I SRR KT 1518
7R A B R AR AT 4EALT
KPR EIT ROR A IMeta )

WO
e

kA, A8, TE, 248, KT, 3, AN, RE G, o, AU, KR (Fs0E R

MR =P s geRt, PG PHZE 710061 )

WE: BH RSN OB R EZOPUR (hepatitis B virus core antibody, HBcAb)

K518 2 BIRF % (chronic hepatitis B, CHB) 53 AT AT 48 5E J 2F 4E 40 72 B2 1) A
Kk, LLAHBCcAbRETS/EACHB R HUR B T S I FE bR . F57E& K PubMed,

Embase. Web of Science. The Cochrane Library. F[EKIMN . JJ5. 4EEHIEERES
2022410 F R R WAH KHBCAbI SRR . {8 FHRA.2. 15 AF i 4T Meta 2y #7, A Wi i A 72 5C
R BTN S IR S5 [ A R4 5 B A 7S LA (the Agency for Healthcare Research and
Quality, AHRQ) #2H [ SRk & PN bR, FAFIHT 78 i VPN 2 B4R 7 JR-12 K 4R
H#* (Newcastle-Ottawa Scale, NOS) . X H 5k 5 514 f K BB EE £t K SCHR3EAT
BUBRAE 3BT o SR IR S B fEggerfa 30 E AT K R AR A 1AL« £5R AA305 SCHREEAT R
G, HH21R SRR AMeta 3 AT . 45 SRR BTHBCAb/K il 5, CHBIEE FFAE 2 5E
F&PE (Summary r = 0.39, 95%CI: 0.30~0.48, P < 0.05) MFFFLF4E4LFEE (Summary
r=0.33, 95%CI: 0.22~0.43, P < 0.05) ¥#iE. ALTH:AE Y CHB®E T HBcAD
AR B H R A RIE (G2~G4) IR R (OR =2.02, 95%CI: 0.64~6.38,

P < 0.05) . F#LFE (interferon, IFN) JAJTCHBE # HLEHBcAb/K itk 5, HBsAg
] 4 2k (MD =034, 95%CL: -0.12~080, P < 0.05) . #%1F (78) W [nucleos(t)ide
analogues, NAs] FIIFNJGYT JCHB & % F: 2k HBcAb/K Vil 5y, HBeAglfiliF % 4% 4 %
(MD = 0.37, 95%CI: 0.26~0.49, P < 0.05) FIHBV DNAJRFE¥NE&HE (MD =
0.30, 95%CI: 0.16~0.44, P < 0.05) ¥JilkiE. IFNVGYT FICHBE 1T 2 HBcAb/K
M, EREEEEREBRIC (MD =-0.74, 95%CI: -1.00~-0.48, P < 0.05) . ££ip
HBCAb/K-F i, CHBEE ML 2 fEFR R R A JEA AR = . B =i T HBCAbK P AT E
TN ASEIFNS U 2597 I Fe bR 2 — o
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Meta-analysis of the relationship between hepatitis B virus core antibody levels and liver
inflammation, fibrosis degree and antiviral efficacy in patients with chronic hepatitis B
Zhang Mengdi, Wan Meijuan, Wang Wen, Shi Liu, Zhang Qian, Liu Xiaojing, Li Jianzhou,
Chen Yunru, Ye Feng, Lin Shumei, Zhang Xi (Department of Infectious Diseases, the First
Affiliated Hospital of Xi’an Jiaotong University, Shaanxi Xi’an 710061, China)

Abstract: Objective To systematically evaluate the correlation between hepatitis B virus
core antibody (HBcADb) level and the degree of liver inflammation and fibrosis in patients
with chronic hepatitis B (CHB), and whether HBcAb can be used as a predictor of antiviral
effect in patients with CHB. Methods Literatures on HBcAb published in PubMed, Embase,
Web of Science, The Cochrane Library, CNKI, Wanfang and Weipu databases were searched
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until October 2022. Meta-analysis was performed by R4.2.1 software. The quality evaluation
of cross-sectional studies was based on the quality evaluation criteria of The Agency for
Healthcare Research and Quality (AHRQ), and the quality evaluation of cohort studies was
based on the Newecastle-Ottawa scale. The literatures with the greatest heterogeneity or the
greatest weight were excluded for sensitivity analysis. Funnel plot and Egger test were used to
assess publication bias. Results Total of thirty literatures were included for systematic review,
and twenty-one of which were included in Meta-analysis. The results showed that the higher
the HBcAD level, the higher the degree of liver inflammation (Summary » = 0.39, 95%CI:
0.30~0.48, P << 0.05) and fibrosis (Summary » = 0.33, 95%CI: 0.22~0.43, P < 0.05) in
patients with CHB. The risk of liver inflammation (G2~G4) increased in CHB patients with
substantially normal ALT who had higher levels of HBcAb (OR = 2.02, 95%CI: 0.64~6.38,
P < 0.05). The higher the baseline HBcAb level, the higher the HBsAg conversion rate in
CHB patients treated with interferon (IFN)(MD = 0.34, 95%CI: -0.12~0.80, P << 0.05). The
higher the baseline HBcAb levels in CHB patients treated with nucleos(t)ide analogues (NAs)
and IFN, the higher the HBeAg serological conversion rate (MD = 0.37, 95%CI: 0.26~0.49,
P < 0.05) and HBV DNA virological response rate (MD = 0.30, 95%CI: 0.16~0.44, P <
0.05). The higher the HBcAD level at drug withdrawal in CHB patients treated with IFN, the
lower the recurrence rate after clinical cure (MD = -0.74, 95%CI: -1.00~-0.48, P << 0.05).
Conclusions The higher level of HBcAb, the higher degree of liver inflammation and fibrosis
in patients with CHB. Higher HBcAD level can be used as one of the indicators to predict the
effects of NAs or IFN antiviral therapy.

Keywords: Hepatitis B virus core antibody; Liver inflammation; Liver fibrosis; Antiviral

efficacy; Predict; Meta-analysis

&1 2B BT % (chronic hepatitis B, CHB) &
H B 28995 (hepatitis B virus, HBV) J#&#4L5]
E), DU IR 3 A 14 5 YA e e . HBV
SR AL . D e 5 vl A S5 2R I
A IS, RS ™ BT 28 90 A2 S A AN H- e 1) &
Wor DRI 2R, S0 M I FH U 8 30 S5 00 T DAk 45 43 7
FEE S Em BN T RE A S bRl 24
St s, HFERERRE T AR A H o
B, ANEAEAEREED . HarmR L3 ERA
MyENERIRAIEEME (alanine aminotransferase,
ALT) KB 2 RERE FE, (HH 2 2 F R R 5
ma® PRIk, AR T R I LR S I b R T A
i UPAik B 2 0E -

CHBHEFE PURFFIRTT Al A ZEDHIHBVE Hl, ik
BRFFIE SEREIRTE A 200 LI A 30 e 2 o Ak 2 L
R4, AT 98 PR A AH OQ H ACRE T R A L BRI
fF4nfudE (hepatocellular carcinoma, HCC) KAEXR
PR SSRAERY, A (8D 2B [nucleos(t)ide
analogues, NAs] Fl4 AR WE L AT
% a (pegylated interferon alpha, PeglFN-a) &
FEMPUREIRIT MY, NAsHR 7 E 5t 5%
PRI, HRFEKHERASRMH, CBFR

JREER NPT Chepatitis B virus surface antigen,
HBsAg) Bl EMNAH0~3%. RHANBTIHER
J7 ] $2 T HBsAg Bl 3 HyT AR, HA R KM
B2, B CHB S i B 25 Y 97 R0 A7 T
M2 ZS . B Al O W T BT R T R SR AR
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core antibody, HBcAb) . Z B 580 8% O PR
(hepatitis B virus core antigen, HBcAg) %, ‘&
ATHETI GO B 9AT7 24 ml PRAGTUR B 7 %8 LA R Tl
M 25 5 2R T R EEEAEH . Hd, HBcAbs
WA R B B 148 S CHB B # IR R 2 T HHbr &
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1.1 AR IR AAE & K% FEZEPubMed. Embase.

Web of Science. The Cochrane Library. H [E %1,

J77 HEEHEE . RIS (A P 22 20224E10 H .

B A% & 1A] yhepatitis B core antibody. Anti-HBc;

WOk R A S R RO PR Bi-HBe, I
FTAER TN SRS SR

1.2 tANGHRAFE PARRME: OFFFRER.

HBcAb-5 CHB 8 35 [T 48 5 72 B AH ¢ 1t it 72 M
BEWT I 7T, HBCcAbXT CHB i HU 3397 2 1
W IR SR BASIAE 5T; @B AN S #ii2CHB
B, @4 RTalr: BEMIERE. L4k .

HBsAgP%: . HBeAgllif ¥ #t. HBV DNAJH 7
FRNE. IGKEE. FAEERTHEDID. HE
Brbnife: OEIRE . 288 SBERSC. mE )
W QEEREMHI; O ANREILE (<
18%) [HFF; @HBcAbS CHB 2 3 I I 4 5 2
AH A B FE AR R 2RE S AR EARZ W A 2 B T
JHF 995 BEAS: 2 ) 70 ; ©HBCARS I 7 ¥E A & XL
Ji e CovF I = R 9

1.3 SCARFTRHR I S B2 4 i 90 3% 3 5 SC kA ~7
ITERINRIEHIE, AT RIRE, IR hE &
KA ERMS, BFEHE—EF . W IO AL,

N G RTERE N

1.4 AR =700 W T A 7 2 18 36 () T2 A R g ot
AT AN (the Agency for Healthcare Research and
Quality, AHRQ) #&H 1) kit & PEA b i, 8~
11 hE e, 4~T0 AFERE, 0~37 MKk
B, IR R B S R R UR R KRR
(Newcastle-Ottawa Scale, NOS) , #INOS/&= 4=
645, WNFEMAT, PN T4 R o, w4
TF 58 2 26 0 3 SCRR AT VP DA45 2 SC ik ot & 17
M EIbsdE, B RIEIE . VRN Sk &= I H
FINATEER FE — 3%, AR A 78, W7 #E 4T3
WEE LXK

1.5 %ot A2 SRR VRKMHAT 0T . A9 SCHR
HHERAARO. @FE i Fisher s Z{HAISEE,
ARG Hsummary HE, HAXHEK/NKIRAHRFE
JZo KA EZEEGEN TS IFORIE S IL5%C L. &
VERILAYS#Z (mean deviation, MD) [ 95%CIVE ik
Rigiit i, PP < 0.058Z A G EE L. MRt
T SRE (P > 50%, P <<0.1) , JSRAHRENLRK
AT 04T, AR IAAE FRE (F < 50%,
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P=0.1) , RAE RN BEAT 3o KR 7
K FHEggerfilt, P > 0.05U AR EMEMmAE %% .

HARBSIAR: OFishersz = 0.5x ™, @SE =
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2.1 LkimiksE R AT R 16295 Sk, 8 b s
H A4 2 & End NoteXOF 112 B HERR 14755, ¥ITifT
FI54%8 SCrik, I R4 IR I RGP SCHR
305, LR SCERICTESEHCA R, BRAMN21E
Wik T MetaZh AT, HAHBCAb-S CHB 3 1T 48 i
FEEE A S HERT R 10552551 (3£53134)) , HBcAb
XFCHB R F PURTR TR E IR 7T 1251 (3%
1541451 , DL, AN SCRRAFEARFIE LKL, %2,
2.2 XA =R BT I SC AHROVE 43 $4 7E.6 7
K UL b, BAFIREFENOSIT 73 7R 60 K UL b, SCHik
R R, RPN T Lo, Rl K2,
2.3 R %4z R A Metapy #1

2.3.1 HBcAb5 CHB & # JF I 28 i M £F 4E L FE T 1
FHOCME 28 57 J0T 1 A 560 R FH I AL 2550 97 A5 784 4
iR, HBcAb/KFHE, CHB S AT % 6E
£/ (Summary » = 0.39, 95%CI: 0.30~0.48,
P < 0.05) FAFAEA4EFERE (Summary r = 0.33,
95%CI: 0.22~0.43, P < 0.05) Wik, WA
F0, HBcAb/K Vi, HBeAg[H 4 AIHBeAghH 14
CHBE A I R IEREE (HBeAgFH:: Summary r =
0.46, 95%CI: 0.36~0.55, P < 0.05; HBeAg
P£: Summary r = 0.38, 95%CI: 0.23~0.51, P <
0.05) FORFAE4T4E4LFESE (HBeAgPHM:: Summary
r=0.37, 95%CI: 0.26~0.47, P < 0.05; HBeAg
FHP4:: Summary » = 0.26, 95%CI: 0.02~0.48,
P < 0.05) ¥ilkmr. W2, K3, ALTHA EH
[1JCHB & # s HBc Ab A IG [1) 55 38 A2 Ik 48 0
(G2~G4) MK (OR = 2.02, 95%CI:
0.64~6.38, P<0.05) . WE4.

2.3.2 HBcAb/K VXt CHB & 3 H109 8297 2L TN (i
2.3.2.1 HBsAglfl#s 552 00 h i i 1 K4
HBcAb/K V- 5HBsAgBl ¥ KK &, 25" 250k
PN MetaZr BT o 28 57 J5 1 A4S 56 SR P I L 200 oz A 7
Br, SRR, FELHBcAb/K PR, HBsAgH
MR (MD =034, 95%CI: -0.12~0.80, P <
0.05) , W5, tboh, 35 R IR 5 HBsAg
I 2H 01 [0 % 2 FE 2 HBC A 1)~ 35 SR b v 22,
K AMetasrHr. K AMetasr Bt (193 55 SCik
25 003N LE B G R FE A HBcAb/K bk 5, HBsAgY]
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1 CEKTRIERIZE
# 1 HBcAb 5 CHB BERTBE R ERR B AE KM SR A B A B3Rt
. . . KA R .., HBcAbmAE#&klbr _  AHRQ##
4 N RS 4 | % ol P {5\ B AR
AN B B AT RAFAE k3 AR HBcAb# R 77 % & (lg 1U/m1) BAFRAT > ()
o Mi59344) . ALTKF EF REBEMSFH . s s
Zhang C, 2022 (< 80UIL) 42341 1376 IshakiF4 AR F ok 45 x 8
Wang X, 2022" HBeAg[e 14 142 Scheuerits AR L SE 3.57 ALT. HBsAg 8
FengM, 2022 ALTER 652  Scheuerif4~  MIB K Uik x ALT‘PSS T 7
Brakenhoff SM, 20221 HBeAga#2864]. HBeAgl 110445 390 IshakiF 4 AR ik x x 8
. ) #7%. ALT < ULN. HBeAglat E A S s
ChiZ, 2021 SHBV DNARE (= 5 lgiU/ml) 113 Ishaki¥4 CEW E QN 2.62 AST 6
Zhang ZQ, 2019" HBeAgla 1425445, HBeAgA 142374 491  Scheuerifs MR ESE x x 8
LiMR, 2018" HBeAgl8a 144894, HBeAgH #1354 624  Scheuerit4~ ML LSk P i 8
LiJ, 2018" ALT < 64, B RAELEF 469  Scheuerit4~ MR kK 3.99 x 7
LiJ, 2018"" HBeAgla 41314, HBeAg/ #2704 401  Scheuerits  RIR EiE & PLT. A/G 8
ZhouJ, 2017" HBeAgFa+£4044] . HBeAgl #2514 655 Ishak#F 4 AR ik 4.47 & 8

B, 1078 B R FE LG HBCAb/K TG,
HBsAg1 %% 28w

2327 HBeAgE&{%i%?ﬁ% 16%[13,20,22-24,26-29,31.33-38]
YRR T RLEHBCAb/K T 5 HBeA gl i 24 55 #r
555, 49 ANMetad) HT i) SCRRO fg 1132022242620
28 S 0T M R I8 SR FH Bl ATL 20 A A A3 By, 45 SRR
B, FEZEHBcAb/K Vi, CHBEFHHBeAgIiF

AL R (MD = 037, 95%CI: 0.26~0.49,
P < 0.05 , WHIERE, RHIFNGT (MD =
0.36, 95%CI: 0.20~0.51, P < 0.05) FINAsIGS7
(MD = 0.40, 95%CI: 0.19~0.61, P < 0.05)
CHB & # L HBCAb/K Tl 5, HBeAgIl i 25 4t
R, 6. Bk, TR SCERE Y Tor bk
15 HBe Ag IfIL i 5 45 # 4H AI oK S I HBe A g IfIL i 5+ 4
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HBcAb ) oy NOS
Xk A BT Gs ERE MR AR R AR BAT RERNE
i+ AR (1g IU/ml) S
Lin X, 2022 W& RiER/E LK 320 268 IFN/IFN +NAs 226/ ®O® MR 1$HEHBcAb+ 0.833 & 7
& K6 R B R K 23641 ks 422 iTHBsAb
Brakenhoff SM,  HBeAgfa 142861 390 IFN 2994 1#HE 00 XHRE L x x 7
2022 HBeAg[# 141044 IFN + NAs 914 64~ A ENS
Zhang X, 2021%" HBeAgfa 214 33 ETV 104 104 @@ MRR L 0.8112 3.1 7
HBeAgl #1247 ki
WuY, 2021%Y  HBeAgfa#304) 73 IFN48~96J 34 ® VR K 0.811 234 7
HBeAg A #4434 544 *uik
e K65 R 164 IFN + NAs 48~
6 FRGAE R E K 5T 968 13451
Fang Y Q, 2021%" HBeAgfa K 140 IFN 48] 72/ @® MIB HBCAb+ALT+ 0.782 4.48 7
% ik HBeAg
Ak, 2021%) HBeAgFa t£641; 60  IFN+NAs48~ 96/ OQ@ MR RLHBcAD+ 087  3.40 8
HBeAg A 14 5445) 965 @@ kik ALT > 1.5 x
ULN + 24/
HBsAg T 48 &
FuX, 2020% ALT < 2 x ULNHHBeAg 106 NAs96/] (ETV 96/ @ WALk HBcAb+ FFELE 072 4.15 7
et 314, LdT25 FE NE
5, TDF 5041 )
%%, 2019%"  HBeAg[a 4344 42 TFN 487 72R 60 BRE L 0.753  5.03 6
HBeAg A t4845) Fouik
Cai'S, 2018% HBVDNA > 10'TU/ml 74  NAs 96/ 968 ©) VA 0.71 437 7
HHBeAgfa t (ETV4241, ik
LAM/ADV 32
%))
XulJH, 2017 HBeAgfa#k 139 ETV 2407 2408 @0 MR & 0.74 465 9
*ooik
Gao Y H, 2016™ HBeAgFa 76 LAM/ADV 965 96J3 @® M4k HBeAg+ HBeAg & % 9
Fosik 245 TIEE
HouF Q, 2015%" HBeAgla 140  IFN 48/ 608 Q0 MR & i 4.48 7
Jeosik

#: O HBsAg [H#; @ HBeAg IG5 #; @ HBV DNA Ji #2328 % @I R AL
IFN Y3t & Cinterferon); NAs N1 (F8) 24 [nucleos(t)ide analogues] ; ETV Jy & ¥+ (entecavir); TDF & &% % %45 5 (tenofovir

G HBV DNA i ##E k; ©lKin&EEK;

disoproxil fumarate) ; LdT N# LK (telbivudine) ; LAM JNHiKK5E (lamivudine) ; ADV AFT{E4EF5ME (adefovir dipivoxil) o

Study Total
group = HBeAg(+)

Wang X,2022 142
Brakenhoff S M,2022 286
Chi Z,2021 113
Zhang 7 Q,2019 254
Zhou J, 2017 404

Random effects model 1199

Heterogeneity: /° = 77%, 1° = 0.0136, p < 0.01

group = HBeAg(-)

Brakenhoff S M,2022 104

Zhang 72 Q,2019
Zhou J,2017

237
251

Random effects model 592

Heterogeneity: I~ = 77%, +* =001 52, p=001

group = ALL
Zhang C,2022
LiJ 2018

1376
401

Random effects model 1777

Heterogeneity: 1> = 95%, 1> = 0.0307, p = 0.01

Random effects model 3568
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0.51 [0.38;0.63
038 [0.28;048

0.31 [0.20;0.42
055 [0.48;061
0.46 [0.36; 0.55]

]
]
W 053 [0.38;0.65]
1
]

0.36 [0.18;0.52]
027 [0.15;0.38]
0.49 [0.39; 0.58]
0.38 [0.23; 0.51]

0.43 [0.08;0.18]
0.37 [0.28;0.45]
0.25 [0.01; 0.46]

Weight

9.1%
10.4%
8.6%
10.2%
10.8%
49.0%

8.3%
10.1%
10.2%

28.6%

11.6%
10.8%
22.4%

0.39 [0.30; 0.48] 100.0%

06-04-02 0 02 04 06
Heterogeneity I° = 92%, 1° = 00228, p <001
Test for subgroup differences: y_; =316,df=2(p=021)
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s T HRLHBcAb/K - 5HBV DNAYK 75 22 M 2
B9 R . 45 0 PS50 K FH BE ML AR A 7R 43 47
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, CHBHEi#HBV
0.30, 95%ClI:

gh IR, JEZEHBCAb/K P B
DNAJH 8 22 N & Rk 5w (MD

Study Total Correlation COR 95%-Cl Weight
group = HBeAg(+)

Chi Z,2021 113 —-—— 045 [0.28;058] 164%
Zhang Z 2,2019 254 —- 027 [0.15,0.38] 21.2%
LiMR,2018 489 il 041 [033,048] 239%
Random effects model 856 - 0.37 [0.26; 0.47] 61.5%
Heterogeneity: I~ = 61%, t~ = 0.0065, p = 0.08

group = HBeAg(-)

Zhang Z Q,2019 237 —— 015 [0.02,027] 209%
LiMR,2018 135 —l— 038 [023;052] 176%
Random effects model 372 —eip-— 0.26 [0.02; 0.48] 38.5%
Heterogeneity: 1© = 82%, t° = 0.0267, p = 0.02

Random effects model 1228 -~ 0.33 [0.22; 0.43] 100.0%

I E—
04 02 0 02 04

Heterogeneity: /* = 76%, t° = 0.0134, p < 0.01

Test for subgroup differences: ;.[f =072,df =1 (p=040)

3 HBcAb 5 CHB BEMFAEAHELIZEERIER Meta 5347

¥E: COR FIR Summary 7,

Study logOR SE(logOR) Odds Ratio OR 95%-Cl Weight

Feng M,2022 0.1406 0.0489 i 115 [1.05,1.27] 52.1%

Li J,2018 1.3153 0.2437 —.— 3.73 [2.31,6.01] 47.9%

Random effects model | | -—-?—l—- 2.02 [0.64; 6.38] 100.0%
0.2 05 1 2 5

Heterogeneity: /7 = 96%, ©* = 0.6591, p < 0.01
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Experimental Control
Study Total Mean SD Total Mean sD Mean Difference MD 95%-Cl Weight
Brakenhoff S M,2022 20 40502300 273 392 04900 - 013 [001;025] 552%
Lin X,2021 41 33906800 19 279 05400 + 060 [028;092] 448%
Random effects model 61 292 ; 0.34 [-0.12; 0.80] 100.0%

Heterogeneity: 1< = 86%, T 0.0954, p = 0.01

6 FHZk HBcAb /K5 HBeAg I

0
5 EHk HBcAb K3} HBsAg BRFE TN {ERY Meta 534
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0.16~0.44, P < 0.05) , WM rE, RHAIFN
Y897 (MD =035, 95%CI: 0.24~0.46, P < 0.05)
FINASYEIT (MD = 0.14, 95%CI: -0.04~0.31,
P < 0.05) fICHBE#H FELLHBCAb/K ViR, HBV
DNAJK#E# B & Rk, WLET.

2324 KA EEE KR 2RI SCERIR S TS
HBCcAb/KFSIGRIEEEERIK R &R
56K F [ e RS oy A, S5 SRR, TFNYRIT 1N
CHB & {525 HBcAb/K -l , IRRIG & s 2K
ATHEMEE (MD=-0.74, 95%CI: -1.00~-0.48, P <
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0.05) , WKS.

2.4 ST SR ST MK U KA SR,

GRS B OS%CHEL, 45 e s H AR A R
BN, FoRMeta s Wi G IEET

2.5 ARt tE IAH ORI ZBTRXR L
B9, EI10) , WoRFEggerkh b TS S il 45
FTHBCAb 5 CHB £ T AR BEAT Sk U 7 )
(Egger’ s=-1.60, P=0.15) UL} HBcAbXICHBH#
PURERIT RN E A FCE] (Egger” s=2.05, P=
0.08) , AL IR R A o

Experimental Control
Study Total Mean SD Total Mean sD Mean Difference MD 95%-Cl Weight
group = IFN ;
Fang Y Q,2021 20 46105100 120 4.18 0.6900 B 043 [0.17;069] 155%
YanTT,2019 12 493 03000 19 470 03300 - 023 [000;046] 176%
Lin X,2021 41 339 06800 19 279 05400 i 060 [028;092] 119%
Hou F Q,2015 31 453 03500 109 422 0.5700 E 3 0.31 [0.15,047] 226%
Random effects model 104 267 &> 0.35 [0.24; 0.46] 67.6%
Heterogeneity: /% = 26%, 1° = 0.0007, p = 0.26
group = NAs
Zhang X,2021 22 317 0.5600 5 2.24 0.8600 ——— 093 [0.14,172] 28%
XuJ H,2017 113 479 07700 26 4.73 0.7200 —— 008 [0.28,040] 11.2%
Gao Y H,2016 43 482 04300 33 47105000 i 0.11 [0.10,0.32] 18.5%
Random effects model 178 64 gt 0.14 [-0.04; 0.31] 32.4%
Heterogeneity: 12 = 52%, t° = = 0.0001, p = 0.13
Random effects model 282 331 | : : 4b| : | 0.30 [0.16; 0.44] 100.0%

Heterageneity: /= = 51%, 1° = 00148, p = 0.06
Test for subgroup differences: y, = 3.96, df = 1 (p = 0.05)
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Experimental Control
Study Total Mean SD Total Mean SD Mean Difference MD 95%-Cl Weight
Lin X,2022 15 24411000 236 3.17 0.5200 —,'— 073 [-11.29,-0.171 211%
Wu'Y,2021 16 195 05000 57 269 06000 —!— -0.74 [1.03;-045] 789%
Common effect model 31 293 ; -0.74 [-1.00; -0.48] 100.0%
Heterogeneity: I = 0%, t* =0, p = 0.98 ' ' ! '
-1 05 0 05 1
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10 HBcAD ¥ HBeAg & F 45T ERRHE

3 g

HBcAb & HBV/E YL [ 48 dh I 24 b E, & —
Pt STHBcAg R T PEIE GRS M PULIAR, B FEHIHBCe
IgMAI$iHBe 1gG™”. HiHBc IgMAE [FFIF A8 B 5
FEAE, HLERE B B B, wI s B IX 2 Stk ek
SPEINEHBVEY 5AEIE S HHBVIE YL . $THBCc IgG
JEBUE A BEAEHBVIE G IAREY), KD, i
SRR ST R INHBCADAMYAE X 7018 1 HB VIR L F 24 52
HHAREER L, BRG] PUREEAD
BITHIRNE . A EE K RPEMHRIT IFHBV
BOE S B A M,

ALl it Metazr #T &< B, HBcAb/K P&,
CHB AT K AEFLE (Summary = 0.39) FIATET
YEAVFEREE (Summary 7 = 0.33) ¥k, HHBeAglH
PECHB &3 1 FH ¢ R 035 = T HBeAg 9] 4:CHB &£ 3%
(0.461£0.38; 0.37££0.26) , HBcAb kg a
Fi7£2.62~4.58 1g IU/ml. HBcAb-5CHB &3 T 45
i (B SRR AR DI L AR B A . A3 223 A W HBCAg
Wk M B2 35 1B e T HBV 1T 40 B R ik 3 1 98 3
X Bk LA A AR R 2 I BT R R, T S Ui
HBcAb/KC IR 1778 IF IR 46 M 30 4 I CHB i 3
HHT BEAETEAR R LAZ) Ve AL BISK EL A, TR 2 46
hiE P ECHB B ik — 2D K NAT A4, Frid
HBCcAbR] 42 S Bl 1 AT 28 i FHFF£F 4EAL AR

B LT R R, EALTIER KB EHBVE
eFh, Ha4%~63%EHEAEMHALFPEZLL LR
FEP. (18 2T R BRI (20194E/R) ) 4R
HE AT 5 S R T 1 1037 B S W HB A JE /K 7E
ALT/KF IE % CHB B # ¥6 7 s (™. A
F R HBcAb/K BRI ALT IE % CHB & K& AE AT

JERAE (G2~G4) B 2 HBeAb/KF- = & 1
1.65f% (OR=1.65; 95%CI: 1.03~2.66) . X$Z/x
HBCcAbE & /KA {E NALT IE % CHB B3 V497 1 3
FIIZE R —

CHBEH PR ERIRIT M Bz — R K IREK
BAMEEEEE S, JBSR “IRIKIE R 2 SEEL 5
— H#r, NASFIFN:E H §i o] g5 R IE R HTHBV
2, BT RO N RN H T Rk
I AR B Fe FPUR SR RAEERE L. K
W 747 RHBcAbXTCHB 834 AU B8 7 20 A Tl
. HBcAbz AT {E 75 FH7E2.34~ 5.03 1gIU/ml, Bk
EEAES HABFEPRROCHIZR N AR H0.71~0.93,
H B & HBsAgSE HAR L7 5 F8 A5 LU 5. —HBCcAb il
M E T MRS R BT IFNEC A NASTA T
[ICHBH ¥, J:ZEHBCABEEAALT > 1.5 x ULNAH
24§ HBsAg [ M HBs A g # % 0] i&
94%~100%., WangZ: Hf 7t 2% ] FE LEHBcAb/K T
ik, HBsAgPfl#eacilkem, HHAWRERA—S 7]
AR R AN [F R E 2R BtHBe AL IR AN, E
TE BN PEHBsAgHE 15 & FPUR R IR T IA B 78 AR 3 22 L
1) E 2 HBC IgMIK AR o

Zi L PriA, HBcAb/K-Fikm, CHBREZE L
RAEFERE R A HEAFR TR S . B R ZEHBeAb 1]
YE RN TMINAs B IFNSUE 55 16 9797 e br 2 —,
15 25 I 3 = T HB e Ab/KF i /B R A TFNYR YT I CHB
BEIGRIG &G R BNEIRZ —. HBcAbS
HBsAg. ALTZHAMFEARIE A fe 083 i A -
SEHk
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