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(# ZE)BH @R EENIMARE, X8 M 2 BT R 5 2851 (chronic hepatitis B virus carriers, CHBVC) HUR 22167 1)
AR SZ T RGN . ik RHTTENLEZ PubMed . Embase . Cochrane Library ,Web of Science RN T T YR N
r ] A W R A SCHREICH T T 35 56 F CHBV C PR B3R IR YT T 2 BI) (nucleoside analogue, NA) B 7 %, o T4 & (interferon
alpha, IFNo) B 75 %8 B2 NA+IFNo 5B 7 52 B DR BEATLG BB 9 sk A B A 5% SCHR , (8 Statal 7 647 Meta 5387, 4550 : g
A 28 5 SCHK , ¥ B 1 623 6l CHBVC SR B2 2 HUREEIRYT o A AU /0T : HBsAg IV T BR %4 20%(338/1 421) , Hrf HBeAg B
P20 HBsAg 7 4 R 035 52.9%, BHPEZHAY M 1.5% ; HBeAg BT 20 HBV DNA<2 000 1U/mL 20 i) HBsAg 75 1% % by 45.6% , HBV
DNA<20 [U/mL #4119 HBsAg i BR R 1l ik 59.9% . HBsAg I i 55 Ab3 2 15.3%(196/946) , o HBeAg B PEA] HBsAg i fh 355 5
(38.2%) , FHAEZH oA WL 0 5. 724k s HBeAg B4 H HBV DNA<2 000 TU/mL 20 i) HBsAg ¥4k % 4y 34.5%, 1lif HBV DNA<20 TU/mL
ZH 19 HBsAg ML I AL 31 15 49.4% , HBeAg L5 131 6.6% (347465 ) , B 16 Y7 I ] 1T 52 M b T3 76 192 I il ik
8.8%., HBeAg IfiL 1 s 1k 2 g 8% (63/700) , 75 96 J& I #% 5 (24%) , [a] if NA+IFNo IB6 4 75 % b NA B4 ] B B 35 (8.1% vs.
5.4%). HBV DNA Il FA%E 2 B AR IKF] 70.19%(500/738) o e 2PEAT  H78 494 15 BB E BN 8 J SCHBRUEA T AN R =R & AR 1
WG, BN R LA R 5.4%(28/494) . £5i8 : CHBVC PR 216 T A B0 1A SR 22 40 , NA+IFNa BEA 5 22 &
KIAVA T 7 2 Xk 3% CHBVC 425 B8 A

[ K827 118 1k 2 B SR SR 8T & s PUW BEIRIT s B 2B s TR EE s Meta 34T
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Efficacy and safety of antiviral therapy in chronic hepatitis B virus carriers
Li Rui', Tang Ni’,You Zijie',Yao Yunging'
(1. Department of Infectious Diseases , The First Affiliated Hospital of Chongqing Medical University ;

2. Key Laboratory of Molecular Biology of Infectious Diseases ,Ministry of Education, Chongqing Medical University )

[ Abstract] Objective : To investigate the efficacy and safety of antiviral therapy in chronic hepatitis B virus carriers (CHBVCs) through
a systematical review by searching the databases in China and globally. Methods : PubMed , Embase, the Cochrane Library, Web of
Science, CNKI, Wanfang Data, VIP, and CMB were searched for randomized controlled clinical trials or cohort studies on antiviral
therapy for CHBVC, with the regimens of nucleos (t)ide analogue (NA) alone, interferon—a (IFNa) alone, and NA combined with
IFNa, and Statal7 was used to perform the meta—analysis. Results: A total of 28 articles were included, involving 1623 CHBVCs who
received antiviral therapy. As for the analysis of efficacy, serum HBsAg clearance rate was 20% (338/1421) , and the HBeAg negative
group had an HBsAg clearance rate as high as 52.9%, while the HBeAg positive group had a clearance of 1.5%; in the HBeAg negative
group, the HBV DNA<2000 IU/mL group had an HBsAg clearance rate of 45.6% , while the HBV DNA<20 IU/mL group had an HBsAg
clearance rate of 59.9%. The HBsAg seroconversion rate was 15.3% (196/946) , and the HBeAg negative group had a relatively high
HBsAg seroconversion rate of 38.2%, while no significant change was observed in the HBeAg positive group; in the HBeAg negative
group, the HBV DNA<2000 1U/mL group had an HBsAg seroconversion rate of 34.5%, while the HBV DNA<20 IU/mL group had an
HBsAg seroconversion rate of 49.4%. The serum HBeAg clearance rate was 6.6% (34/465) , which gradually increased over the course
of treatment and reached 8.8% at week 192. The HBeAg seroconversion rate was 8% (63/700) , with the highest rate of 24% at week
96, and the combination of NA and IFNa was superior to NA alone (8.1% vs. 5.4%). The overall serum HBV DNA clearance rate
reached 70.1% (500/738 ). In the analysis of safety, a statistical analysis of adverse events was performed among 494 patients in 8

articles, and the results showed that the overall incidence rate of

EENE:F M ,Email:2569100790@qq.com, adverse events was about 5.4% (28/494). Conclusion: Antiviral
B R 5 6« A T R BT RRAC Y B R A8 97 o therapy has good efficacy and safety in CHBVCs, and the NA+IFNa

BEESE W=, Email : yaoyunqing@hospital.cqmu.edu.cn, regimen and the long—term treatment regimen have significant

EE&UH: B R 8 K&AFEETA A (%5 :82272975), benefits in CHBVCs.

158 H AT : hitps://link.cnki.net/urlid/50.1046.R.20240819.0901.002 [Key words] chronic hepatitis B virus carriers; antiviral therapy;
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YT 98 955 B (hepatitis B virus, HBV ) Ji e 52
AR FAT . 48 WHO HRIE , 2019 4F 23k — ik A B
IV 505 75 2 1§10 R (hepatitis B surface antigen,
HBsAg) 178 4 3.8%, 294 150 J7 i & HBV Jik ¢
H,2.96 1018 Mg, 82 J7 ASE T HBV B YL fir 8
{14 JFF 5 oy R T 400 o g 2 AH DG 3R . 5 4R
T T ZUR A 4 BRaI 34218 1 2 I 7 e (4
AR 90 T3 NFET LR B A SR e ) i b 24
i =40 2Z 12 HBV #45 # (chronic hepatitis B
virus carriers, CHBVC)AJy 8¢ ZA40 , FoBAE US4 V6
7B IRYT ATATHE R IT A AU S R RS
G —EL. RFEHAFZEMMELIFH T
CHBVC YR B 1A IT LM 04T A Rk fndd 4
PG RBIESE , T 104K T R AIHaE", i
AR [ B [ P I 45 N B3 RT3 R A R i 22 A
PUE] CHBVC J& A~ W 76 1 B R filt B In) 8, ¢ F
CHBVCHUREEEIR YT ARSI ke in , Haohs 8
TR IT AR B RN A A A AR 22 4 R R
FIEHZ . B, HET CHBVC PR T2 1A )T 1A %%
PEFNZE AP i AR — 2 il B, AR B98Ok
Meta 53 M1 7715 %2 4 A 1k [ B [ 4 56 F CHBVC AT
W FEIRTT A R 2 Ak B SCERUEA T R G40, LA
T R I RSB

1 #ERETE

% Meta 73 Bt & 75 [ Br i I 1 2 48 25858 50 W b dE ik
(PROSPERO, http://www. crd. york. ac. uk/PROSPERO, CRD) :
CRD42023439016,

L1 #04 F A STk &

ASBIF 5 A 7 G0 VAR R ZS 32 53 BT (preferred reporting
items for systematic reviews and meta—analyses, PRISMA) 7
BH', SR 31 55 ML K R Pubmed . Web of science . Embase .
Cochrane Library HIM 705 435 | o [ 4= ) B 2 SCHRECHE
JBET CHBVCHURRRIAYT SCHk o A2 IR )5 oy 25 5 17
HENLTFUR 2 20244E2 H 20 H o 25K O T RTAIBCA 1
i, JFis A R BT AT A AR . RSO R
I5 . hepatitis B, chronic; chronic hepatitis B virus infection;
chronic hepatitis B hepatitis B virus infection, chronic ; immune
tolerant; immune tolerance; inactive carrier; inactive carriers;
nucleosides;nucleoside;nucleoside analogs;analogs, nucleoside;
nucleoside analog; analog, nucleoside; interferons; interferon,
SO F R LA 1R e ST TR A 5 AR PR TCAE IR £ P
BB s CHPRTEHEAT & s BH s VU REZS s DUW TR 2595 T
R THRE.

1.2 XHRAANL HhArk

g A HRE - DI B B 3532 W CHBVC (e 471 )5 B 44 1 FH
) FFE 181 ST R B iR TE e 2022 4R @R FHAZ 128
I (NA) (o T E (R BT ZE B IFNe) 2 s A
PUREEIAIT s QI K BEALXT HEBFFT (RCT) 2k A S BF 55 ; @
SCE R SCIE FL R K 2SR

HEBR AR E : DR RCT 2k BABIAF 5% ; @3F IFNa 3k NA RYT
77 %8 @ARh TESCIERLIY) & S0k @2k A REE 5
LIS NTIL /I
1.3 AN HR B3R E

2 2N G3 EE ] Cochrane RGETFM T IR K4
= % (The Newcastle Ottawa Scale, NOS)'DE /3, & KUK 310
A3, RAUAREIC 143, RABIE 243, 43 14 43, BRI 5 3T
SrRFEET 1043 R i ot
14 %it#®rk

K H Statal7 #£47 Meta 53477 . K H Metaprop . £ 1F 7%
oA [ 95% {7 X [A] (95%C1) % CHBV C YR ERIAYT A 54 1
(HBsAg L& E B R 50 HBeAg Il PR R 5 1A%
HBV DNA I 3% BAFE5) 5% 2 (2P R kB
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22 WANBRR G FAEB R F AR

28 SCHR T, 26 G4 1 B RURIE T HBsAg W BR 2, 17
F2A10.14517.19-22.25-27 293 I | B A g B3R, @ 12475 111160:22-23.23)
W T HBeAg B1H F8, 13 fioet0.11m12:14016,10.22.2005.27. 0147 3
T‘ HBeAg Iﬂl‘ijﬁg %%,ﬂ:% s 1 3 ﬁlz,mé,ll. 14,16, 19,23725,27,32733@&]‘\‘&
T HBV DNA %6 | WL 1 53R 2, 8 Rglo 1820 5ok
Wl T 259 H R B o R B R EFIE R
K ER WL 3, 28 B SCHk h 6 U182, RCT, 22
%[2.4—6‘10.]2—17,19—21.23—26.28—31]% [y\ﬁlj 6}1:51‘? R i;lz%igzi,f& T 10 é} s
hy R I Sk
2.3 A
2.3.1 HBsAglfl i iEFR%
2.3.1.1 VL HBsAg I 7 bR R AR HBeAg 1 5L HE4T
A M 265 SCHRAHHRGE T 1 421 4] B 2, Hop 338 441
HBsAg 1R , I BT 580 20%(95%C1=9.9%~32.2%) , 5 i
£ P=96.171%, P=0.000, H:'h HBeAg B PE2H HBsAg 1 R %
4 52.9(95%C1=43.4%~62.3%) , 5 i 1 ’=80.936% ; [H 1 41
TR FAUH 1.5%(95%C1=0.0%~4.3%) , 5 i1tk P=74.968% ,
ULE 2, #2278 HBeAg FIME B BUW FEIR YT 5 HBsAg T PR %
5T HBeAg FHM: B .

2.3.1.2 4 HBV DNA KX HBeAg BAPE £ 5 f HBsAg 1%
B R UEA T 20 5 7 HBeAg FHE B & LUK RRIRIT IS
HBsAg I35 75 B R AR RN BEAE , {H HBeAg B 1 B 35 26 B R
TG YT )R AL 3K B8 55 00 HBsAg IV W B 28, HoiR 48 HBV
DNA 7K = {4 HBeAg BPE £ 25 (1) HBsAg IlLi 1 B 24—
AT HT . ABFSEXF HBV DNA 7KK T 2 000 1U/mL
200 1U/mL.20 1U/mL (345 HBV DNA i F 20 TU/mL gl 1
AF)) B HBeAg BATE B35 A HBsAg I3 75 bR R AT 4007 , 25
B % B HBV DNA<2 000 TU/mL £ 1Y HBsAg Il 1 B 2% Hy
45.6% (95%C1=34.1%~57.3%) , HBV DNA<200 1U/mL 21 f¥
HBsAg Il 75 1 5 % K 50.6% (95%C1=40.2%~61.0%) , HBV
DNA<20 1U/mL 41 i) HBsAg IfL & ¥ B% 2K A 59.9% (95%Cl=
46.1%~T73.0%) . 45 H-3¢7% HBeAg B 1 i 2% fR Ik HBV DNA
IO 28 5 i858 HBsAg T BR -

232 HBsAglil#HALR

2.3.2.1 5 HBsAg Il 7% {6238 KR HBeAg 15 5047
MM 17 SOk RIS 946 1 2, Hidr 196 i i ks
F| T HBsAgh6tb I RFEALE R 15.3%(95%C1=6.0%~27.4%) ,
SR P=94.706% , P=0.000, H:H HBeAg B 140 HBsAg %%
1k % H 38.2% (95%C1=27.4%~49.6%) , 5 [ Y P=84.109% ;

R1 XHHASHHBVBFT AR

SCHik niEne s3] T YRR () PR (1) HBeAg TR 251

Cao ZH %1°2017 BASIF5E 38.8 +10.0 62/32 - 96 IFNo/IFNa+NA
Chan HLY %2014 RCT 33.0 62/64 + 192 NA
Chang Y 25122017 BAF IS 41.5+125 / + 266 NA

Chen XB 132021 BABIAIF5E / / - 48 IFN«

Feld JJ%!'%2019 BAB 5% 372 15/13 + 48 NA+IFNa
Huang Y 4512021 BAI 5T 39.0+11.6 13/6 - 48 IFNa

Lal BBZ£'92018 BAB A5 10.4 £4.7 / + 52 NA+IFNa

Li H%72022 A5 420£82 54/24 - 96 IFNa

Li MH %2016 BAZ A5 338+ 11.5 15/5 - 72 IFNa

Lim SG %"%2019 RCT 50.1+10.2 / - 48 IFNa

Liu N %2021 A5 30.0 39/21 + 96 NA/IFN«
Mieli-Vergani G 2£22021 RCT 11.9 10/16 + 56 NA+IFNa
Perrillo R %52¥2022 BASIAIF5E 145 29/57 + 48 NA+IFNa
Poddar U %2013 BAF RS 59 + 32 24/4 + 52 NA+IFNa
Rosenthal P%%2019 BABIAIFFE 10.9 15/45 + 48 NA+IFNa
Wu FP 462021 A 5% 37.9 10.7 96/46 - 48 IFNa

Wu ZX 45272019 RCT 32.5 50/71 + 48 NA

Yu HB%262013 A 5T / / - 48 IFNa
Zeng QLZ522020 A5 34.0 12/4 - 48 IFN«
Zhang WC 25302023 BASIHIF5E 36.0 87/32 - 24 IFNo/IFNa+NA
BRIEAR AEP12020 BAF BT 37.3 6/6 - 24 IFNa

Zhu SSZE22018 RCT 73£4.0 / + 96 IFNo/IFNa+NA
PR FER016 RCT 32.8+10.2 32/28 + 48 IFN«

T 2018 BAF IS 332+ 115 26/35 + 24 NA

IR RS 4512020 FABIAIFFE 29.1+4.8 19/22 + 24 NA
2018 BABIAIF5E 332+ 12.0 22/25 + 192 NA

PR AR 22014 BAI 5T 31.8+11.8 26/21 + 48 NA
IR 2020 BABIAIF5E 413+95 54/23 - 96 IFN«
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#2 P HBVIRTERMESTTHFE
y HBsAg iR HBsAg# 1k HBeAg %% HBeAg/#1k HBV DNA Bi#%
ik R \ ) ; ) )
I AR S 1A S 1A S AR S 1A
Cao ZHZ1102017 102 42 36 / / /
Chan HLY 2112014 129 0 / 5 3 82
Chang Y %1122017 87 / / / 15 /
Chen XB%§1312021 27 15 / / / /
Feld JJ %2019 28 0 0 / 1 26
Huang Y %5°2021 19 16 13 / / /
Lal BB41°2018 12 0 0 0 0 5
Li HZ172022 84 45 43 / / /
Li MHZ212016 20 13 12 / / /
Lim SG 452019 30 7 / / / /
Liu NZ1°202] 22 0 0 / 2 4
Mieli-Vergani G 25222021 26 1 1 3 2 /
Perrillo R %§%12022 86 3 / 4 / 21
Poddar U%52*2013 28 5 / / 11 17
Rosenthal P%252019 60 3 2 2 2 45
Wu FP 22021 142 58 40 / / /
Wu ZX %272019 121 0 0 / 7 110
Yu HB 42013 44 15 / / / /
Zeng QL452°2020 16 15 5 / / /
Zhang WC 45302023 119 47 24 / / /
B AR 45312020 12 10 5 / / /
Zhu SS%5522018 46 10 / / 15 46
PR FE0016 60 / / / / 26
e 45E42018 61 0 0 2 1 36
BRR 524192020 41 0 / / 1 36
12018 47 0 / 14 / /
PR 4522014 47 0 0 4 3 46
JEIR I 55202020 77 31 15 / /
#*3 HMHBVEFrREUNTER
ik SAE 2PN B
Cao ZH 45172017 8 L/ PR AT T A L B BT
Chan HLY 45112014 2 HIAB =
Feld JJ %2019 1 RSl
Huang Y 152021 1 ST
Lal BBZ:1°2018 5 [SENEE L i N Y
Li HZE17h022 6 FTT FHd TPOAD Tt
Lim SG%182019 4 PR
Rosenthal 222019 1 FIENULE

T E A B F4 (serious adverse event, SAE)

FH M40 7 A0 %K 0(95%C1=0.0%~0.9% ) , 5 J5i M P=0.000%,
LR 3, 427K HBeAg B MR HUR B IR T I HBsAg % 1%
=BT HBeAg FHM: B .

23.2.2 M4 HBV DNA KX HBeAg BAVE S5 (1 HBsAg 7%
ST AL 53 Hr HBeAg [H1: B4 KPR FIRIT IR
LB HBsAg L& #4410 R 4 0,18 HBeAg BT 2 S HUR#EIA
¥7 )5 AT s B4 BEAR A9 HBsAg 1L AL 26, OB 4 HBV DNA
IR AT HBeAg BAYE 3 1Y HBsAg I35 55 1 Rk — 2547
W 2H 43 BT o A BIF 98 % HBV DNA 7K A% T 2 000 TU/ml. .
200 T1U/mL.20 TU/mL(£34% HBV DNA { T 20 TU/mL 548
ANF) A HBeAg FATE B34 1Y HBsAg L5 55 AL Rt 11 0¥ , 4%
J % Bl HBV DNA<2 000 TU/mL 41 1Y) HBsAg Ifil 7% %% 1k 3%

34.5% (95%CI1=21.2%~49.2%) , HBV DNA<200 TU/mL 41 [
HBsAg Ifil 7 %% b % 4 20.9% (95%C1=12.9%~30.1%) , HBV
DNA<20 TU/mL 41 () HBsAg IliL 1% 5% 14 % 49.4% (95%Cl=
40.2%~58.6%) . %% F @78 HBeAg B 1 H 2 o HBV DNA<
20 TU/mLALAY HBsAg #4105 i 55 T HBV DNA<2 000 TU/mlL.
B, #2788 HBV DNA JK V-5 45 5 S 3 HBsAg % 4k, {2
HBV DNA<200 IU/mL 21 £ # i HBsAg % fb 2 A K BAH | 3X
Al Re SR A AL 2 TR 5 HAREA S 550N (93 18 3 ) 45 [
BRI B A A — 2 0 e B

2.3.3  HBeAg Il i FH4% %

2.33.1 HBeAgiLBBAFR 85 SCHk & 114 1 465 ] B
&, Horf 34 135 2] T HBeAg BA 5%, 10 3 B3 5% % N 6.6%
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Subtotal(1?=74.968% , P=0.000)

%
study case  n ES (95%CI) Weight
N 1
I -
) 1 _—
(jao 2017 42 94 i 0.447 (0.344,0.553) 3.99
(ﬁhe“ 2(;%)121 :Z ?; : 0.556 (0.353,0.745) 3.79
uang i 0.842 (0.604,0.966) 3.68
LiHong 2022 45 78
Li Minghui 2016 13 20 : . b as o) e
o 20g19 ] % 0.650 20.408 s 0.846; 3.69
im ) [ 0.233(0.099,0.423 3.81
WuFengping 2021 58 134 : 0.433(0.348,0.521) 4.02
;u 2021(320 i; ‘112 : 0.341(0.205,0.499) 3.80
eng , " 0.938(0.698,0.998) 361
—_— :
Tz 10 12 | . 0833 0316.097) 1
hao i .833(0.516,0.97 3.48
Zhou 2020 3177 | . _— 0.403 (0.292,0.521) o7
: .
Subtotal(I1°=80.936% , P=0.000) | 0.529(0434,0623) 4593
S !
e LB i
R - i
Chan 2014 0 126 % 0.000 (0.000,0.029) 401
Ee!(lz(z)(l)é9 8 %g ! 0.000 (0.000,0.123) 3.80
al 0.000 (0.000,0.265 3.48
LiuNa 2021 0 22 : 0.000 EO 000,0 154; 3.73
uN ; . .000, 0. 3.73
Mu—:l} 2021 1 26 | 0.038 (0.001,0.196) 3.78
gerlrllllo2281232 g gg ! 0.035 (0.007,0.099) 3.98
oddar | 0.179 (0.061,0.369) 3.80
——
g})semh%l 2019 3 60 - : 0.050 (0.010,0.139) 3.94
u Zhixian 2019 0 121 | 0.000 (0.000,0.030) 4.01
Zhu 2018 10 46 — : 0.217(0.109,0.364) 3.90
Long 2018 0 61 | 0.000 (0.000,0.059) 3.94
Qiu 2020 0 41 : 0.000 (0.000,0.086) 3.88
Wang 2018 0 47 | 0.000 (0.000,0.075) 391
Yan 2014 0 47 o : 0.000 (0.000,0.075) 391
\ 0.015 (0.000,0.043) 54.07
1
1

Heterogeneity between groups: P=0.000 <>
Overall (17=96.171% , P=0.000) 0.200(0.099,0322)  100.00

T T I T T T T T T T
0 01 02 0.3 04 05 06 07 08 09 1

E2 HBsAgiL&i&EMZER HBeAg AT

%
study case n ES (95%CI) Weight
e LRIt !
Cao 2017 36 94 i — 0.383 (0.285,0.489) 6.23
Huang 2021 13 19 l 0.684 (0.434,0.874) 5.57
Li Hong 2022 43 78 : —_— 0.551 (0.434,0.664) 6.20
Li Minghui 2016 12 20 ! 0.600 (0.361,0.809) 5.60
Wu Fengping 2021 40 134 P—— 0.299 (0.223,0.384) 6.29
Zeng 2020 5 16 . 0.313(0.110,0.587) 5.43
Zhang 2023 24 119 —— 0.202 (0.134,0.285) 6.28
Zhao 2020 5 12 0.417(0.152,0.723) 5.18
Zhou 2020 15 77 —_ 0.195 (0.113,0.301) 6.19
'
Subtotal (1°=84.109%, P=0.000) i | e 0.382(0.274,0.496)  52.98
e B HITE :
Feld 2019 0 28 — 0.000 (0.000,0.123) 5.82
Lai 2018 0 12 —_— 0.000 (0.000,0.265) 5.18
Liu Na 2021 0 22 — 0.000 (0.000,0.154) 5.67
Mieli 2021 1 26 —_— 0.038 (0.001,0.196) 5.77
Rosenthal 2019 2 60 -— 0.033(0.004,0.115) 6.13
Wu Zhixian 2019 0 121 - ) 0.000 (0.000,0.030) 6.28
Long 2018 0 61 —_ 0.000 (0.000,0.059) 6.13
Yan 2014 0 47 — | 0.000 (0.000,0.075) 6.05
Subtotal (12=0.000% , P=0.484) ) : 0.000(0.000,0.009)  47.02
|
!
Heterogeneity between groups: P=0.000 \
Overall (17=94.706% , P=0.000) B 0.153 (0.060,0.274)  100.00
1
:
T T 1 T T T T 1 T T T
0 01 02 03 04 05 06 07 08 09 1
B3 HBsAgiL 2 E K HBeAg T 4H 53 17
(95%C1=2.5%~12.3%) , 5[l /=72.336%,P=0.001, LI 4. 4.9%~13.6%) , /R I7 BRI HBeAg [1HE A4 .
2332 RFEPUE ST B HBeAg FAFL R PR 8 IR T 24 2333 AMBUREEHRIT I E HBeAgIHE % NA BZRTT
i .48 J& 5 192 i J§ HBeAg [ %% % 4% 3| Sy 3.3% (95%Cl= 4H 5 NA+IFNa B 4 16 77 41 HBeAg M1 5% 2 73 51 4 9.3%

0.4%~11.3%) . 5.0% (95%C1=2.2%~8.7%) 55 8.8% (95%Cl= (95%CI=1.8%~21.1%) 5 3.9%(95%CI=1.2%~7.6%) , %% % &
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71 NA B4 IFNo TR TT 2 HBeAg B 56 %245 NA B25 1697 40 3T
R, E— B W R D NA 2 P R BT IR R B K
FEAIRITAL, $2m RS K MY T R X HBeAg %% F 4t M &2
SR,

2.3.4 HBeAg i1k %

2341 JLEHALR 135 SCHRATHIRIE 700 B H
63 51l HBeAg IfiL % % 4k, , I B0 5% 4k % 8.0% (95%C1=3.5%~
13.8%) , 55tk P=81.028%, P=0.000, WLIK 5,

2342 ARAHIRIEITFE HBeAg B b3 245 48 )5 .96 )&
P 22T T2 HBeAg I3 5% 162853 51 K 1.9% (95%C1=0.0%~
6.0%) . 4.8% (95%C1=2.3%~8.0%) 5 24.0% (95%Cl=14.3%~
35.1%) , $e/R A BUR YT FRLE K, HBeAg ILVEFE (L3R 2
.

2343 AFBURTERIT T HBeAg b3 NABRZRYT
20 5 NA+IFNo B 51897 4 HBeAg #4632 5011 K 5.4% (95%
C1=1.8%~10.4%) 5 8.1%(95%C1=0.3%~22.1%) , 3£ 7R {ES 712

AR B AT R 0T, NA+HIFNa BR A IR HL R NA BAZGR 7
RENE L 7 HBeAg LTG5 1L R
2.3.5 HBeAgPHPEE# HBV DNA IfiL 7% B %

13 SCHRARIE 738 191 | 35, Jrf 500 44135 ) T HBV DNA
[ 3 A B 5 220 70.1% (95%C1=53.0%~84.8% ) , 5 i 1
I’=95.397% , P=0.000.

2.4 HAWSH

8 Jii SCRRAT I 494 181) £, e 28 ] k2 A 24 A G 1k ™
A RF AN A IR R, G kR A
5.4% (95%C1=0.0%~10.0%) , 5 Jii ¥ P=65.057%, P=0.005.
PENWLER 3. WARPURTE T R — AT WA W R B NA B
ZHIRYTAS B A H R 1.6%(95%C1=0.2%~5.5% ) , IFNa
BZHAIT A RS 4 RN 6.4%(95%C1=2.8%~11.0%) ,
NA+IFNo Bk 53697 A B 48 & A4 % 9.3% (95%C1=0.0%~
32.1%) , A R T2 LT NAHIFNoa BEAIRTT T R4, 1R
NA 2GR L R IR T R o

%

study case n ES(95%CI) Weight
Chan 2014 5 126 ""' 0.040 (0.013,0.090) 15.73
Lai 2018 0 12 ‘—'— 0.000 (0.000,0.265) 6.78
Mieli 2021 3 26 —‘-‘— 0.115(0.024,0.302) 10.17
Perrillo 2022 4 86 -‘_ 0.047 (0.013,0.115) 14.74
Rosenthal 2019 2 60 —— 0.033 (0.004,0.115) 13.58
Long 2018 2 61 -0-'— 0.033 (0.004,0.113) 13.64
Wang 2018 14 47 — 0.298 (0.173,0.449) 12.68
Yan 2014 4 47 —w— 0.085 (0.024,0.204) 12.68
Overall (1°=72.336%, P=0.001) <> 0.066 (0.025,0.123) 100.00

I I I I
0 0.1

02 03 04 05

I I I I I I I
06 07 08 09 1

4 JCE HBeAg R M E

%

study case n ES(95%C1) Weight
Chan 2014 3 126 -0—5 0.024 (0.005,0.068) 9.17
Chang 2017 5 82 R 0.183 (0.106,0.284) 8.75
Feld 2019 T e — 0.036 (0.001,0.183) 7.03
Lai 2018 0 12 e— 0.000 (0.000,0.265) 5.07
LiuNa 2021 - R 0.091 (0.011,0.292) 6.50
Mieli 2021 2 26 @ —e— 0.077 (0.009,0.251) 6.87
Poddar 2013 11 28 5 _— 0.393(0.215,0.594) 7.03
Rosenthal 2019 260 e 0.033 (0.004,0.115) 8.36
WuZhixian 2019 2 121 e 0.058 (0.024.0.116) 9.13
Zhu 2018 15 46 S S 0.326 (0.195,0.480) 7.95
Long 2018 I 6l et 0.016 (0.000,0.088) 8.38
Qiu 2020 14 0.024 (0.001,0.129) 7.76
Yan 2014 34 e 0.064 (0.013,0.175) 7.99
Overall (P=81.028%,P=0.000) <> 0.080(0.035,0.138)  100.00

T T T T
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2.5 K ERAA

MR HBsAg I B R 3  HBsAg L B AL, e P FIL
SFIE A e PUIFIL G 2 5% % (HBV DNA Y BB 4% %
RS RIS R A 2 il <1 P e = 18] F 22 4 vh A v 3
H L ER, ZE A7 B AR AT EL B X R . FEAR B b iR &5 R 58 %
egger 16 I8 , 25 IR 7R - HBsAg I 578 BR K egger K I8 P=
0.448 , #& 7R TC Wt & R 177 s HBsAg 1 S % AL 2 egger 1 50
P=0.896, $& /R~ JC W] . & K fifai s HBeAg 115 F1 5% 28 egger i
B P=0.565, $& 7~ O . K A Ml fey 5 1A e PUJBLIIL I 7 e
P=0.468, & 75 TC W] Wik & 3% 4w 77 5 15 HBV DNA Bl %% % P=
0.812, #&75 T B . & el ey s T A R FAF & 42 P=0.129,
PORTC R Rt . 258G LRGSR PRzt R Ak
R AR o

3 3t it

H i, CHBV CHUW B 1R YT I R 5 2 VK
SRZ 3 FE N A2 R EER . VR SR Meta 43 # 24
I SCHIR 285 24 A8 EEAY - CHBVC HBsAg &AW
Bk %5 BT AL R 5350 20% 5 15.3%, HBeAg B
T 8 5 HBsAg W5 BR 2 5 5 257 58 3 52.9% 5
38.2%, LT HBeAg FHYE L o 1M HBeAg P B
1 HBV DNA<2 000 IU/mL 2H 1) HBsAg 1% K& % 5 %%
A5k 45.6% 55 34.5% , HBV DNA<20 TU/mL 20
) HBsAg ¥ % % 5 5% fL 2 7] 35 59.9% 5 49.4%,
HBV DNA<20 IU/mL i HBeAg BH ¥ B & 97 504k T
HBV DNA<2 000 IU/mL Y HBeAg FAE B34 o SCHik
75, HBeAg [ ¥ CHBVC £ 4 IFNa B 253497 , 42
7~ HBVARE Hil R AU s R 2R A AR s it £
T JF 46 2 T 0 DR IR A5 HR A 1552 TFN o YA T TN
JT R

Ve X 4 2 TR 52 1 CHBVC 5B F HU0 TE 1A T 3C
B HTEE S5 56 TE T HBeAg LT %5 5 b U AR |
HBV DNA [fiL 7% %% % PUi 8697 7 R 597 Xt
7RG 5 i) S5 S AR B, 45 3R R - HBeAg S A BH
5% 6.6%, 192 J&J7 12 HBeAg B % R 1] 1k 8.8%;
A RS, BV NA B3R 7 H R T RE R
H HBeAg B R AL n] LATK 5 9.3% , & T8 )7 72
FERAIRIT T & R KIFBRYUR TR T v LA 3
$E 5 HBeAg BH#% % ; HBeAg MR RL 1L 8.0% ;596
Jil 55 24 JE Y7 R 5 AL 5655 00 O 24% 5 1.9%; NA+
IFNa BR AR 97 5 NA HL257657 HBeAg 75 16 R 73 1)
7 8.1% 5 5.4% , #& 7R K I7 8 5 NA+IFNa AR IT
Al LA 5 HBeAg I 2% 5% 16 %R ; HBV DNA &L
B3R 70.1% , $ 78 B BT B3R 7 1T A4 il K
ZROZIS R E RN HBY 1Y ZHDIRZS 18D HBV
XA BRI RAR,

TEVUREEIRYT &M, CHBVCHURFE 249
A BSR4 RN 5.4%, F LR & H o) &

U0 LA B ST &% TPOAD THi o 4,
A1 LN R K A IR A L R 22 ER
AR FA S IFNa R H Y07 Jf HyF
A R, SCHREE 7R R IFN e BUe 823697
(TR IR IR AT SR) , 24 A TN 2 1Y B T
IR B 2 W A IR TT b 2 ) A O
ARFM A,

AR Meta 53138 & B, H AT CHBVC I IRHF 58
fEres i, OmiErE 2 5.0 RCTIF5RR D,
STEEM AT A Z . QABRIE JPRGT 45
Fr5 ARG — . QMBIEE > Jrieis . s
B A, 5 B E B E A S R R LR S
INRBEE 51297 K S 245 BE MHRIE AT
e SN BE AR C R V] o 3K S [a] U I
PR FE Bl 22 — 2 52, 8 542477 CHBVC (&
FHEA SR CREY].

2, CHBVC 2% HI NA 8l IFNa JUIE B 1R )7 &
& AR ISR RIT R BRA IR HBV &2 il ik
N AT OB A S TR ORHET N L L £
CHBVC %5 .
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