatment remains
to be further verified

Methods: In this study, ACLF patients from October 2017 to July 2021 in the
Affiliated Infectious Disease Hospital of Soochow University were selected. The
residual sera of ACLF patients were collected within 30 days after ALSS treatment,
and the content of sST2 in serum was determined by ELISA method, Survival curve, ROC
curve and other statistical methods were used to analyze the relationship between
sST2 and the efficacy of ALSS treatment.

Results: This study found that similar to other independent influencing factors
(TBIL, ALT, AST, PT, PTA and INR), the expression of sST2 in peripheral blood of ACLF
patients after ALSS treatment decreased significantly, which was positively
correlated with the levels of inflammatory injury index ALT (P < 0.0001) and
coagulation indexes PT (P < 0.0001) and INR (P < 0.0001), and negatively correlated
with PTA (P < 0.0001). Further survival curve analysis showed that after ALSS
treatment, the short—term mortality (30 days) of patients with high sST2 value was
higher than that of patients with low sST2 value, and the survival time was lower.
After 20 days, the survival rate was lower than 50%, with statistically significant
difference (Log-rank P=0.0023) and the statistical difference was greater than that
of known biological indexes such as TBIL (Log-rank P=0.0385), PT (Log-rank P=0.0357)
and INR (Log-rank P=0.0138). ROC curve analysis also showed that the AUC value of
sST2 was significantly higher than other indexes, and its cut—off value was
312,500. 00 pg/ml, and its sensitivity and specificity were 78.3% and 59. 9%,
respectively. Based on the time axis curve, it was that the level of sST2 in the
survival group was significantly lower than that in the death group (P=0.0244) from
the 4th day, and the difference between the survival group and the death group
widened with the passage of time, suggesting that sST2 is less affected by time.
Conclusions: In this study, the relationship between sST2 and the efficacy of ALSS
treatment on ACLF is analyzed for the first time, and it is found that sST2 is an
independent factor for predicting the efficacy of ALSS treatment. Compared with
traditional indicators TBIL, ALT, AST, PT, PTA and INR, sST2 has better predictive
value, higher sensitivity and specificity, which is less affected by time factors

The results of this study provide more accurate, sensitive and earlier biological
indicators for predicting the efficacy of ALSS treatment



Key words sST2, ACLF and ALSS
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P T 2 0 X 8 LA Ak (X T A R 25 3
H BT EREEEFBIHER E (STING) I8 PR R Ak i 35 41 ] i SR 24 i A= i 28 i 41 g A
T R EVE N Sh R e . i AR 2020 4E 5 A & 2020 4E 10 A T8 BERL K 2B a8 12 B i e
PEZIRRHE Bt L AL AR - 38 A R i ik 4l S Ficoll %5 BEAS BB 0oy o0 & R Ak
JE I EAZAHAE (PBMC) , 584 3E 77k B R M A 5 1 73 1 1 2% 2H PBMC 7E 355748 HiE E 4he B2 I
)2 5-10%40 Mo NGRE, B EAfuREF: LG, IINE A 2%EDTA F1 2%FBS (¥ PBS, B T4HiEss 774
HHAL 2-3min, BN E BN EEAH M AR AR B 5 0N 10%FBS [ RPMI1640 Z¢ 1384k, iR e Oai
M, BEjEH SR RAREELNNE, IR 1x105/ml . FAZANPREIE A ¥ A%
M4~ Ay By C =2, B. CAHZMIAIAN cGAMP (lug/ml) , A ZHZHJMIAN N ZEE ¥ PBS 5441 &
TR FRFE RS 7R 12h, Hod C 215537 1h JG A CCCP (1uMol) o ELTSA yAG 4 o % 77 b3
IFN-a | IFN-B . IL-6 Fl1 TNF-a ZE4HBE R 7RIk B AFma haEN 2 REM Tt &
AN EERIKIM 3ml, 43~ A By C =4, B. C4LINA cGAMP (lug/ml), A 4Ln%E5& PBS, EHEHE
12h; 1%3% 1h JofE C4n A\ CCCP (1uMol) , A, B Z4LIn%E55)& PBS, #¥7¢)HRic E. coli MMALLE
FHILE . S0 R 4% Phagotest WA &I BB A 2B SR AT . A3 5 AR A S i A
FASC 43 BT B0 A2% 200 P Wk 4T 1
gEIR LI Z PR SE 35 1), B3 19 B, 2 16 7], ISR (41.43+8.60) % . {EEERAE
AN 106 Fefl, ZcaBl, FHFER (45.52+11.15) . 2 HBF TS RAEGERE MR 7 £ 57
VI G245 3 (PAEI>0.05) o ShndMHl5m CCCP ZHAHEL, 2 BFATiE AL 35 A0 A M iz g &
cGAMP HIJ i 3k TFN-a  (31.3143.02 VS 21.69+1. 41, p<0.0001) . IFN-
B (908.03+109.98 VS 690. 354+52. 90, p=0.0003). IL-6(47.02+3.89 VS 41.07+2. 04,
p=0. 0044) F1 TNF- a (56.3244.92 VS 44.4444.11, p=0.0007) /K-FEETm. LI EE 4
JA L FRAZ B FFR E. coli R 199 TR (p=0.016) , T & JHHHAsAL 28 2 sz AH A B
cGAMP BX cGAMP+CCCP Hill#, FLAFWE E. coli MIRE IR A REZER . 4518 SN FAZAM STING 1@k
HEWESE T O RS N &G ROE R M IR, STING 18IS 55 A2 A4
A1 JE] LB AT B P A M A B RE D
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RFEEREEEFREENNS RO
W XK. (T
TN T A IR 2
HE TEAFRERSEBRA I, fA7E “IRIX” Igh . TR H AR Il N 7 % 3 SE it = H 2
“CIRIX” H R BRI RS Tl . BENLIE 21 “IKIX 7 YR REAR A Mo fid e “ AR X AR BH P 14 1) it
[F) B A [ 9 K IX PR3 BB AR T BB AN [R] o A STRA [ A G A 23 B 47 1R B B2 S A0 AR X (1) e
—URIENE A>T o DASRE R Mg B AR I 1) o e A5 R A I 80 . ik RIBr i 7 2021 4E 1 A&
2022 4 6 AAIGEITRIN 358 BRI L EGW B . 1277 BIRS S5 im s (EAZ A 4 5A%)
1230 B &R (e B, BRI 58 AR, PR EF 8. MRS Mg aEEbifk A
LRI S R, RITRX I E . 25 L TPPA AFIREE, K REORAL 22 o G R I8 [
PR G RS 2 s, AN A S/ C0 <1.0 [IbRAHIE 25 S 4% 5 16 50
£y, TPPA RIGZE RANAYE; S/ CO=4. 0 AR ARFZ T PiEFE 50 4, o TPPA B 1 #,
T S/CO <1, PBAMEFMMEZLS] 100% , 1 S/ C0=4 MkrArd, FEHMEFRN 98.0%
(49/50) , RBHMERN2.0% ( 68/239 ) 5 K 1.0> S/CO<4.0 [ 1 FrA AT TPPA ik
ISt RAONBATE, BT EAD, BTSN 100%; 4.0> S/ CO<<16.0 JGEHN 21 #3FEA TPPA
SRR NFEYE, BHIESS RS HE AT LA 100% . KA 1.0> S/ 00<<4.0 FIRX K E S
. BRI RAEAFHF S/C0 <1.0 MFRAIZIRSE RIFTESE 50 4, TPPA {5045 R A A BIE;
S/ CO=4. 0 PIbRAIL BT i+ 50 4, Ho TPPA B 1 1], RUALE S/ CO <1, [IMET
MEIER] 100%, 1M S/ Co0=4 [taArh, FFHMZRN 98.0% (49/50) , [RHMEFRN 2.0%;
#1.0> S/ CO<4.0 1 4 Urhn AR T TPPA RIGEE Kt 3 BIBAME 1 BIRHME, (RFEMEIESA 75. 0%,
4.0> S/ C0<16. 0 JulH N 2 M4 TPPA 25 53 B, PHIESE R G T LLEE] 100% . L
R 1.0> S/C0<4. 0 FIKXKERGEN . LUIRARLF S/ 00 <1.0 BIbrAFEIEEE R IFT7ik
$£ 50 47, TPPA REGLSHE 1 FIFEME; 1.0> S/ CO<<4.0 [ 8 fphnAcrf, TPPA BHIERHYER 4, {RBHME
Z 50. 0%; 4.0> S/ CO<16.0 [ 21 fpkrAsrdr, TPPA FAYEN 5 1, {PFAPEZ 23.8%; S/ C0>16.0
FEIETEFAGIN 50 1, TPPA BHYE 161, BHVERF G2 98. 0%. R 75 BEAE 3005 B Mg g A0 0 iff] 2
KIXFEE, PLRIRZIRIZ. W A SCEEXT = FiE Ye 2K X 45 3 K K I va i 25 L3k 4T TPPA
FIRIZ LS8, R ILEE IR AT 2875 R A B PH RIS BA 1 45 SR R ek, HER#E M ZER, KX
JaFE S F BB ZENA K 10597 B R H PR AR B 14 2 AR R 5 3 v T P AN S5 %00, Mok
AR BR AV AR R AR, NOE M R K IX a0 B T R TRk R, Hpuikn
PRz, SHIHERBRGMEE AL, YR, RS BT K AR AS I S IR A
P, HEWE G AR B R A R AT RE S I P PR L, DRI AN RS e fl, e
ZETHY “CIRDX7 RIS RE AN, A] 2P Sk R S RIS R A

KT e, Pk LU

G oAt
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FZRILEE USP43 HIH | BT RmRETIRE R BIFAR

Xk, TR, PR KM, KAM. WL, REE, ZW, RER. KK
ST TN E R
7T H
I BSFHE (IPN-1, B IFN- a / B)/ENIRIR L) 2 PR 25%, 2R PR a5 R
R IESE EEAEH . £ REF USP43 &1 1123 NEEMRA R MmLEA (123kba) , BT
ZRRRHEEAMEE (USPs) o FRATRTIARE T R I USPA3 252 TFNs BIHTR B R0, (HeT



USP43 i#% TFNs {5518 i S H A0 55 DI e 1 73 FALH 224 G AR AE B A A 5 A0l A FFGE
B, KIS EE S OGTE USPA3 4% [FNs 15 5l % A HPUm s EH 0 FHLH], B 75 u3E5E TFNs 4T
I BT AR HE R A

I WIRr

(1) 7F HEK293T ZHiffd. 2FTGH ZHffrfik ik USP43 518 VSV J&k %y, i RT-qPCR. Western
Blot K&l USP43 % VSV Jp5 2 25 13 IR B2

(2) 1E HEK293T Zfiffy Hh#% 4% FH-USP43 ik, 8 SeV Hl¥UE R RT-qPCR SE56H ARG TFN a
1 TFN B 1) mRNA 7K-F-.

(3) 7t HEK293T 4 fit i %5k FH-USP43, FIH IFNa Hli4ii, FIFH Western Blot SEIGHI AR
W pY701-STAT1 & /K- WU 2R B 5 JE R B AR AT M TSRE #5 %3% . RT-qPCR J7 34 1SGs
mRNA 7K.

(4) 1F HEK293T 40l %% 4% FH-USP43 F1 Flag-STAT1 ki, #E3LyiiyE FH-USP43, FIH Western
Blot S2ibHs AR USP43 5 STAT1 [FIAH HAEH .

LS R

(1) USP43 HA#i VSVG i 85 85 BRI K DIRE -

(2) USP43 Agzii T B4 TFN 7242

(3) USP43 il TFN a 55 f¥) pY701-STAT1 B ISRE #3%i5 M & 1SGs mRNA 7K~F, #a) i
IFN-T 15 5188 .

(4) USP43 5 STAT1 Wi &5 I [AIAFAE B R AH BAEF o
4518
USP43 7E G20 TFNs P2 PR, @i 5 STATL AHEAER, #0H pY701-STAT1 &1, ISRE %3
SEIE 2 1SGs mRNA [fI7K°F, Fuaifis IFNs (5 25E, &R Ebun S Thas.

KT USPA3; THL & DU FE (5 Tl ES; STATL

5938 THERERT 421 5 5 RO HE

METTL14 9+ 5B moA {EEGERFALE L P RBIEIER AR

g *
FA Rt ARER 2 — MR R (VL5 E N RERRD)

WRERSHR: g (L) 24EEE. 2980, SO HEN ORI SE IR R T e 2R fy ] 3

PERTARAME R SR, R SRR I L 22 Beo H AT R 4EAL 1R AR AL v AN WAl IR AT

FORFEFAEAL R AN, BH W7 B0 AT AT e Rt e, 0 Bl IR AL ) 28 e LA B A I PR i

o N6-FELERTE (m6A) B4 2 FAX AP h i B ILAOAL S8 M 2 —, % mRNA AR E R B3 AR 1%
A EEGLNT . SR, m6A (R RERT LR 4EAL it e AR N ThREVI AN 2 . PRTT mbA 1B 1 S H AL g
METTL14 7ERFEF A b BRI, a5 22 20 22 K5 D e VR 08 T e R R R 3R AT DO RESGIE,,

BT EF AR YT HR 8T 1B SORTE T 7 7 o

71k KA qRT-PCR. western blotting A9y 41 4100 20 V2 Aa B JE AL FE |EAE 14 (METTL14) 7E
RFAF AL P )RR . RAPSEES |, i MY R A 3808 METTL14 1 LX2 40 &R, 83 qRT-
PCR. Western blot. FIERIGIGUEFE YRR, WEE METTL14 JERXELET LX2 BRI ThRE 2,
FIFH CCK8. EDU. WINHIAR T-Boll & HIHE A, Transwell MM, WAL MEL F-
WLsh&E AW 1. RPN szis b, /NRURER RS IR G 5, CCLA BRI S AP 4T 4t ig it 4R 5%
METTL14 X FF£F et RE I s2m . fadt— 20l i 4 S 40 /7 (RNA-seq) AR 2840 RNA G280 iE 7
(MeRIP-seq) Z2H BG40 HT FUREEIEE; RIP-—qPCR . MeRIP-qPCR. , #GEMEH AL, Lk
B % D AL mRNA FE AT, BRZE METTL14 #I4E AL



ghHL: IR IRATTR I METTL14 fERF AR 4 2 RA B R . 7EThRE b, FRATTRIL METTL14
I A gEf gt e . ENLEI B, FRATEIXIER 7 LX2 - METTL14 /510 m6A 21X, JF%
€ T NOVA2 2y METTL14 [ T m6A #E f5 . METTL14 % NOVA2 mRNA [{] m6A {81t o 17 HAae e,
SRR I B YTHDR2 iR%). Bhak, METTL14/NOVA2 %@t i Wnt/ B —Catenin {50 8%
123k LF 3,

25 HErTHImE RS R, moA BIHAE AT A bt B it R EH , JRER T
METTL14/NOVA2/Wnt/ B —Catenin {5 ‘54& S & FF4F AL OV LE VR T H#E 55

KT HLF4etl; HF2RIME; Mettl14; m6A &1

R BRI (BRI

153
R & HIAEGE &5 BT B R R I R FFHIE
Fifde, FRUA. BLULEE
FR T T ER
HE 730000 & H AR 4% 0 B B B G IR PR AR, 32 S 1297 Ko J7id R A Bl P A
FUO MR R TIT AR ZBR B 2017 4 8 H & 2019 4 6 HAEBEHISIA Y 20 BIRHIZ 3G & FF NTV R i &
GG R BRI TR . RIS, JEM T SPSS #E#E T b . 455 20 g, 5 18 i,
26, FRY (44£10.9) F. 75% (15/20) HIHEHEKAESHEFTEE SR (MAC) K,
CD4+T #H#<50 4> / w1 fysE d 83% (10/12) A MAC JE%s. 50% (10/20) K M2 FAT %
FEBAME, Hdr 90% (9/10) [ R 3 MES 72 %5 8 N S BB . IRIRSRILHE WA # (14/20) « BZHK
(15/20)  WRERGEMhR (12/20) o 9498 (14/20) . ZIML (14/20) . REAIMEE (13/20) .
CDA+T k4 it E i rh AT 8 31 (1-473) AN/ wl. T B S ERRAE, MEs CT £ BoR
Z WIHERBE A 52 Mk B, A W R, 2. ORI, R ISERR . NIM X%
HYFAE R 255, S (12/15) « FRKRE (11/15) « BliER (11/15) | FlEF
(10/15) « #EHZE (9/15) « FARIWE (8/15) 5 Xl LI T WL AU, Ukl 14/15.
S50 R UL IX SCUE G NTM DA MAC 9, JUHE CDA+T WREL4i AT 4<s0 A~ / vl 8. X
BEIR AT NIV 2 T R RSB B, R A SR B (1) T R BN S RAF B, X i A7 7
T ek 1 3 P B RBL S e A K AT 35 95 . NTM R P BTG5 A% 25 TR R T 245 28 A, 1T 2 T BEsh
NTM 5 5 4F 0 T R R
KT PRGBGSR AR AT WA E: IRPRRFAE:  [RBAERE 7T

o HAt

163
=X HBV DNA EE T 0Bl i2H: EH{ELRAR
BESEE ENRET . FRUES ME . REE

1 ERIRTT A — A REER

2. M ANRER
RaE e 2 RYRF 23 (HBV) JiZe (OBI) /ZFR1E HBV KM PUIR (HBsAg) I FHVE fANA i T i
For i 21 2LA S0 B8 77 0099 # DNA Iy ARl A U BTGV A D (ol o 2 M BRAS R AL 1 . G 3e 4]
BT 5 BETEOE . A8 R S R e R R RS R 2% . B 58 A iR /1% HBY i
A IR DNA CeceDNA) K AR B A7 7E T B YL T4 P 4 i A% b & OB 1Y £ 24> THGAE . FFZHZ
HBV JE[RI4H . Ifiif 1 HBV DNA 5$i-HBe &l 73Jil /2 OBI Wi &brift . & iz 5 B br&E. H
1T cccDNA Ao 5 BT 4i i i K- 32 vk s 7 OBI AZAE M) 2 M 5K, 11 OBI H23& HBV i/
[B) B A A S ILTE A VA I R BB R PR YE . AL S AG M A R AR AL 58 GIPE Yo T I 2%
JTERY R REA TR SR AT EEEANSEH Y o A OBI BITERG. 2l K FS 1/
1A% 4% HBV BF 78 1) SE e 45 s ZUHR 7R,  Hi-HBc J& OBI 2 Wi il S s S H M br &



REEF FRENE BT 20w RSy = RECHBV-DNA - Hii-HBc

I3k RYEPESERIG AP B D008 5
4

&-T Pender @ RIEFHRA MR IEITHREBE KR HRMNERIE R
RIB MRS

G E SN N - INIESE SN XFL AN 9

Lo MR TN REE B

2. LIRS R R
(2] HAIY  ET Pender f@ BEAE B AR M I LTI B EH KM RIR . ik H
FIAERI S, EHL 2019 48 6 -7 HLETRMITH S AN REEBe SR & WARME Bt B R M IEAEE 18
PERPR B 16 44, RABERT TR LR 220 AridE s AT IR VIR, AR Colaizzi p#rikxt i
WERHIEAT AT SRR T S55R SRR M IR P BB IR AR MR FR) 3 A Foil: MARHIE 5
FRAL . WEAT NSRS = . AIRMEEA L. 4t BN EE R R M A 22 AR
R, BESANATRDVHE ML, MEEAT IR E R, & EE R R AR AAR
FEIE o

KT Pender fRFEfEb R MBYERAT; WEMMEE; FERTT

R BN (RAEET) K2R

188
POEMS £R & 1ES B4 1411 kS E— 1l

PP ZERRIZ i

PN K2 B T 25— < Bt
H i B fkiE, $2E0t POEMS ZE&E£E TPH AR, 53 [EIE 2021 4F 11 Ao THREEH 1
B LA 2 TH A IE H 1 BRI PORMS L S1EEE IR RIL. 2904, ¥6y7 LR TUGE iE4T
Mgk, SR EE M, 3%, N “REMEMMER 3 AR T 2021 4 11 H 16 HAEKPHZ
BHENBEAT 3 AN A R ER N IR, %0, TR, TRAEE, ZEE2IZH2,
FAxfr . ki, E . UKL, EFHRSMEARE ., BF 2021-11-16 HUUREM, ERERE. &
P VIR, O E A BT LR BE, XU B R B R YUE, H R R &, BIR 348
WA, A () . BT, Ul ZEgE (L D, mimlll 3%, K
FERKEKEFRICE, WFELFMN. AR L 28, KPHOR “BERFE” JURHIHIT.
2016 4 9 Beffiiz “POEMS Z2&1E” - EAZHM 1. 73X 10E9/L; M08 :69g/L; IML/MR
20X 10E9/L. HAHLZLE 9.8umol/L, B EEE 33.5U/L, A HAEEE 34. 8U/L, WLETF 68umol /L Il
Wk BEILEGE RIS A] 15, Isec; ZERRIMARE. BHIE. MUB4EE. BERPUE CA125 196. 4U/ml. &N
BRI 6. 25pg/mL. Bi: BEEMKMsk (EE ; MkEEEE %; IEHHEHE CT+CTA:
R TIBkE R, B8 NE. BHIRAMFkihsk; MM IR, 710k CTA: [TH k. %
RIE LK BRI T M o SGRIFEMGET IR, 11K IR bk T30, & ok LR B e 4
Bati. TIPS AR: ARFTT I K E T AN E 30mmHg, A S5 [ TEKE T4 E 20mmHg . 2830 EH Bk AT 535
Kr: MBMHIESHERF 2, B RAE, PR, OIFEE: TR ERR . HARIGREDR ., 52
. WA REEG R, BREEAEE Bk i, R M ER K
Ky 1Bt oBYRRERT R, Bk BE/K; POEMS Zi&1E. FLL TIPS A, RN e K BEAGT T bk E
J1v MERYE . PuBge. FH/MR. FHEGI. SR sl B IR ERAIT . BEIRIT )
1B B, BHRTT 2 e BE Y, B AR F B P S A .
REBF POEMS ZEAME R M ks

K BARGR (BIEERR) 126
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LEREAZRUFEBIERKEREREREEEREFCEHPHERA
W, MEE. HAE. £28
N T = N R BE R
B 2 B R T SR A i 28 8 I PRASFIE AN S5 s 45 IR, 0T 22 225 (R 24— AR 70 5 3t A IR

A it 9% L B2 V6 T AR A o

T M = ANRERE 2020 4E 4 2022 FU0E, LR FERH —ACMFEHA (nNGS) Wl
PG RO PA S AR 28 1) 4 ) 583, [V A B IR R BER), EAETRAT I 2R AE . IRPRERIN, 5K
=M SR 167 LTS .

gER 4 BIESRE A SR RN 28 B R, IRPRIZWIT RSFIN 5 K. 4 BB A RS T K E
Fefist s IWARIRBINBEII RIS 6 d, VRIT I P3N 14 do IRIRRBVEHE SR %€
(100%, 4/4) « =77 (100%, 4/4) « SKIFAWLAERIE (50%, 2/4)  MZRAERGIE (50%, 4/4) .
A 1 BIEFH DU AR AR (25%, 1/4) o SLIGEMAE 4 BEEPZARE 2. ¢ RMEA.
HAMNE-6. WMFESE A ARG FE, 2508 (15.17+1.76) « (57.67£23.71) mg/L.
(55.13+11.77) pg/mL. (439.23+154.18) mg/L Fl (55.00+22.42) mm/H. A 1 #lEEH AL
MOFE, SN 10.3X109/L. 4 5 85 35 BRES R JR I IEH o Bk CT v 4 B Y DL 980, B I
IR R B R S s . WRIT IR, BRI GIEE S v BB S 2 IR R PUR Y, 4
] R P AR IR, SR ARG I, A e

g ISR HCREAAR M) B OARERY . SR, KE MM ASYIE R B E . A&
P 3 e N B DDA vl R A N B AR G, il A B S A A i A S e B 5 DL V) A7 o S RS AR 5
RN 2 (P W T — BRI R L0 . ARG R AR 7R o E s e IR, SR =
W AR, P LI, TTIERIMITE.

TR G M 5 A I P o L7 IR A 7 B A SRR e MR I 12 07 TR S o T e 7 A I 7 v R B K
FEPEZRAR, A DA R IR TR, mNGS R y—Ffof B0 A I 7 3%, A DUE 72,  wlA I 40 B
R B WA TR EE AR AR, ESE X B s R R iR AR .

4 A EERG R SR AN 28 s, B SRR, DAY, HAhSOERR AR B A, EE
S5 195 T 2 3 7 4 SR B, TR BALF mNGS A% H Sl Ao A, AT 982D 12 B () B 1%
K BR FRS T PTG R YT, B EE b, W ARELL.

2 nNGS ViERZ T f it — P E 55, WA ERBGR AR T2 . HEREE nNGS
HRME R, SRS TG AR BGAER ,  DAAS BhIG PR R IR ECE RS HERIR YT, 4850 FE,
P> B

KT ROPATA, IR AT A X R G

R HEPRALGYN OB AE BT R J A 28 55 ) 1) B v SR MBI e 3t Fie

IR EMIGEE S B E RS Omicron TRKFREMAHIIR T
EAU]ESE S

B, B2, EESERL. MR
HN T =R B R

H 1
Omicron AZERRIEGL G, BT FNNG 2 K ALK T B dbk . —LLWFFUaRE, Bk, SRR 5
g A Ko Mebh, BAIEMEEIER B EER G KM 9 . X T4 M e s i R B g
Omicron Bk fE, ili 98 (1 Az 2 S ™ SRR OB R /D . AT IT B TEIR TG 28 1 H o 58 1) S 3 e
Y Omicron AF bk i il 48 & A2 B fa i R 2%
WAR/A
BB S04 2022 4F 3 A 13 HZE 2022 4E 5 H 10 H Z A1 7E% M 55 = N REBLERE R 187 44 5250 =
WHIZ 1 COVID-19 BAF B3 MR . it 52 12 Wik 3 38 CT A SARS-CoV—2 RNA il BH 14

+
4h



187 Bl E g, T3 HIVES T 2 FUKIEEEE, HA 114 BES T 3 7). 19 & EE AR R iR, 7
NFERD T 2 i, Hok 12 NHM 7 3 7. XTEAEI RIS, 66 AEEH2 T 2 5%,
102 A BEHSZ T 3 .

i 98 AN 28 2 s 2 6], FEPRI (1/19 A1 7/168, x2 = 0.050, P=0.58) FIEiMAE (1/19 Al
16/168, x2= 0.375, P>0.99) MIBIEM K ILR 2= ZER . MR HEE PALER N 50 %, JEftis%
AR N 45 5, Blig 4B H AR IR KT AE R 4L (Z=2. 342, P=0.02) . ZEHAIK
DA MNER — IR Bl ER VR e B S () (R B A [R) S R SRR ARIN) (] RNA [H 1 1 v A7 45 482 ) 1 76 i 9% 4
ARG 98 2 2 () 3% A B3 1 22 7 (P {E39>0. 05) &

FRIRATE RN, R TR/ MRS D- R AAR/K R0 CDSHT bk L4 A 1555 A\ Bt f i 28
RAEMK. ZHE Logistic BIHSHTER, HAFR R M2 KA ML fER FF (95%E 5 X A :
1.003-1.091, P=0.04) . FAEEWiE A 46, <46 B4 4.4% (4/91) HFEF=46 L4 15. 63%
(15/96) HE RAME (x2=6.454, P=0.01) .

WSS CDSHT WL Mu T2, B Uit 4. A& A FRERKFE 2 MAHC (35 P<0.01) , MR Al
HEREACE R IEASE (P0.01) o M, 4RSS CDA+T R4 T 5El D- — AR /K A B
Kotk

g

RIS G I T P S I AR B Omi cron 78 SR S5 il 98 kAR R ME— fE [ TR 2%

KRBT AR R 2 Omicron AR Sebk; Whd; KIGIEH

R BN (RAEET) K2R

51
ERFHEMERFRTTRAKEEENER
TR 55
BRI A = N ERE

H I ML RN KT 38 B B T B G B s T Va7 IR IR R . J732 IRt 43 #fr 2016 4F 1 H
—2019 4 6 H IR E - NREFRBGE RN A EE 75 BT 7ER, MRE AR ERTT ik
AEUELH (40 ) FOXTHRZE ( 35 f5)) o WHHRZH BphEs TR B g H A ERIT, WELA
TEXT RR A LAl EIEA 32 2 PRI IR TT . AR 2 VRIS A AR, itk 2 BBk, 45
JE . AERER A, HZGBRIA R RO AEREN, PLREERTEEERE . 4% BI7 1 HE,
WL SR N 95, 0% , = XA 71, 4% ( x2 = 6. 821, P =0. 000) ; W%
AP, g5, (ERERR A TR, ZRE5%E (P < 0. 01) ; 2 HEEASRRMN
MEEZRWRERTLG I ¥EY ( x2=0. 630, P=0. 632) ; /5975, MEHAEHIHE.
1B IIRE WARThRE. S DIRevER S aE T A, ZRAFHTFEL(P < 0. 01) . 45t 1
NIKIE BB 3 N 98 P E BB & R T SR T, ATt B s PUE R, AR RN, %
A, TR A B ARE R E, EAIRRIET M .
9‘%%? jﬁ“ﬁ% Wiatfgzﬁ: 552]\7J(E

2K BEBEIRGL X 5
61

TR EREAN S HREEREERBESHERHEFRR
EZ A

SR A
A4 M T A2 5 2
H e 30 3T PO A B B 2 P 4 T J5 B 5 PR S T il % 7 A A 2 e s A AL 155 17 42 v 1 2
FHARGER . vk BRI 48 8 SIROE EE R 2020 4F 1 H 72021 4F 12 A Hiditi 48 215 by L E 1
YL E B 0 TAE N R E s, ARPERT R EAT /02, 2020 4F 1 H 72020 4 12 A X4, s2i
WV T, 2021 4E 1 72021 4E 12 HAE WA, SitifE kAL i BRI A b 4 T R B )



B, PHPIN 281 LT WEARN VM SR 5, LB AL 55 A 3R i 28 2
Bifi. BRBUGYE EES IR S AR dh F IR R M IR oL, F RAESITRI . WA
B At v 5 S BT IR DA B LRI 2257 . G5 R LT WA A FEASE 5 ) A T o 2 B )
M, I HHARN GG E . BBy E BB RN S B4 i 5 I RE i 5 %
Boy FRAMERRE LRI WS EREE LA ER . BRIT RV E SRy m %
MEB R IEA (P<<0.05) o 451k FE TR B S i B8 B8 3 1 R Be 2 s B 1%
HIRE AL TARE RS, BV T B2 55 N RHRNEAT O 371 T B 5 N LB i R G e ), MR
B s E RN RARRER T

Ry PR IR, Sl ERES; B WSO

e TEERT 2 R SRR A R 7T

73
MNERBEEINRESRE CEFXFBRANRIT
HEE L PMIRE L ERRET L TR RSO, BB ke L ERE L RER
Lo ZIN A RERRE
2. FRIM B TP ] O
H

T i HBY BB A R EEXS 1, FRESRMEOCT HBY BRAL AT R AT SR . SR B T HBY
L X 72 SR, B BB E AL RAT R A A R A BA— 8 S5 1R
TR, FANCEPFTHE LGB (+) & 60 & LA AR BV EIMEIEE D . AR
PRUT ZR AT B FE 38 3G HBV bl (HBV-M) FIRATHRE L S50 PRI TR B FH e
WAR/A

WC4E 2021 SEFRMI T N REE B3 B HAG & HBV-M i REEAE B B8, HBV-M #5 4HER; (Abbott) 4k
SRR I A, HERR IR B AR (KGR HBV e AR R B Z AR M) L
BHERE B (RIRBT LB E TR HBY AR ERAE) LERAL 5 S HIV, HCV. MEsgpuiRRH
MR . MHE HBV-M IMig sy 850, MR EE XL: (1D PUREIK Y. HBsAg (+) ;

(2 BEAE Y. HBsAg FHMEEHT-UBe AR  (3) A& . FRERPI-HBs PHIESMN e HBV-
MIRATE:  (4) G ARG T 1) HBV-M & AR (5)  BAXifi-HBc FAME:: HBsAg.
Pi-HBs BIPE(EPT-HBe BFEME;  (6) EGed. BRAREYE + BUERY,

g

1. FaRA&rsEdt 61 247 4], 4F#4 54.85 + 16.82 %, B4tufsl 0.90:1. HBsAg (+)
6. 82%, BEAEEYLE 48.63%, HBV-M 4[58 5 27, 11%, FRIHT-HBs FHYE M) e N
17. 31%;

2. HBV UL MNAFERFI B, 41~50 % 20 2P4UE FFHH, 25, HBsAg (+) B R, B
TR YR 220G F T

3. ETHERNEERRL T NN HBY B R CEESPUE SREAERYY) , B R BEM, HBV &K
YuR I BEAERS G KT ETE, HBV SRR () XU GG 2 A7 1E

4. HBsAg. Pi-HBs FAPEMIBAINHT-HBe BHIEZR BRI 12. 31%, &5 BEAEECGLY 25. 32%, 5 REAE
PeZ JLT BEPAT B BE AR R IS KT BT

5. 20~29 % ANt HBsAg (+) N 2.22%, Pi-HBc (+) FAN 7.23%, 43 7HHE 1992 4 F# 76. 6%
(9.5%) A1 83.2% (43.0%) , #2006 “E43 7 FFF 72. 9% (8.2%) A1 75.9 (30%) -

gEip

ZeM 15 B Je UL AH#EH, HBsAg (+) FANR R HLIiHi-HBe PHIEZ L) & REA R # 1 1/4, 5Bk
PR JURCTAT B AF B AT s % e P R 2 A 7 AR HBY R, (HoD 2%
BT, HBV JBRU RS AT SRAELE, BN S s (B 1S AR .
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mol/L )+2. 481X (J i pE 25 ¥ ) +2. 393X (& <30g/L) ], FJH Hosmer-Lemeshow 4,
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Clinical Significance of B7-H3 Expression in
Circulating CD4+CD25highT cells, CD14+ Monocytes, and

Plasma for the Progression of HIV Infection
Junchi Xu*'. Hui Chen'. Ping Xu'\ Fei Gao>’
1. The Fifth People’ s Hospital of Suzhou
2. The Affiliated Suzhou Hospital of Nanjing Medical University, China. 26 Daogian Road, Suzhou,
Jiangsu, P. R. China
3. Suzhou Municipal Hospital, China. 26 Daogian Road, Suzhou, Jiangsu, P. R. China

Background: B7-H3 is an important immune checkpoint molecule that plays a negative
role in immune regulation. This study was aimed to explore B7-H3 expression in HIV-
infected patients and its clinical significance
Methods: To explore the expression and clinical significance of B7-H3 in HIV-
infected patients, we investigated the B7-H3 expression pattern and the correlation
of B7-H3 expression with clinical parameters of HIV-infected patients with different
levels of CD4+ T cells. To assess the role of B7-H3 in regulating the function of T
cells in HIV infection, we performed a proliferation assay and T cell function test
in vitro.
Results: B7-H3 expression in HIV-infected patients was significantly higher than
that in healthy controls. mB7-H3 expression on CD4+CD25high T cells and
CD14+ monocytes increased with disease progression. when the number of CD4+ T
cells in HIV-infected patients was =200/ uL, sB7-H3 and mB7-H3 expression levels on
CD4+CD25highT cells and CD14+ monocytes were negatively correlated with the number
of lymphocytes and CD4+ T cells. sB7-H3 and mB7-H3 expression on CD14+ monocytes was
positively correlated with HIV viral load. B7-H3 inhibited the proliferation of



lymphocytes and the secretion of IFN-7y in vitro, especially the ability of CD8+ T
cells to secrete IFN-vy.

Conclusions: B7-H3 played an important negative regulatory role in anti-HIV
infection immunity. It could be used as a potential biomarker for the progression of
HIV infection and a novel target for the treatment of HIV infection.

Key words B7-H3; HIV infection; Treg cells; monocytes; progression
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CD56 NK Cell is an Important Factor in T Cell Depletion
of cART-Treated AIDS Patients.

1,2,3 1,23 1,23 1,23

. Jin Liu"*’, Jialu Qiao'. Xiji Shu'. Yong Gao’.

12,3

+ Yinling Wang
Binlian Sun'. Chuanwu Zhu
1. The fifth people’ s hospital in Suzhou
2. Department of Infectious Diseases, The Affiliated Infectious Disease Hospital of Soochow
University, No. 10 of Guanggian Road, Suzhou 215131, China
3. Department of Infectious Diseases, The Fifth People’ s Hospital of Suzhou, No. 10 of Guanggian
Road, Suzhou 215131, China
4. Wuhan Institute of Biomedical Sciences, School of Medicine, Jianghan University, No. 8 of
Sanjiaohu Road, Wuhan 430056, China
5. The First Affiliated Hospital, Department of Life Science and Medicine, University of Science and
Technology of China, No. 17 of Lujiang Road, Hefei 230001, China
Purpose: Natural killer cells (NK cells), as innate immune lymphocytes, play an
important role in eliminating virus—infected cells. However, there is no clear
description of the functional changes of the CD56dim subgroup in the immune non-—

response (INR) population and its correlation with T lymphocytes. Thus, the purpose

Feng Qian*"*’. Song Hu'. Yueping Zhu



of this study is to investigate factors involved in T-cells depletion in combination
antiretroviral therapy (cART)-treated human immunodeficiency virus 1 (HIV-1)-positive
patients and compared the difference of immune cells between INR and immune response
(IR).

Patients and methods: From October 2015 to April 2019, 29 HIV-1 patients with CD4+ T-
cell count < 100 cells/ L that subsequently underwent cART in the Fifth People’ s
Hospital of Suzhou for 24 months were enrolled. The patient&#39;s general data
including gender, age, route of transmission and treatment time were collected and
analyzed. The CD4+, CD8+ T cell subsets and CD56dim NK cells in peripheral blood
mononuclear cells (PBMCs) were detected by flow cytometry. The concentrations of
cytokines (IL-2, IL-4, IL-6, IL-10, IL-17, and IFN-v) were measured by enzyme-linked
immunosorbent assay (ELISA). Extraction, amplification, and viral load quantification
of specimens were performed using the Roche Cobas Ampliprep/Cobas TagMan HIV-1 test
Statistical analyses were performed by using SPSS 19.0 and GraphPad Prism 6.0
software. The effect of treatment on erythrocytes and lymphocytes in INR and IR
groups were analyzed by using paired t—tests. Comparisons between INR and IR groups
were performed by using the unpaired t—test, and the correlation analysis using
Spearman correlation coefficient.

Results: According to the number of CD4+ T cells after 24 months treatment, 15
patients with INR and 14 patients with IR were finally confirmed. The patients’ mean
CD4+ T cells count in INR groups increased from 64.69 cells/ L to 143.9 cells/mL
after 24 months of treatment, while raised from 88.60 cells/uL to 530.0 cells/ulL
for the IR groups. Compared with IR group, the total number of red blood cells (RBCs)
and lymphocytes (LCs) in INR group was significantly reduced, and there was a
significant positive correlation between the number of RBCs and that of LCs. ELISA
results showed that the overall levels of T cell-related cytokines in the INR group
was lower, while the level of most cytokines IL-4, IL-10, IL-17 and IFN-vy, from a
single T cell by calculating with cell number in the INR group was significantly
higher than that in the IR group. However, the cell-surface expression of programmed
death-1 (PD-1) on CD4+ T and CD8+ T cells were markedly elevated in INR group.
Moreover, the killing factors including CD107a, Granzyme B and Perforin were
surprisingly enhanced in INR group. The increased number and function of CD56dim NK
cells may be directly related to the lower number of T lymphocytes in INR group.
CD56dim NK cells are negative correlation with the proportion of CD4+T and PD-1+CD4+T
lymphocyte subsets in INR group. However, in IR group, CD56""NK cells showed no
correlation with the proportion of CD4+T and PD-1+CD4+T lymphocyte subsets. The
proportion and the killing ability of CD56"" NK cells significantly increased in INR
patients, and significantly correlated with apoptosis of T lymphocytes.

Conclusion: This study revealed that the poor immune reconstitution might be caused
by multiple factors, such as myelosuppression, T cell destruction enhanced by PD-1
pathway, decreased cytokine production by lymphocytes, and the increased killing
efficiency of CD56"" NK cells in INR patients. Among them, the red blood cell count
may be an important auxiliary detection index for immune reconstitution, and the
increased CD56" NK cell subset further enhanced the depletion of CD4+ T lymphocytes
We also found that not only the proportion of CD56"" NK cells, but also their killing
function are also enhanced in INR patients. These findings give us some clues to
better understand the mechanisms of incomplete immune reconstitution in AIDS patients.

Key words T-cells; CD56dim NK cells: Antiretroviral therapy; Immune reconstitution
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The characteristic of liver inflammation in patients
with metabol ic—(dysfunction) associated fatty liver
disease in different subtypes.

Yu Wang*'. Zi-yu Liu's Ming—jia Dai'. Fang Ji'. Jian—zhong Li'. Rui Huang’. Chao Wu’. Xue—bing Yan"’
1. The Affiliated Hospital of Xuzhou Medical University
2. The Affiliated Hospital of Nanjing University Medical School

ABSTRACT

BACKGROUND and AIMS: This study aimed to compare the difference on liver inflammation
among subgroups in metabolic—(dysfunction) associated fatty liver disease (MAFLD).
METHODS: A cross—sectional study of 1335 Chinese patients who underwent
ultrasonography with MAFLD involved a cohort from a health screening program. The
anthropometric parameters and clinical data of different MAFLD subtypes were compared
through Kruskal-Wallis H test. Univariate linear regression, stepwise multiple
regression analysis and collinearity diagnositics were used to analyze the
Influencing factors. Liver inflammation was assessed based on the inflammation
indicators.

RESULTS: The median age was 44 years, and 841 (63%) patients were male. There was
significant difference among four MAFLD subgroups (Groupl, 2, 3, and 4) in age, sex,
BMI, GGT, TG, HDL, PLT, FPG, AST-to—ALT, and blood pressure (p<<0.05). The level of
TG (B=3.167, 95%CI: 1.14175.193, p=0.002), HDL (B=20.145, 95%CI: 7.11 33. 181,
p=0.003), FPG (B=4.073, 95%CI: 2.254°5.893, p<<0.001), and WC (B=0.614, 95%CI:
0.18671. 041, p=0.005) were positive paralleled by the serum GGT in MAFLD patients.
CONCLUSION: There was statistically difference in serum GGT among different subtypes
in MAFLD, which may play a key role in the oxidation stress in the progression of
MAFLD. The abdominal obesity and metabolism abnormalities may be association with
serum GGT.

Key words metabolic—(dysregulation) associated fatty liver disease, subtypes, metabolic
abnormalities, liver inflammation, Gamma glutamyl transferase
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WAR/A
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SARS—CoV-2 RNA BHE I H AL RFLERT AR 9 K, PRIRAN =0 iy g 3 2 [ i 22 e AN R
(P=0.722) . KR#FGEHHE IWEFER (125/187) , KRZHEH (98.4%) KIMET K. 75 7 K,
65 15 B SLHL RNA 26 [ BRI R A M R, BRI . JRER . WRELAM . /i EoR
CDA+T k4 it E 555 7 K SARS—CoV-2 RNA PHAHE . ZHZE A EoR, fkE= 6.1
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LN RETER T HIV/AIDS 55T M B F TSR
B
T - ANRER
HI VPG AR 8 BT HIV/ATDS ARG MM IR . vk B R U5
SIAT JEAE ARBEIGIT I HIV/AIDS 9ol 2 1 2 0 5, 4 AIAE AT R A g2l % %, X FRZH R A
WRAUE TR, WK AR RE AL, BN HIV/AIDS 16T M PE. 455 M4,
XTHRAAR N R AP AR ZRIAKNES NI 5. 00%. 3. 33%. 1. 67%FM7
8. 33%. 14. 16%. 7. 50%, WEAKMNERFRETHEA, EZRE5HHFEE XL
(x2 =5. 637, P<0. 05) . WEHAEERETS 8 N (IR, — AR
RO M Jis #1 2 Th s kS o R RE. RS MR f@ RE. B B U gB. R BN BB B &
[(73. 63+ 8. 30)., (77.39+7.69)., (78. 28+5. 86). (7
9. 69+6. 83)., (75. 14+6. 66). (78. 22+5. 55)., (77. 3
9+6. 64)., (79. 08+6. 33) ]HmTHBAL (61. 32+6. 25)
(60. 39+7. 64)., (60. 83+6. 71)., (63. 7T5+5. 23)., (6
2. 28+8. 75). (62. 28+6. 36)., (61. 28+ 6. 41). (62. 2
8+6. 56) ], ERFHWAGITFEN (P HW<0. 05) . THE: WA, XA S
ASHI SDSHW4 [ (35. 16+6. 22f1(36. 85+6. 86) . (46. 20+
6. 47)f(45. 82+6. 80) I T+ T Har [ (52. 39£8. 66) f
(53. 284+7. 30)., (52. 64+8. 22)f (53. 86+7. 52) 7], HW
RHS ASHSDSHWHKT XA, FRERIAGITEREL (P HY<0. 05) . %
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LI H EERE
HIY b LA IR BAAS [ i K 1R8BS PR 23 B v RO SRR I R kL 22 57, B Y
AR ERM 22 (COVID-19) ImpRIa T IRtk . J7i%k [R5 #r 2022 4F 08 H 19 H % 2022 4F
09 H 06 HiFrg A& M 28 = 7 A BEUia 1 142 51 COVID-19 FRL 8 IR AR TRk AR A BT 22
TR TESE 2 VLRGN B I 8 REGE TS KT 10 d ¥ 142 45 COVID-19 FHY His 4 NAZ s I B
MRE<10 d, PLE=10 d PidL, #2500 b7 R P 4 ER s A OG I R B RHRRAE . iR Rl 2 1Al b
BRI HBORRER 2 K65 . Spearman A4> REL TN AR BRI A SSME, K2R
F TAERER 2R (ROC BHZR) PAHFHCERIZE S COVID-19 BRI H N ] e R, 4558 142
151 £ 2 A A% BR A DU B 12 e R $ <10 d 3£ 80 1], Forp 55 354 (43.8%) , 2 454 (56.3%) o #%
BRI AP E S K E =10 d F L 62 ], Hr 5 3561 (56.5%) , 227 ] (43.5%) o AZEAIIFAM:
MRB<10 d BEER N (38.56 £ 16.89) %, /NTREEAMBATE S RKE =10 d & (45.39 +
17.76) %, ZREG¥EY (¢ =0.02, P = 0.021) . FERRIB R RKE<10 d B R (E
MEARAS K (6.39 £ 1.86) h, KTEBREMAMLRKE =10 d¥& (5.67 + 1.76) h, ZRHS
Y (¢ = 1.08, P =0.021) . MFEAEMER . & B A HFFERTR . WO st . B Ak
FHEC TG B %2 5% . Spearman AHIC RE M K IR 5 R BRIFL B (A IEAHSC (r = 0.126, P =
0.034) , TlAIBEARAK S5 BREERA Al A% (r = -0. 138, P = 0.027) o 7 [A]HE AR X6} 7
WIAZ B % 9 B i) ZiE K LA — s B RD ROC R MZRTHIAN A 0. 622 (P < 0.05) ,  (95% CI: 0.529 ~
0.716, P < 0 .05) , Z&FE%00.245, IGFME 6.5 h, REUT 47.5%, ¥FFE 77%. & WTF
COVID-19 48R B 25 7% ] R I K . 408 T R A% R B [T BN 1) o (R UEAR 1) 78 /2 BEEHIR S [H] (6.5 h)
B ] BEAR FEB A% R L FH 1 B (7]
KRBT AR RIS A TT AR AR IR IR e R
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XF (1814 ZBIRT R RE A AT 4pRE IR A MM ) AORtm
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2. R — AR R

W R BV dE o MFRE SEBR R , HHAGL K 30 &AL, KAT 7 HAREFEAR (Bt i
JH 98 95 # i e 3 AR B O A AR Y CRAURRIRR CHRdlly O o (EAE N Ergsm, HEE
FILFLE IR, BEALLY G S A — L n BHE 1S R HE
. B ARE B S S A AT R A
1. #5849 “f8: HBV JEYE” nlgee “12tE HBY #EarE” « B4 (Y o, “18¢E HBV ki
H7 AR 44 )k CEEE 18 ORI SRR 5 0 o RIRIRIE etk OB R BT iR TR R
(2019 4ERRD ) “18PE HBV J&RYL” 4 “HBsAg 1 (=k) HBV DNA FHTE 6 N HLLE” 1€ X, A
ZOH A FAE, Hd L IRHIERT S H, a1 “THFE 18 PE 4B %8 ( chronic hepatitis
B, CHB) . 12 HBV By ARG A % KT PTJR ( hepatitis B surfaceantigen,
HBsAg) PFHYENRE HCC FRAT AR 5 3 IRHIIAER 1 H. BR T3, 4 4% “184% HBV sy
7 ONAE MBPEHBY #ERPIRA” 8D “HBeAg PRSI HBV ERYLE " .
2. Xy “HtRMEAY4EL” ATReR BB A 4R o RAE A S bR B R,
EHZETENRZ (advanced fibrosis=F3 #f signifificant liver fifibrosis or
advanced liver disease) , HPTERINIIMLA4EN S E (HEALRTHRFA4EL) , #iEAN
“E TR AT A 4EL . RTRETE IR Y.
3. “FREURNERNE T WRER “YERRR BN o 4G BN A SVR R REETRIT
B “Y4ERpPRENE” (maintained virological remission, MVR ), TiHURIRIEIT EUAELE
LLV W) BB Rl Re o R F# N2 (Partial virological response, PVR) .
o “12 % HBV JERELE HCC B fERE 7 2 Sim s AR 7 BT A 2 b
1. 22647 3K1F SVR B MVR ) CHB 2t W AR AE 645 HOC XU R R BEAT 70 /2
2. RIGITI CHB ANE EM M 70 N F— 2K
3 “DUREIRIT RIS R B N B 1 LTI 96 AR AL BB AN N a7 B (R VA R vR A N
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5. Hfth: (1) HCC i 5 MM 70 )2 AT A0k (2) HCC Byfi & 5 il 4 /SR ML Dy
B3 (HEID A EIARTE B SCHTRS AR AT o

Zi Lk, fERIE H A2 HBV A2 WA RT3 HBV A% HCC A2 3 A i DA S8 3 Ve e )
AR MR ZE TG OL T, HCC RS A AR 2 5 M 00 ) TR B I 1) AN BB, [R]I EE JRE[R] — [ AN [A]
TRM BRI TS, DAt DI B E . W S A
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8 A R R 5%
HIY R R Be s A M 2 T 28 S A5 (X D RA B) ERUEG GRS R R A5 I
fEile J7ik L 201 8—20 2 0 R ZLGA M HIENKE XDRABRKREEE 62
BN, R KA EE 6 2 G AN, FIA BB 708 2 4835 R
Pefa e 2 S ARG LA T . S5 PPIRARGURS 5 7 5. 8%, HIUCHIMMK RS
e, 1 1. 3%, HHEERSWMEZHZE LogistichIASHER, £ ICU>T7d,
PIbES > 4 d P AYMEH >14d& 1 CUEEEYE XDRABRMIGEREE (P
<0. 05). XDRABRPMHETHALLARE 24H% 158436. 550 (P<0. 0
1) o BPHBEIT R (1 7. 74%) PAEETRELH (1. 61%) (P<0. 01),
5t 1 CUXD R A BRENBEGLIMFIR RGN E, £ T CU>7d. HUbiES >4 d fipt
WA >14d2 1 CUEBELRSE XDRA BERBYLFIIRST GERI XK.
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Temporal and spatial characterization of negative
regulatory T cells in HIV infected/AIDS patients raises
new diagnostic markers and therapeutic strategies

Junchi Xux
The Fifth People’ s Hospital of Suzhou

Background: Negative regulatory T cells (Tregs) not only deplete effector T cells but
also inhibit the clearance of HIV during infection, which may allow Tregs to be used
as informative diagnostic markers. To facilitate both diagnosis and treatment,
thoroughly understanding these regulators by characterizing them on temporal and
spatial scales is strongly required

Methods: 100 HIV-infected/AIDS patients, including 87 males, with an average age of
35.8 years, as well as 20 healthy controls were enrolled. Flow cytometry was used to
analyze CD3+T cells, CD4+T cells and CD8+T cells to evaluate the immune status of the
participants. Then, a group of representative negative regulatory T cells, including
CD4+PD-1+4T cells, CD4+PD-1highT cells, CD8+PD-1+T cells and CD4+CD2bhigh Tregs, was
also analyzed to explore their effects on disease progression and intercorrelation.
Results: In the patients, the percentages of CD4+PD-1+T cells and CD4+CD25highTregs
increased in the patients with the same ultrahigh significance. Temporally, the



patients with both intermediate—stage and late—stage disease had higher percentages
of CD4+PD-1+T cells; however, the percentage of CD4+CD25highTregs only increased in
the patients with late—stage disease. In addition, CD4+PD-1+T cells but not
CD4+CD25highTregs were negatively correlated with the absolute CD4+T cell count.
Spatially, no correlations between CD4+PD-1+T cells and CD4+CD25highTregs were
observed, which suggests these Tregs function differently during immunosuppression.
Conclusions: This study characterized negative regulatory T cells in HIV-
infected/AIDS patients at both temporal and spatial scales and found that
CD4+CD25+Tregs and CD4+PD-1+4T cells could be used as potential diagnostic markers for
identifying different disease stages and monitoring disease progression.

Key words AIDS; Negative regulatory T cells; CD4+CD25+Treg; CD4+PD—-1+T cell; Diagnostic
marker
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ALBI 745y Tl HBeAg PRI 1814 Z BUFT R B E AT T HIMNE
BER . EAE, TS Al XU SR S
L HIRORBE 2K % 4 £ BB RES S AR
2. FIHOREE S R SR B R

HI: A BERN L A E AR (ALBD) 3F4%F HBeAg [HIE IS 2 AU HF % (CHB)

FHEPURBEIR YT 5 T HBeAg T BRI -

Tk ANT 699 2% —LRPURE YR TT I HBeAg FHIE M LTI K % . H Kaplan—

Meier 77V LA 25 4H HBeAg il BRI RN R A%, HEAT Cox [BIVH 2 #T HBeAg ¥ B A b 37 il [ 2% .

i 699 & BE RIS 36 &, HH B 69.8%. 174 % (24.9%) BETERETT 33. 9
(IQR 21.6-48.8) N HJG3K15 HBeAg J& K. ALBI 1 241 ALBT 2-3 25 53 1¥ LLAs 43 M 74. 0%F



26. 0%, ALBI 2-3 2 J& HBeAg JERRII— ML FMIA 2R (HR 1.564, 95%CT 1.084-2.256, P =
0.017) . ALBI 2-3 2 fE5 (1) HBeAg I PRI RAUR AR &1 ALBT 1 i3 (P <0.001) .
HEARFR TR EZY . FFEARZS AT ALT 7K P FR) AR [7] 310 25, o -t 00 52 3 A AL P 45 51

e RATMBT S RN, FELR IS ALBT VF2) 1T g A2 T HE 32 HU0 2597 (1) HBeAg FHIE CHB &
H HBeAg JE BRI —/NMA MM EIE R
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B 2 RURAiE i E ] USRS N, SECEEMIRE RN E R Jiik: X GEO ¥ e rh
() GSE18527 HHa Lt 4T 3 HT, SR1GFAFHARIE S B E AL A 2P U A RNA W ) 22 SR IR L [A], IF
X} 75 S RIRFERIIAT T AR L R 0 ThA & SRR 1 AR ELAE 28 b, 20k il
TOREEM Sy SR B ERIERAN, LR E 40 AN LIASERF 43 AN TN RER; HEERH
R, RRKIERFEBHRG R L. BERGNME RS, i EZ LIRS .
B TAH TLAE R 28 o AT AN ZH 23R e M e A R R e, et 17 AMAHSGIE AL CXCL-

10, MX1, ISG15, IFIT1, IFIT3, IFIT2, OASL, ISG20, RSAD2, GBP1,

IF144L, DDX58, USP18, CXCL-11, GBP5, GBP4 il CXCL-9. iREER FE/pAGfE k. g R4,
LRGHVERE RS, 4510 AW AR B HSV-2 SR YL B0UR LHIR ML T — P 207

RegF HSV-2 iy, ABFHSES: AME R
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HE . 25 R BRI D 22 E4F (severe fever with thrombocytopenia syndrome, SFTS) &
2010 FFUE S B 8 A5 JE W 8% (severe fever with thrombocytopenia syndrome bunyavirus,
SFTSV) SR G 5| R i) —FloBr R AL 9l IR EZRI AR I. Z 7. WIRERIE JRR Mg i K
FET, FEA B iR s A S B e . BEORE SFTS ARE AT 4R A 28 . TH AL TE
M PPN . RECEMAE N EEIL . BRI LR GiE . Z2a B RemE 20T, HAl, SFTIS 7
RE R IEARLI Ny 10%, 7EFE ST &L 50%. AFEXS SETSV ik 5k, [E N SFTS K% & R 1Z 4
FrEas . mEk, WM RGAREERIR G B R R Z BRI 2 1 &, BHET, SFTS iy
S RF RIS IRE, HIZ4 NiE AR &I AT LA i SFTS &5 s s et e s . Rl
AR H UM P 53306 A BE 238 SFTS T T 53 B A= Wb 540
JriFs WAE 2020 4F 3 H & 2021 4F 12 H AR 7E R L R RER 2258 — I IR EE B afi 12y SFTS (138 &
g AR BN B, @ [ B 4515 FR A TR R R R IR IR & &5 SFTS Mt M E AR AL I
KR EEH TR R HOR IR AKCFAE SFTS e iR AR ke 34 . S8 BT e 1 BA S BT 78 B6E
RARBEZ KT 5 SFTS FlfE MK R .
SESL. L[] - R AT TT, FRATTR BN SETS B AR I FT3 /K B T (@ et e . 3@
TR AT, FRATARIIAE SFTS #E@didr, FT3 & BN I SCE Sk e s MfE SFTS JET- 44,
FT3 & &bl it 2 TR . fERTIEMERA ST 7t , Cox [IH4 4T s { FT3 K11 SFTS &%
FIBET XU S22 i T FT3 7K1 SETS &3, BRI FT3 7K°F2 SFTS S JE T M fE G K 25
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Efficacy and Safety of directly acting antiviral drugs
in HCV patients with HIV in liver transplantation

Tian Zeng*. Ming Yue
The First Affiliated Hospital of Nanjing Medical University

Background: HCV/HIV co-infection with liver transplantation (LT) was initially a
controversial indication for liver transplantation due to its poor response to
interferon—based therapies and poor outcomes after transplantation. With the
development of direct acting antiviral drugs (DAAs), the study of liver
transplantation for HCV patients with HIV infection has been developed. The purpose
of this comprehensive analysis was to evaluate the efficacy and safety of DAAs in
liver transplantation for HCV patients with HIV infection.

Methods: Multiple databases were searched for a systematic and comprehensive up to
April 2022. Results were based on the percentage of sustained virological response at
week 12 after the end of treatment (SVR12). Publication bias was examined by using
the funnel plots and Egger’ s test

Results: In total, 9 studies with 269 subjects were included in the study and the
pooled estimate of SVRI2 was 92% (95% CI: 88-95). Subgroup analysis showed that
pooled SVR12 rates were 97% (95%CI: 87-100) for genotype (GT)la and 100% (95%CI: 92—
100) for GT3; 88% (95%CI: 80-95) for pre—transplant treatments; and 95% (95%CI: 91-99)
for post—transplant treatments subgroup. A total of 8 patients died during SVRI2
completion and 269 had a survival rate of 99% (95%CI 97-100). Four studies recorded
98% survival (95% CI 94-100) after one year of follow-up. Egger’ s tests showed that
no publication bias was found in this study.

Conclusion: This comprehensive analysis showed the high efficacy and safety of DAAs
in liver transplantation for HCV patients with HIV infection. Early consideration of
HCV therapy should be the goal for all liver transplant recipients

Key words HIV, HCV, liver transplant
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The Age, Gamma—glutamy| Transpeptidase and Platelet
Index: a Novel Noninvasive Model for Predicting
Hepatocel lular Carcinoma in Patients with Hepatitis B

Virus—Related Liver Cirrhosis
BE P, x| 9l
the Third People’ s Hospital of Changzhou
Background and Aims: High incidence of hepatocellular carcinoma (HCC) exists in
patients with liver cirrhosis (LC), but the predictive accuracy of noninvasive



scoring systems (NSSs) is yet to be elucidated. The present study aimed to evaluate
the predictive ability of fibrosis—4 (FIB-4), aminotransferase—to—platelet ratio
index (APRI), and gamma—glutamyl transpeptidase to platelet ratio (GPR) in patients
with LC, and to establish a new model with more accuracy. Methods: Data from 94
patients with compensated LC and 134 patients with decompensated cirrhosis (DC) were
collected. The prediction accuracy of NSSs, including APRI, GPR, and FIB-4, was
compared. Results: During a median follow—up of 37.5 months, 9 patients in the
compensated LC group and 38 in the DC group developed HCC. For 228 patients, the area
under the receiver operating characteristic curve (AUROC) of APRI, GPR, and FIB-4 was
0.596, 0.625, and 0.654, respectively. Multivariable logistic analysis showed that
age, gamma—glutamyl transpeptidase (GGT), and platelet (PLT) were independent risk
factors for HCC development, and a new model encompassing age, GGT, and PLT was
superior to NSSs (all P<0.05). With an optimal cutoff value of 0.216,
Model (Age GGT PLT) achieved 68.09% sensitivity and 69.61% specificity. Conclusions:
NSSs, including APRI, GPR, and FIB-4, has a non-optimal accuracy in predicting HCC
development in patients with HBV-related LC. Thus, the new model consisting of age,
GGT, and PLT may be more accurate than NSSs

Key words hepatocellular carcinoma; risk score; liver cirrhosis; decompensated cirrhosis;
gamma—glutamyl transpeptidase
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The exhaustion of |lymphocytes are the main factors that
affect the sensitivity of QFT-GIT assays decrease in
silicosis.

Junchi Xux

The Fifth People’ s Hospital of Suzhou
SETTING: Tuberculosis infection is a major complication of silicosis but there is no
study on whether the silicosis can affect the sensitivity of QFT-GIT.
OBJECTIVE: Analysis the relationship between silicosis and QuantiFERON-TB Gold In-—
Tube (QFT-GIT) assays, and figure out the main factor of the QFT-GIT sensitivity
decrease in silicosis patients
DESIGN: Silicosis patients with positive tubercle bacillus cultures were collected.
QFT-GIT and flow cytometry were used
RESULTS: The sensitivity of QFT-GIT in silicosis patients(58.46%) was significantly
decreased and the expression of PD-1 on T cells and CD56+NK cells in pulmonary
tuberculosis combined with silicosis were higher than normal tuberculosis patients.
Further analysis found that the ratio of PD-1+CD4+4T and IFN-Y were negatively
correlated and blockaded the PD-1 pathway with antibodies can restore the sensitivity
of QFT-GIT in silicosis.
CONCLUSIONS: This is the first study which analysis the relationship between the
immune exhaustion and QFT-GIT in silicosis and found the sensitivity of QFT-GIT was
decreased by the expression of PD-1 on T cells. Antibody blocking experiments t in
this study will provide a new method to improve the sensitivity of QFT in silicosis
The study found patients with silicosis had immune exhaustion and this phenotype can
explain why silicosis patient always combine with tuberculosis infected. The study
provided theoretical evidence for the diagnosis and immunotherapy of silicosis
complications, and it has great value in clinical diagnhostics and treatment
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Risk factors of severe fever with thrombocytopenia
syndrome combined with central neurological



complications: A five—year retrospective case—control
study

Min Wang*. Jun Li. Ming Yue

The First Affiliated Hospital of Nanjing Medical University
Objective Severe fever with thrombocytopenia syndrome (SFTS) is an emerging
infectious disease with high mortality rate, especially SFTS combined with central
neurological complications. The purpose of this study was to explore risk factors of
central neurological complications in SFTS patients
Methods In this retrospective study, SFTS patients admitted to the First Affiliated
Hospital of Nanjing Medical University between January 2017 and December 2021 were
enrolled. Based on the presence or absence of central neurological complications,
SFTS patients were divided into case group and control group. The patients’
laboratory parameters and clinical data were collected for statistical analysis.
Receiver operating characteristic (ROC) curve analysis was used to evaluate the
prediction accuracy of independent risk factors in identifying SFTS patients with
central neurological complications
Results In total, 198 hospitalized SFTS patients with complete medical records, clear
etiological diagnosis and clinical outcomes were enrolled in this study. Of these, 74
(37.4%) cases were diagnosed with SFTS with central neurological complications, 29
(39.2%) cases died, and no death occurred in the control group. Univariate logistic
regression showed that age, type 2 diabetes mellitus, old cerebral infarctions
chronic obstructive pulmonary diseases, cough, pulmonary rales, petechiae/ecchymosis,
oral hemorrhage, hematemesis/melena, atrial fibrillation, atrial/ventricular
premature beats, and SFTSV RNA, platelet count, prothrombin time, activated partial
thromboplastin time, thrombin time, alanine aminotransferase, aspartate
aminotransferase, blood urea nitrogen, creatinine, lactate dehydrogenase, creatine
kinase, a -hydroxybutyrate dehydrogenase, potassium level, and calcium level during
the fever stage were associated with central neurological complications
Multivariate logistic regression analysis revealed pulmonary rales, atrial
fibrillation, and high serum SFTSV RNA, lactate dehydrogenase level during the fever
stage as independent risk factors for the development of central neurological
complications in SFTS patients. ROC curve analysis showed that the area under the
ROC curve (AUC) of serum SFTSV RNA and lactate dehydrogenase levels were 0. 748
(95%CI: 0.673-0.823, p < 0.001) and 0.864 (95%CI: 0.815-0.914, p < 0.001),
respectively, in central neurological complications predicted in SFTS patients.
Conclusions SFTS combined with central neurological complications has high morbidity
and mortality and diverse clinical manifestations. Early monitoring of lung signs,
electrocardiogram, blood SFTSV RNA and lactate dehydrogenase levels in SFTS patients
may be useful in predicting the occurrence of central neurological complications.
Key words severe fever with thrombocytopenia syndrome; severe fever with thrombocytopenia
syndrome bunyavirus; central neurological complications; risk factors; retrospective
study
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(r=-0. 484, P<0. 0001; 1=-0.476, P<0.0001). NLR<7.38 41. RDW <16.15%4l. IfLi%

B4>146. 31mmol/L ZH. CTP #4r<10. 26 432 PLJ& MELD $F43<11. 31 44L& 417 3% & (P=0. 000) .
NLR. RDW. [iE#4. MELD ¥4 & CTP 43X B BT 4 FFAgAk AR AL 3 £ 35 A0 1 B T AN X 558 v o
510 MR P NLR. RDW.  IfiE48 CTP P43 LA K MELD V¥4 AE A EAS ATt £ 284 I 48 Sk 2k
A G TS I R bR .
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KB o MK FE XS B T UT AR SR HIV-1 A& 3B M i 253004 T 4R AE R AH 2 JRUE TR 25 R T T W S8 43T
N RVEIT RS AR . J7k: ABFRIN T 2018 4F 1 H-2021 4F 12 F B8] 78 B 5 17 45 — B2 B
JA BN PURFEIR T FEREATIN 25 A 1190 41 HIV 3. UREEIX 1190 ) HIV ki, @ik 84
S SR AA TR R A1 HIV-1 pol JE41, ¥ 3G/ ¥MEA in—house EHEATINT, Kl PR 53
FE BT HEAE K2 HIV i 25500008 B LU, 2 B o 2 254 245 17 (U RN N 24 5838 067 557 A, A8
logistic [RIHVERT HIV A& 3G 24 A0 ¢ RS R 3R 34T 0 M. Z5 5. 1190 431 HIV-1 Jskgzs 36k R Y i
25 ARG T2 95. 6% (1138/1190) , 4 HFEEARALREEMT 2584 8. 2% (93/1138) , 2018 &
2021 4FAr M 7. 9% 8. 4% 9.4% 6. 9%, A, DUARRZ T S0 i IR (NNRTD) i 24 %
BN 6. 68%, B TR 2RI SEEEIA ) (NRTD) 2. 50%. 2% Rl (PI) 0.09% (x2 =
83.907, P < 0.0001) . % WA NNRTIs AH55284% 8 VI79D/E, H kN K103N A1 V1061, M184V
JE EELN NRTIS AHOGRAS, HURAE K65R. e MLI PT AHOCIRAR /& MA6L/T. LA H 12 Ff iz 2
A, Hod FERATHIW AL CRFO1-AE (38.62%) + B+C (25.06%) . CRFO7-BC (14.07%) , 1 AH
P LAY, CDA'T R 4R THE <50 A~/ml SAE VT 25 )RS I3 0 2 & AH ¢ (OR=3. 62, 95%CI:
1.38-9.51, P=0.009) ; A[E HIV-1 SEAY 2 (A& VR 245 AT 47 7E — 8 22 7 (x 2=12. 086,
P=0.046<<0.05), LA B PRI 255K M. 45i: BEITT 2018-2021 SEAEE M 24 R AT Fh FEIRAT
K, H NNRTIs fiif 2528 32 LSRN 253 Bk al, 5 R /04 240 . FREm HIV Y16 B 4%
RN 25 Al AR IR 29T TAERAEE 2 25085 . RN CDA'T bk 40 A i BB AR A e i B A i
PUAEFE RN 25 0 LR S sy, AP RR B E R
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[HEY B o PP A IRV (BALF) rhfl H B8 BRI (GM 56 ) AR Mok
Mtk Z IR Z2PEIG B R g (IPA) iZWiiE. ik - EEERMEREREIFREHA 1) 153
B5E N TPA 3. HR4E 2008 AEFRE [ fiti B B 2 Wi RNA T & AU S I S B2 . IRIKIZ T
PO FHERR, HA#is. IRRSEARLS R EIRI 28 TPA 4, 12Wi8E FONHEBR 0% 7 3k TPA
Ho KRB IOV HEAT OM RS, T8 2] ROC #BZk 73 #r LA BALF GM 46 A LY GM S
X} IPA (2 e, 155 BALF t GM REG AN L% GM AR IZELL 0.4, 0.5, 0.6+ 0.8 APHMEIG FE
WHZIRCR, e RER I E. &R o EEEIRESTAE, w15 1=0. 55 Wik GM SLI6A
IPA [ 12T 5, 1=0. 75 >4 BALFGM SZ&&Jy TPA [T . 55 1=0. 55 INF IR GM A&l 45 5
HIRUREE (45, 61%) FUREREE (97.75%) AHEL, 1=0.75 B BALFGM 23612 W1 TPA F s
(66.67%) AFRRE (100%) HHTHEE, ZRESIFE . 2H ROC #iZ15H, BALFGM SZ46 )
ROC 14k FIIARTE K. H ROC HIZki138 748, 1=0.75 Jy BALFGM SZI& ) S AEIG TG, I 298 365k
K, FBURIE. BRI 66.67%. 100%, HHZE RIHA A 0.881 (95% CI: 0.781-0.980) . 4
W HIMJEAME, BALFGM il 2 5 UK BE e e BE B =, 4R S A E R, k) BALFGM
SEI RN TPA 2B B & . T 1=0. 75 /E N BALFGM iR5& % i\ TPA R 2 .
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Plasma metabolomic analysis of human hepatocellular
carcinoma before and after transcatheter arterial
chemoembol i zation

Jing Fan*. Mengxuan Shan. Wei Ye
The Second Hospital of Nanjing, Nanjing University of Chinese Medicine
Objectives: Hepatocellular carcinoma (HCC) is the fourth most prevalent cancer in
China. Transcatheter arterial chemoembolization (TACE) is a common interventional
therapy for HCC. This study aimed to explore the specific metabolite to accurately
predict patient prognosis after TACE in HCC patients. Methods: We recruited 20 HCC



patients and 20 healthy volunteers in our study. Plasma samples of HCC patients
before and after TACE and healthy volunteers were collected. The untargeted UHPLC-—
HRMS/MS metabolomics analysis was performed on these plasma samples to identify the
significantly critical metabolites to assess the prognosis of HCC patients after TACE.
Results: The OPLS-DA model analysis confirmed significant separation in pre—TACE,
post—TACE and healthy groups. 34 differential metabolites were identified between
pre—-TACE and post—TACE groups. The KEGG analysis revealed that phenylalanine

tyrosine and tryptophan biosynthesis pathway and phenylalanine metabolism pathway
could be most potentially altered in HCC genesis and during TACE. Phenylalanine and
tyrosine involved in these two pathways increased in pre-TACE group and phenylalanine
further increased in post-TACE group. ROC analysis indicated that PC 36:4|PC

18:2 18:2 (AUC=0.798) could be a potential marker to assess the prognosis of HCC
patients after TACE. Moreover, we identified by ROC curves that palmitoylcarnitine
(AUC=1) might be a potential marker for HCC diagnosis. Conclusions: This is the first
time that metabolites before and after TACE have been detected in HCC patients’
plasma. PC 36:4|PC 18:2 18:2 might be a potential marker for evaluating the
therapeutic effects of TACE. This finding might benefit in the treatment of HCC
patients after TACE.

Key words Hepatocellular carcinoma, TACE, metabolomic, plasma
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H: WE2ia B $0a RS 276 7 A Ak 9 T B8 7T 0t 25 3 BRI PR 2 FH 3R
Jrik: R 2020-2021 FELEIR B IZ FI AL BRI RE TCIE RS 80 I, IR A BENL Ak 2 4
XTRRZH 40 B, SEHEVUERE AT PUEE. SCEF DAL RIRT BRI 4. /MRS SEI
4140 ], FEXTHRALVA YT FISERE Boin @RS Iz Gy, MR 15, FRRIEKM R, JRyTER 12
Ji o BT RESLIRAERIT 3 H 6 A 12 ASMNEFBKIAS A M5 A0 FFIhRE. 4T DU I5da br
R 05 R G 2 P U 80 R TR A /N PR o [0 P O 8 R R e 175 40 B RORE I AOE B AR R
SN HILINEZ . AR PRI R IZ W, A ERHHERT RO e GRAT T Z) ) HAEHs
MR AR . R R TR0, P, 05 ZRARITFRE L.
S VRIT R RA R WETLHL 96. 0%, X HEZL 88. 0%, W FLALEA R E T AHRAL (P<0. 05)
ARSI AN, I/MRIE E7b, gl EAEE (P<0.05) o 745 xt iR 4l ik
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MR EERITRCR, BoE BB TR Mg As . ImRES R — P N .



Ry PRI MRIhRETUME RS i

3K At

22
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WE, ES. TITE. AIEIE. SRARAE. SOl
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HE: WS T FHRE T MR GRS T 8. ks IR B2 4% 3 81 B, &1
WPRE PRATJ6 Y7 360, A T B SR 50m1 N 5% 4 f 250m1 i ke, 1R/ H, ESRE
M=, WEEERTIERANEEN (ALT) « AEEEE (AST) . BEBEKEE (v -6T) .
MIHZLER (TBiL)  E¥ZMHZZE (DBIL) MIMIEMHA ZR (IBiL) biEdl. 45%: ®IT/E, B3
[ ALT. AST. v -GT &7 B¢, SiRyrartes, BEIRIT =S ALT. AST. v -GT /K-F#EA
JITRTE SR X (p<<0.05) , VA7), HFHM TBiL. DBiL. IBiL &I FF%, SiGIrartbis,
BFEVRIT = JHJE 8 TBiL. DBiL. IBiL ZAKPHEIGITHIA G E X (p<0.05) . Z5ig: HEE
SHRRT DA 2 e RT3 1 R AR AR FA ML G AT A sk R BE R 3 25 34 12 X0 24 W 1 B A
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1. REREFMHE A RER
2. TLHE NRER:
3. TTIMERRER 28 5 /S R B
4. BRI CER
5. HE N RACE R R X M E B R X
2016 4F 3 [H [ H5 B 2 AR R B IME  (LLV) FIMER, BE SN W 25R T Ba) 4k i
LLV——HBV DNA< 2 X 103 IU/mL. 2016 A 2018 EME E AT e R, #HER L E IR 7 & —
— LN ARBELBEPIRS WM, BZRE RS, B EETRAEITH LLV B AR kLR
S BZEYY . BHAT, A=MEINAT LLVIEA: (1) LA TR, BB RHEREEES
CEIE TAP) , S EFHREE RS, (2 ELEFHEE, ) THMREHRGTHHEENT
MEFIRTT—HERT TR A3 BAURH B EITHE, Z=liEm RS RFHHE: 2. smg—
—bmg/ K, HEHHE,
BE-RFHEAEH TP HBY I IIRR 22 (1) Reijnders ZAMMBE B FFHFEE 2.0 ng/
FIGIT NA AMEVEPER LLV B, SECHBV DNA R, 32t RiF. (2) ®AIIRE: &TF
Baraclude #EFZ IR IAYT CHB N G ANAB FEEFIEAEFERRE, T2 4R, R &35 hReH
sCFIhRe ) , BK TR EEGE, DIERERERE. () MmN, #REHBEE R 0. 5Smg/
K, HBsAg Bimigse; W BHEE A&, HBsAg ). (4) 2015 4F WHO JAJ7 CHB 45545 H
“TEEREARA TR RS, BB RFHMHEERREAER Ing, MNIRNEEWARKRTE" .
(5) Baraclude Zj¥)iiBA15(2015) #EH, “TEERFHHRERBE RTFIEMER AR, B2 HIK
BEREFEEIL 40mg B2 KB EE 20mg/ K. Kik 14 RKEEFEZRE R ILE /A B 0.
R R AR IRTY, AU B R R, AR B P ARAE 5E OVRE SCRFIR YT —— U
AT BB R EIRIT
BERBMEREIFNERCE R ER: (1D BERFMN 50%4 ¥k E (EC50) /2 3. 84+1. 4
nmol/L(1.140. 41ng/mL); 50%FI AL EFTEMKEE (CC50) /& 30 mmol/L; CC50/EC50 HLAE A 8000——
e NAs e K% 4 25 (2) BEBERFESLRKNAREE v INEH.



Bergman KL 1 Zheng JH k3R T —F4EiR, “Clinicalpharmalogy and biopharmaceutics review
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N6—methyladenosine METTL14 promotes the angiogenesis of
Hepatocel lular carcinoma via targeting VEGFA

Xinmiao Xiongk

Nanjing Second Hospital
BACKGROUND: N6-methyladenosine is the most common post—transcriptional modification
of mRNA in mammals and plays an important role in regulating gene expression, RNA
stability, and mRNA translation, and is involved in the proliferation, invasion, and
metastasis of a variety of tumors.METTL14, a classical methyltransferase, is capable
of regulating tumor proliferation, metastasis, and self-renewal, but the specific
role of METTL14 in HCC and its possible mechanism of regulating angiogenesis remain
unclear.
METHODS: Quantitative assays were performed to detect m6A levels in HCC tissues and
cell lines. METTL14 expression in HCC tissues was studied by bioinformatics and
immunohistochemistry. Then, the function of METTL14 in HCC cells was examined by CCK-
8, colony formation assay and Transwell assay. In addition, the expression of VEGFA-
related genes was detected by Western blotting, and finally, the effect of METTL14 on
the tube—forming ability of HUVEC cells was examined by angiogenesis assay.
RESULTS: It was clear that low expression of METTL14 in HCC promoted tumor
angiogenesis, and overexpression of METTL14 decreased angiogenesis both in vitro and
in vivo, and tumor cell growth was inhibited. Furthermore, it was found that the
abnormal expression of VEGFA in HCC was associated with METTL14-induced mb6A
modification, and that low expression of METTL14 in HCC was involved in maintaining
the stability of VEGFA mRNA, thus affecting ex vivo angiogenesis and tumor malignant
progression.
CONCLUSIONS: Low expression of METTL14 in HCC maintains VEGFA stability in the form
of m6A modification, which allows its continued high expression in HCC and promotes
tumor angiogenesis and malignant progression, which provides new insights into the
causes of patient relapse, metastasis, and chemoresistance, as well as potential
avenues for possible biological targets to curb HCC angiogenesis

Key words METTL14, VEGFA, Angiogenesis, Hepatocellular carcinoma
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Prediction of COVID-19 Patients at High Risk of
Progression to Severe Disease

Dawei Wang*

The Second People’ s Hospital of Yancheng City
In order to develop a novel scoring model for the prediction of coronavirus disease—
19 (COVID-19) patients at high risk of severe disease, we retrospectively studied 419
patients from fifive hospitals in Shanghai, Hubei, and Jiangsu Provinces from January
22 to March 30, 2020. Multivariate Cox regression and orthogonal projections to
latent structures discriminant analysis (OPLS-DA) were both used to identify high—
risk factors for disease severity in COVID-19 patients. The prediction model was
developed based on four high-risk factors. Multivariate analysis showed that
comorbidity [hazard ratio (HR) 3.17, 95% confifidence interval (CI) 1.96-5.11],
albumin (ALB) level (HR 3.67, 95% CI 1.91-7.02), C-reactive protein (CRP) level (HR
3.16, 95% CI 1.68-5.96), and age =60 years (HR 2.31, 95% CI 1.43 -3.73) were
independent risk factors for disease severity in COVID-19 patients. OPLS-DA
identifified that the top fifive inflfluencing parameters for COVID-19 severity were
CRP, ALB, age =60 years, comorbidity, and lactate dehydrogenase (LDH) level. When
incorporating the above four factors, the nomogram had a good concordance index of
0.86 (95% CI 0.83-0.89) and had an optimal agreement between the predictive nomogram
and the actual observation with a slope of 0.95 (R2 = 0.89) in the 7-day prediction
and 0.96 (R2 = 0.92) in the l4-day prediction after 1,000 bootstrap sampling. The
area under the receiver operating characteristic curve of the COVID-19-American
Association for Clinical Chemistry (AACC) model was 0.85 (95% CI 0.81 -
0.90).According to the probability of severity, the model divided the patients into
three groups: low risk, intermediate risk, and high risk. The COVID-19-AACC model is
an effective method for clinicians to screen patients at high risk of severe disease

Key words COVID-19 ; High Risk; Severe Disease
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RNA-Seq analysis of human hepatocel lular carcinoma
cyclic RNA and ceRNA network

Yicun Liu%, Xi Luo. Zhaolian Bian
Nantong Third People’ s Hospital, Affiliated Nantong Hospital 3 of Nantong University

Objective:
An increasing number of cyclic RNAs (circRNAs) have been identified as emerging
competing endogenous RNA (ceRNA) that play important roles in hepatocellular
carcinoma (HCC), but a large number of circRNAs remain unexplored. The aim of this
study was to explore the mechanism of action of differentially expressed circRNAs and
their ceRNA networks in hepatocellular carcinoma.

Methods:
We analyzed the expression of circRNAs in cancerous and paired paraneoplastic tissues
from five patients with hepatocellular liver cancer by secondary sequencing
technology. The circRNAs with P less than 0.01, original signal value greater than
100 and top ten up—regulation ranking were selected and validated by quantitative
real—-time reverse—transcription polymerase chain reaction (gqRT-PCR) in cancer and
paraneoplastic tissues from another 34 pairs of hepatocellular liver cancer patients
The downstream miRNAs and mRNAs of circRNAs were explored through the database, and



finally the ceRNA network and circRNA/miRNA/mRNA axis based on these ten circRNAs
were constructed, respectively.
Results

By sequencing, we detected a total of 9658 differentially expressed circRNAs, of
which 3862 circRNAs were significantly up—regulated and 5796 circRNAs were
significantly down—regulated in all chromosomes. RT—qPCR validated the top ten up—
regulated circRNAs, and the results were generally consistent with the sequencing
results. After gRT-PCR validation, five circRNAs (hsa circ 0079875, hsa circ0091580,
hsa circ0091581, hsa circ0004788 and hsa circ 0059730) were selected for further
analysis. Firstly, miRNAs and mRNAs of five circRNAs were predicted to construct
circRNA-miRNA-mRNA network diagrams. The intersection of downstream mRNAs of miRNAs
was collected for a total of 278 mRNAs and 1482 upregulated genes on HCC in the
database GEPIA. Crossing miRNA target genes and upregulated genes in the database, we
obtained 14 overlapping genes. A schematic of the action based on
Hsa circ 0059730/miR516a-5p/ADSL axis was constructed by further bioinformatics.
Conclusions

A large number of differentially expressed circRNAs exist in HCC, and most of them
can regulate the biological behavior of HCC through circRNA-miRNA-mRNA networks. In
addition, survival analysis showed that Hsa circ 0059730/miR516a—-5p/ADSL ceRNA
regulatory axis has a high diagnostic and prognostic value and deserves further
exploration. This study aims to provide new research ideas for the pathogenesis and
treatment options of HCC.

Key words hepatocellular carcinoma; circular RNAs; RNA-sequencing (RNA-seq); ceRNA network
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Presence of Serum Antinuclear Antibodies Does Not
Impact outcomes in HBV-related Acute—on—chronic Liver

Failure

B Rk BROBR. PR O, 22 H
the Third People’ s Hospital of Changzhou

13



Background. The aim of this study was to provide new insights into the prevalence of
positive anti—nuclear antibody (ANA) in patients with HBV-related acute—on—chronic
liver failure (ACLF) and its impact on clinical outcomes. Methods. A total of 116
patients with HBV-related ACLF treated at three clinical centers were retrospectively
recruited. Serum concentrations of ANA were detected using the enzyme—linked
immunosorbent assay kit. Multiple nuclear dots, rim—like, and centromere patterns of
ANA were detected using indirect immunofluorescence assay on HEp—2 cells. Results
Among the 116 patients with HBV-related ACLF, 17 (14.66%) were ANA positive. Most
patients in both ANA positive and negative groups were males (88.2% and 83.8%).
Patients with negative ANA had a higher international normalized ratio, model for
end-stage liver disease (MELD) and MELD-sodium scores than those with positive ANA
(all P <0.05). Multiple nuclear dot pattern was detected in half of the patients
(8/17, 47.06%), rim—like/membranous pattern was found in six patients, and centromere
pattern was detected in the last three patients. For patients with ANA (+), IgM was
lower, and it was positively correlated with IgG. For patients with ANA (=), C3 was
positively correlated with C4, and both C3 and C4 were negatively correlated with INR
and MELD (all P <0.05). In addition, TBIL, INR, WBC and PLT, but not ANA, resulted as
independent risk factors associated with 90-day mortality. Conclusion. Positive ANA
is frequent in HBV-related ACLF and it does not seem to be associated with poor
outcomes, but the pathogenesis of ACLF may be different between ANA (+) and ANA (-)
groups.

Key words acute—-on—chronic liver failure; prognosis; model for end-stage liver disease;
anti—nuclear antibody; hepatitis B virus
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K PIBUIE I o T LR I & MR RS G R A, NS T SRR HE
Jiik
(e AT 9 o M T 25 = N BREERR 2019 4F 1 H 1 & 2021 4F 12 F 31 HAME0A B4R B & I
MG B HIVORE, A0 HT AR T & - I 37 B g £ PRI R AR 8 SR A 43 A T 2 W iUk
RIGLE R,
g
158 B2 AR B & H M FUR G B E bR A, 2 B 22 I Ak 107 1) (/5 67.72%) , AR
WA (53 i, & 33.54%) KR EAAE (30 #i, 5 18.99%) K. KJHIE A B IR FE Rk
FE I R A 25 2w, il 28 v A1 RN R PR AR 2 2, S PR BN BTOK R
A URFEPERR/ AP IE L SLAIURER /EY A BT BRI ORI 2 R A A PH MR R RR 49 B (O
31.01%) , DABERKTEIE (27 1, 5 17.09%) K& OEAEKE (1141, & 6.96%) N, FEEKE
JEXT VUM R M AT R 2555w, SR OMERENEER. ABRWARE S, £ 2R
SPGB R. FIEMRE. BRI 2R 88, BW 26 (5 1.27% , B Rkaek
P . A ESBLs FHPERE K 24 1 (5 15. 19%) , Wik MR AT E 361 (5 1.90%) , iy FH 4% 7h
AR 10 B (A7 6.33%) , i A IR ST A4 EkE 4 5] (5 2.53%) , ZEMZE 45 Fl
(15 28.48%) , 4255 161 (& 0.63%) o 120 BIEERITER, RITERERIL 75.95%, %
HF 2w EE S, 31 BRIT AR, IRIT A R 68. 89%.
e
AR IR BB B A FE IR e WL IR N 2 B, AR A i i 6 e /A A E, K
W35 A B R B PU AR . Ao RPN 24 2R B, T 8 i B A B R WIR v AR 24 He e
FHPE B DUBEER B 8 e i (o B RN 3, BERRE B X VU 2 R AL R RN 2 R iy, e (R 4
RN ERR AERMARE S, HRBEGD N, 2 Ei 25 w5 REM. T2 R
A MmUY, SHEASERAAER, HITRRRL.
K@y ZKRWNRE; Mg wEA; PrER

7y FIRGYR CEIEELRD 1i2iE
112

R kTR A FERR TR M B iR 5 28 2 I F0 A 25 R RS BR B Hu R 4 M R BA

4 —4il

Wik, VT, OO, MRS, bz, WA

P BT R
H s BR Bk TR o JIE 28 2 32k Mo 0 AR 2 LTI ML 2 kg, BROBKBRT e i M7 S 928 S AL DA Ay
— BB AR T R IR = S W B ER TR IR TF B, TR EUE T T BB B . AR SRS —
9S8 2098 5 - B R A A P M 78 0 R o 2 5 o T 47 D A 0 £ 9 2995 491
T —4 33 B EMEE, B SR SkwE. Rk 5 R, BB 2 K7 OANBE, ABERT—MNHE
W N LR A I T R 58, R 7 i R RERM ST SRR S s, MR B SPURERIRIT. A
BEss —RET CDA+T RSN THE 6/ul, MK HIV REFE AN 9. 58X 104 5 D1 /ml, I B D JE b
KA Ft% vy TIEBBGAE. S RPURI B, EB id: DNA. B0 DNA % T4l
IR, IS CREREFEAD BREKBEHUR MR e EMT I (GEE MY A YE, kAt CT %
IR 55, B CT $oR A5 fiticp kB F 5 S A i v 20 o A 252 SR 7~ i 8 VR ) 470
mmH20, AR A M B 15 %, &N 1. 5mmol /L, 5~ 115mmol/L, BREREILE & M



M CORFREREARD) BINE, G OR WA o R i il 2 e 1 9 ek A i B sk v s ) S R 545 2
R, W PRAT e FE VRSB B IR PR 2, S A B0 A 388 i FH DA Vb A T i 3 YR s v
. SERNFHTE.

g5 FRETTRRERIE DU E VR ORI TE, WREAEAER IR, AR R, X H EH
R, 5 RIS BARA R UG AT R BRI SR E PERI, SR VIOEATE, K S s A 4
15 FkeJa, FEERBEPUSAN AT SEFPE, 1:10 FREmS, RILESFHTEACHT; 1:320 FREmS FRE 26 i
WIS B A 1:40960 FRRET, YRTLBHPESRHT o SX LRSS R SCRFZA Bl B ER TR R 1 B
BREPUR AT R T R LR . JRERIMEE TR . IS IR 1 R Bk E ARG, BE— D SOk
HICE FEER T R AL 2 1

45t RUEFEERBEHU M o B 2 ARl — R SR s R PR T B ek T JER e 1) T B

BT HURTUR B “JEr IR, P AR BR B R AR R B SR S B m i, BBk BT e U
AREH BRI E . MBI BRI, i PR B2 A2 LR I S s B R BEAT Vi, e At — b MR e
TR AR IR IR, DU A B R ST AR 2 W B R B VAR K, A 7T REIE A
25 IR LSRG B4 & aR i T Gt S A R B2 I T B, DL Sediiz ™ S I B BRI A 2

REF FRBREVERB A, SO, FREREPUR, ROIE, RIS

R BN (RREET) K2ih

CEIFF R ERBEHATT PRF =N

FBUA

IR = N REERE
FEIRRIT R BT, BOVE WK R R, RSN, ZmENRERCERE T A
], Hb Tz WEIEEOR, I L EIEDR R = s, B, X HIR e /R BT
BT EOHERGLERE T, LR R TR B 5 BORRIR, AR PR I8 45 T 90
WRAMIEATIRT . AR AR, 2T TIERETRY, BEAZLRTR, HARK
RURBUBCAWI R, X B R E R T —E R, PR E LI EEHF R, ElRR i
Mf T T AR CGLTRFE . H AT It B A a7 75 ORI RGBT IR T . R
PN BB UK G, BERE R R ALY DR AL O BRI AZ F 2R, I ELI 2 9 25 3 & il
Fe s e, BEmis 2RI O RS PR . SR BAT IR T8 25300 R DA R s PR 5
R i, BERSA RUNIHMH LA EE DNA (S, fEIRIR b, RHEHRAGM O BMON T LR RN ik
WITEY) . AMHRGEIEN], PR R RN O B BT IR I, HAMRA RO EEg, H
R M BRI HAF Sk (M) Z AP s 0 = 4 iR R BER 7R TR S PITERR BRI R4, b
FAT Fe IS 18] N i BT s A Sh s IF B A (O Rpae tEBess, IR B E RT3 18
AT, SRR EHCR M TR RHETIRT, MUK T A EREESR . Child-Pugh 1¥
o KRB, IR T BEN O R o SURMIEER, HHTRUS K77 208 B R 1B 484 45 15
TR T BB R BRI RO
HE SR RES A R LU R 5 PRI B 3T iR T, ORI R, Hyr R i
N EE, W HERAA R RN gt AL, MR T T MHERAE L
RURT e FHEAL BF IR T o B — 5 ARG S (B A IR PR HET (8 AT -
KT LHRAY AR

72 IR EEVERT 28 B SR A I R AT 7T
136

HBsAg F1 anti-HBs EIRJFHE 1R Z BRB MR BE T HEF
& B M B MBS IAREEEHR

JER L EIR SRR TS B2 g4
Lo Toea NREERE (Rt BRRER A5 — IR R B
2. dERUREEEE PR R



BER5HM

M1 L RVR BT 22— N EBRIAT IR, E T LA AL I, T U AR R
PURI =4 RN T SHUREE A IR P AR R, G EREFCEN RS T 4z iRf B 252 A4 s A,
REHAR R A . FE I R TR IR A TG I 4> W3 HBsAg Fll anti-HBs Hiifk (anti-HBs) [FIWFFHMEMENE 2,
AR R (2o BEHI, mEP R ERMAE . BATZA 8 O B 1
HEERTS

MRS T

W H 3 B A0 JE L33 B DNA, 385E T1lumina Hiseq MFAGHEST Sl &I BRI T 4244 B %
(TRB) A1 B 4Hiffg 52 44 (BCR) FI/ Ao JEAE MiXCR G Be 4 2 B0 2 A i it 5o e S 34T Le st o #r o A
Fl “clusTCR” SR4pHr T 4UAS2 R & SE i@ “MEME” £E4E T BTl T 4024k . Frfa i
BRI R FURAT I AT b, = ZH IR begs P{E/NT 0. 05 DA K =2 [a) i 9 L P B /T 0. 017 8%
INNZER BB G

g

AFFFILGIN 76 FIFF TR S, Horh HBsAg. anti-HBs [AISFBH 18 2 B3 26 41 (DP 4)
anti-HBs FA{%. HBsAg [t frifdBe A#E 25 %1 (SP4H) , HBsAg FH1%. anti-HBs [HPERIE 2 B3
2519 (CHB 41) . TRB Ml BCR ZAEM: =4l AI L EA Gl E 5. whEKERN 39 fl 60 MEFH R
f] BCR Tl 2H (A 2 5 B Gt X (P=0. 005, 0.036, 0.029) . #4% V,D, J H:PRAEAE A 2 5,
fu4E: BCR H1ff) IGH3-64, IGH3-75, IGHD3-16, IGHD6-13, IGHJ3, fl TRB H1[¥J TRBV5-4, TRBV12-5.
BB V/ T FERIFNV/D/ T FEDR PA R 5 N R o B A AR 4L IR 25 7o ARAEPESE R “CASSLG” 78X FH4H
HIRIA & b T PB4, S 7 SRR ARG, T T “GAGPLT” AN AE 5. fH
HHP, $#RZIEFE anti-HBs FIFRIEM K.

2
R[F] TRB A BCR $f e 4L B VG WIS 2 T3 2 R HURBLIR I 2005, TRATRILN SELL 22 R i A
S e 10 D) R i TR OB GRS, 3 10 2T RO V7 RIS B R SR O B 2 45 .

Ky mlEENF; REHE, BV CRRRVE 28 HBsAg: anti-HBs Hifk; [FIEH{E

R BN REAR AR B G Br ia
147

% CD4+T SKEARAH B HIV BB A H DR BIFRRE R L —
B33k )

P BT A R B
HA $2 85 /R R FETR B A RIS WK P . 79k BIBIAT 1418 CDA+T WRELTH4 HIV &
P B GRS R B FE VORI W MG IR i, HE SIAHIOCER. 4558 BH 5, 48 %, HIV sk
#, KRS, B OBz 5 AN H, Mk SRR H AR, ABTRE T
2018 5 9 H RS PURFEFIRBEIRIT, CDAFT MREENAETHEL 638 A~/ul, M3 HIV FEK T
20copy/ml. ABERS BRI CT 7 SERIFE /NG, FME TO-T11 v LB IR, YIRS NS
FEMOELERZ, SPEEIT R RS THE N, ORI R, A A B TR A S
IRJBFETRB G, iR miEIT e RE IS . 4510 CDA+T R4 M vH B0 s i HIV g
A AT DL IR O S R SR AR IR B R, BN R G RIS NG, AR R AR A S e
[TEDS N

KT GIREFERE WETEROR, AR, 0w



R BRIRGYR (BREELRD K2h
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R X HA% 28 ART AY HIV/AIDS B & M AT IER
TR T+, BLULE
MR KA MR R R R (R T 3 B

HEy KSR 2 MAZE RO HEZEFNHIF] (Nucleoside reverse transcriptase inhibitors,
NRTIs) BEEZEFHHF (Nevirapine, NVP) & ULARF/FIFLARSH (Ritonavir-boosted
lopinavir, LPV/r) H#KIAEFE (Efavirenz, EFV) #HEL, AZBHIZEHIEFE: (human
immunodeficiency virus, HIV) HIV B4e3 /L Wi (acquired immune deficiency syndrome,
AIDS) HBEBEMARWII R, vk R REEBZI SR 7%, LR BT 8 R Bt 2013 4 3
H-2018 4£ 12 AJHEPLS R EEIA)T (antiretroviral therapy, ART) [ HIV/AIDS ¥
REEFEN R, W%, IEIREEL NG T BE VI ERE, B g A\ RAERE U7 31 18] H- il =B
(Triglyceride, TG) . LJH[EEE (Total cholesterol, TC) . mEZEASE A HEEE (High
density lipoprotein cholesterol, HDL-C) . &% s AEEEE (low density lipoprotein
cholesterin, LDL-C) . = I#E (Fasting Plasma Glucose, FPG) MIAIIZKE A 7 i R KA {L,
. 4553 PR A3 B R 2L () SR 2R I AR K RS SR B 2 2 . SR A TG,
TC. HDL-C 1 FPG 7K-F-Bifiin} [a] G in 47 2 25 1381k, AHEL BFV, NVP ZH7E BAARRE U7 s BUK TG A
LDL-C PAJ% FPG 7K~ # 1) HDL-C /K~F. W 2ELIM A S5 o 2 Bl oy (R 38 I S 5 AR 4k, AHEC EFV,
NVP A 7E HARBE VT B A5 m TG 8 2R BUIKH HDL-C Ml FPG S 3 S —fl4r: P4 TG, TC.
HDL-C. LDL-C Al FPG 7KV~ [A) 5 iy S & Ve AR 4k, AHEL EFV, LPV/r 4145 HAKBE U7 1A A e
TG F1 TC KV BHEHI FPG /KF. WL TG, TC. HDL-C Ml FPG 1 4 R BER ]38 A & & 1201k,
AHEE RV, LPV/r 24 BARBE U A 50 m TG Al TC S8 . KA FPG . 45 5 ERV
AHEE, NVP 5 R AR AH OCH LPV/r X MG/ R, 34k, EFV RE 223 I o i) s m = - oAt
PR YL L SRR B VR T 250, MR IP BB DL VE R B I A A o 10 PR 25 A 75 B v
HIV/AIDS 585 2l ART 057 AH 5% & i HLAE By R FrvEs 26 U o
REEE NRGEERIEIEE; W U SORERIRIT; MAERH, SO SRR R AR
57

5395 PR RT 2% SR R PR

168
= DA FHiEEB 18N BB A MAERF
UTRBR . MR S TRISE S FEfE L BE L XUFERC. ZgE L SRR, R
1. BB 2 K rh G R 45 4 SR IR EE 2B L)
2. WM A= NRER FFpikl
3. WM HIARER Rkl
4. FIRURZFEE BRSO E R YR

5. HNTT A ARBER FFpik
HIY: HMEE SRABEERT (TAP) HUiEasr gtk 288 % (CHB) B3 Mgt g2 .
FiE: RGN 2016 45 01 HE 2021 4F 12 A3k ARG VUK E R 352 TAF ¥13A 1) CHB 3% 143
1, [FIRTINIEZ S LR B AR S ks (TDF) #JVG1 CHB H3 155 15 e N IR 4H . 4> H7 0
Ee% TAF 5 TDF 7E7697 24 B R =8 (T6) MRJHERE (TC) /KPR . K Logistic
[ A3 Mo 2167 24 F B I fE T i fE I R 2%
gE 5. PUREEIRYT 24 BN, TAF B3 TC KFEIEL R ETHE (4. 22mmol /L vs 4. 48mmol /L,
p=0.009) , TIfi TG /KFIEH &84k (1. 0lmmol/L vs. 0.98mmol/L, p=0.71) . TDF ZH B HiE
YRIT 24 JAWE TG A TC /KT £ 5 B3 T (p<0.001) o i $F4>UCES TAF 4140 TDF 2H 3Lk 1)
PRSI, AERY. BMIL HEWiRE. BSNHEEES (ALT) . TG. TC. HBeAg A& )5, TAF. TDF P48 ZE4
J7 24 JAB TG TC /KPR 5 IR AR R E 27 (p<0.001) , H 24 JiI TAF 41 TG
(lmmol/L vs. 0.76mmol/L, p=0.001) . TC (4.36mmol/L vs. 3.67mmol/L, p<0.001) 7KF43%
T TOF 4. ZHE Logistic AR, TAF JiJ7 (OR=3.646, 95%CI: 2.011°6. 642,



p<0.001) . BNHEHZAE/AKT (0R=1.002, 95%CI:1.002"1.003, p=0.014) ZHIHFFIEST 24 =
JE [ K ~F TR 10% A At ST 5 R 2%

45w EPURFIRTT 5, TAF 5 CHB B3 B HEERE KT FEfa o, (B0 H b =B K P52 AN
A&,

Ky BIECAT R PURERGIT: MR

R EEPRALGYR ORI AE . BRI FEAT 255 ) [ R Sk AE 7Tk e
179

“HEM+" FERFEANEERHFENERFER2EPRHMNA
R 2L, WM. e, kA
PigH T 55 N R B

FE HM: 3RiT CHB” PR SR AL G T R E B R R N AR . Tk
RN 2022 4F 2 A 1 H—2022 4F 4 H 30 HEBE L IXEGRE 118 B, B2 xR ZH Fnw %2
H, [ 59 BIATE TS, SRS T U e B By H, SR A T R B
PRALAE b, 3H4T “EHBC +7 BRI, LR AT R R N R FE AR AR AR [H] . AR
AFEIZIT ] B e R ARSI AN R S BB P Dl 45 SR WSR2 B NS TR] . SREEFRA
A bR AL IEI AR A 460, B WREHE S TXIRA, WAlKRZERFRIT¥E XL
(P<0.05) o 4518 BB+ B AR S A E AT T 9 e B 2 TARRCR, $em 7 9 B
B, GE TSR AERARLR, WD TR R A

KT Kb M T RUEIRE R, B

IroR: TRGENEBR I RA BAH G2 06 5 0t
2

19
P RE NG T5 7 b 5 B & B F TSR
T
T XL A% G By v ol
It 5K 2 500F 387 7k s 288 53 PR TR ACR
fE: BHEY  RIUMREE IS T8t 2% 85 KT acR. 77k 3P 2022 45 3 H-2022
T 6 H WG IRE et Il 28 S5 BENLIRE 100 BIFE MBS G, 43 IR A HRAH, B4 50 71, X
HEZH B2 P 8, SEIG A AR AP S Al B R NGBS 33, XS E R R, &5
R ORIRHIGARITR AT RS TR, PR T XA (P<0.05) o i X
T 98 S LU R SR ISR, Refe A SR 82 I ARAEIR, SRIEVGIT A P RIFIIET, [FRHE
REXG NS E XTI RS, EMEERR, BOREAE, EARH.
K. WRRE ISR Bzt B THER
Bl 2 H 2019 SRR,  JFIBMHT SR RERI —PE G R, IO E R PR SN
FAZAG YL . 2020 4F 2 A P4, WHO A4 A “Coronavirus Disease 2019, COVID-19” ,
HSCTRTAR OBt ge” o COVID-19 [PfL Jeilie UG B3, DARZIR. WIOoNAERRIRE, IR
FERIW AR (=373 C) \ T Z 5, PEERE AL A HIFRAME, Gk
FEAR SRR, H A, AL fa S8 B S A e ar, L2 A AR R AR ™ EL
WA (1] . iR ISR S AN ) R R S AR, BE N REIR D Re DL K B - RS s sh A
BNt 30— R ISR 7 (2], AT S AR B il 2 va T o, B ER T 7 SRAE A ia
ST N HAME, DA R R .
R B RIS Brditig; B TSR



