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TS B HBsAg# iy B HBV FHB0E
S Hlifn RFAE
B!, AN A2, EaA, kmar!, D! A0, AEAE 2 FEY (LIFEIITE S A RER PR

Bt T7ZR GRUI 5181125 238 HIT 88 = NIREERE BGeRE, &R WY1 5181125 3RYIRZ: AL P AZRE, |
R RIIN 5180735 4.1l 7R Hdim TP F2 il o0 e e TR & BERT, ¥FEE 250014)

WE: B HAREsE QB R # R PR (hepatitis B virus surface antigen,

HBsAg) #45# ZRF A5 (hepatitis B virus, HBV) FREIE I 4 A28 K I PRARE .

35 LA20144E1 H 220194F 12 H TR YINTH 5 = N R E= B b U7 1164451 45 75 2 1 HBs A g 45
WE NG, 6~12NHEEVI 1K, WHEHBVHETE KAFBN . 6 [BHFEAR
IR IEFF2 1 (alanine aminotransferase, ALT) . K[ JAXRIRBAILH N (aspartate
aminotransferase, AST) . MJHZI &K (total bilirubin, TBil) Fly-B & ELEF2EE (gamma-
glutamyltransferase, GGT) | KA ZURE2ELE R . HBVEBUE KA E GRS /% .

K HIKaplan-MeieriZ: i 1 RATHBV G 3 s K 5.8 25 R0 22 [A] 25 Cox BL 491 JU 56452 784 gk
ITHBV FBOE IS R R b . 2558 HIRZRAHEL, K ILHBV FLE0E I A 70 R ALT
[7.69% (2/26) vs 0% (0/26) 1. AST [0% (0/26) vs 0% (0/26) 1. TBil [19.23% (5/26)

vs 19.23% (5/26) JMIGGT [3.85% (1/26) vs 0% (0/26) | iR ERM TG FE L (P
%1 > 0.05) o FLAKBHBV ISR 70 £ HBV DNA = 2000 [U/mIEL 14351 0%
(0/26)  46.15% (12/26) , ERALGIT¥E N () =15.600, P < 0.001) ; HBV
FRMOE B R HBeAgt N FAYE, R IIHBV FSGE N A 15 HBeAgE BH (P = 1.000) .

HBVFH#E f5 6l 3t47 T AR R EE A 2, 460 8G1S1, 1#1°8G1-2S2, 1414
G1S2. Z K&K Cox b KA R 4 #r K B FEZEHBV DNA = 100 1U/ml% kK 4HBV
T OF B XK R FE 26 HBV DNA < 100 1U/mlZ 1)2.6214% (HR = 2.62, 95%CI:

1.04~6.58, P=0.041) . FfEU7124 A ZAHBV HEUE R A37.1% (26/64, 95%CI:

21.4%~49.6%) . FLZZHBV DNA = 100 IU/mIZBE 15 120 H it 2 HBV FLH0E %
(43.8%, 95%CI: 22.4%~59.3%) W2 TH4HBV DNA < 100 [U/ml# (24.3%,

95%CI: 2.9%~40.9%) , ZRAH 4% L (Logrank ° = 4.50, P=0.03) . HBV}§
BOE G2 BE VT R, BAAB3GIR P00 B8R0 IT SCUUR R =401, SHIE shPum 69T
JE SR TR ], 10 SEBIHBsAg H K IE bR BEVS BFALTIEIEHLE N . &g
EiE B I HBsA g & il tHIHBV F0E, F:4:40m IHBV DNAZK - (= 100 IU/mD)

e dEiG s M HBsA gty # HBV BSOS fER R & . st T AEiG sh M HBsA g iy
HNNERE VT, MR IIHBV EEGE, IR HBV E0E 3 1K B FR [ 4 2 A6 2
PUREFIRTT SR o

4217 HBsAgHsli %, AEshit, HBVEEGE: KR, MWREK, AR
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Incidence and clinical characteristics of HBV reactivation in inactive hepatitis B virus
surface antigen carriers

Liao Xuejiao', Sun Ligin’, Dong Jingke', Zhang Lina', Ma Zhenghua', Wei Qiuyu', Zheng Guoqin',
Liu Jiaye" (1.Institute of Hepatology, Shenzhen Third People’s Hospital, Shenzhen 518112,
Guangdong Province, China, 2.Department of Infectious Diseases, Shenzhen Third People’s
Hospital, Shenzhen 518112, Guangdong Province, China; 3.School of Public Health,
Shenzhen University, Shenzhen 518060, Guangdong Province, China, 4.Department of
Immune Prevention Management, Shandong Provincial Center for Disease Control and
Prevention, Jinan 250014, China)

Abstract: Objective To investigate the incidence and clinical characteristics of hepatitis
B virus (HBV) reactivation in inactive hepatitis B virus surface antigen (HBsAg) carriers.
Methods A total of 64 inactive HBsAg carriers in Shenzhen Third People’s Hospital from
January 2014 to December 2019 were enrolled and followed up every 6~12 months.
Information including HBV reactivation, liver biochemistry [alanine aminotransferase (ALT),
aspartate aminotransferase (AST), total bilirubin (TBil) and gamma-glutamyltransferase
(GGT)], pathological characteristics of liver injury and outcomes of HBV reactivation were
collected during the following-up. Kaplan-Meier method was used to estimate cumulative
probabilities of HBV reactivation and multivariable Cox proportional hazards model was
used to explore the risk factors of HBV reactivation. Results Compared with baseline, there
were no significant differences on the abnormal rate of ALT [7.69% (2/26) vs 0% (0/26)], AST
[0% (0/26) vs 0% (0/26)], TBil [19.23% (5/26) vs 19.23% (5/26)] and GGT [3.85% (1/26)
vs 0% (0/26)] of objects when HBV reactivation was found. The ratio of objects with HBV DNA =
2000 IU/ml were 0% (0/26) and 46.15% (12/26) on baseline and when HBV reactivation
was found, respectively, and the difference was statistically significant (> = 15.600, P <
0.001). HBeAg of objects with HBV reactivation was negative on baseline, and there was one
case whose HBeAg converted from negative to positive when HBV reactivation was found
(P =1.000). A total of six cases underwent liver puncture pathology after HBV reactivation,
among whom four patients presented G1S1, one presented G1-2S2 and one presented G1S2,
respectively. Multivariable Cox proportional hazards model showed that patients with baseline
HBV DNA = 100 IU/ml had a 2.62-fold risk of HBV reactivation than those with baseline
HBV DNA < 100 IU/ml (HR = 2.62, 95%CI: 1.04~6.58, P = 0.041). The cumulative
probabilities of HBV reactivation was 37.1% (26/64, 95%CI: 21.4%~49.6%) at 12 months
of follow-up. The cumulative probabilities of HBV reactivation in patients with baseline
HBV DNA = 100 IU/ml (43.8%, 95%CI: 22.4%~59.3%) was significantly higher than that
in patients with baseline HBV DNA << 100 IU/ml (24.3%, 95%CI: 2.9%~40.9%), and the
difference was statistically significant (Log-rank »° = 4.50, P = 0.03). During the follow-up
after HBV reactivation, a total of 3 cases achieved HBV DNA suppression, without antiviral
therapy, 5 cases achieved HBV DNA suppression after antiviral therapy, one case achieved HBsAg
clearance, and all the patients presented normal ALT levels. Conclusions HBV reactivation
can occur in inactive HBsAg carriers. Higher baseline HBV DNA level (= 100 IU/ml) was an
independent risk factor of HBV reactivation. Surveillance should be strengthened in inactive
HBsAg carriers to detect HBV reactivation timely. Histology examination and aggressive antiviral
strategy are necessary for HBsAg carriers with HBV reactivation.

Key words: Hepatitis B virus surface antigen carriers, inactive; HBV reactivation; Incidence;
Influence factors; Clinical characteristics
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S R — o2 W S e g e —
PAbh, HArIRE — B S B R R R B
Jii (hepatitis B virus surface antigen, HBsAg) [H
PERN5%~6%, 181 LRAF K% (hepatitis B
virus, HBV) Y& 70005 %], HHEH 2
RIFF4 (chronic hepatitis B, CHB) H# 52000/ ~
30007511, H Al E IAE (18 HEHBV I e
Z AT 2 )L R, BEEHBV H A
A, MR Riedilii (hepatitis B virus e
antigen, HBeAg) PFHPEMMEEHBVEG: (FE7E D)
PEHBsAg#ET ) & B o LU W i vy . BRAEB 72K
B, AT REEINHRG YT Bids B
B9 2 1 HBs A g5 47 3 H HBV F 380 & A2 Z6m]
E90%LA L, i ml 51 K 50% LA L i 2 T 32 v Fi
25% R AR, HARTE S HBsAgHE i & H K 1
HBVFBOE KA MR AR T s AR RS, 1
fiftiZ NFEHBY FR0E & AR 5 FE AVRFIEXTHB Y FR0S
MIER AR T B EEE . Nk, Autsid
ik — T =] a4 BA B B 95 20 B T AENE B M HBs A g#f iy
& WHBYV FL0E KA 2 RO RARF AR, BRs 4 AR o
UM
1 BRERE
1.1 AR50 at % LL20144E1 H ZE20194E12 A EEITT 4
= NREE Bk Vs AR & 30 1 HBsAgifs 5 25 /E At 7t
X GFEAT R AR 5T . I AARiE: D2 Wi AE
TEBIEHBsAgE i, B fiEHBsAgPHE . HBeAgl
. ZRIFTF AR ErediiR (hepatitis B virus e antibody,
HBeAb) [, HBV DNA < 2 x 10° IU/ml, A&
REEMM (alanine aminotransferase, ALT) 7 1F
WIGHEIN (0~45 U/L) , S48 A T itk JR AE
U, @ILLLHBVINIE E4bs. AT AL 4x
JHBV DNA%HE B 2%, QBT RBZ L PimsG
JTEURIF 23697 @R DA LIRM Ve, HE
BV THBY DNAMF AR RS . HERRbR
fE: O&H NBRERIE R S BTE. B
HBV MO H AR 2 5 @BA M. it
Mg MBI B RG R N; OB FIRTT
GBI AR A B . A ASRIITE =
NRERASEIZE Gt FE (2019-133)

1.2 AN E A BN RIEEZAS B NHE X
SR & e I B A 12 W 8 JE TS B YEHBs A g8 717 75 15 (1)
g . BEEREREBL6~120HEE U1k, MR
I 18] 29202046 31 H o &K B8 U5 W 8 i B 78 %0
ZIWTHBV DNA. HBV LI 5 58 b S Wk 2R P4k 2
fabr, FFWCEEES W FO 0 G A 2003 BE S A 4
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Bo W FEL R ONHBV SIS, HHE s At
T 45 ) W1 B B SR B PEHBs A g #54 #% HBV DNA
BIELTE = 2 x 1g IUmIK LA |, B{HBV DNAH
TR PR B AT AT Ak, ARHFFRIE A T
e % H BIHBY F S S HBV DNAFIALT [ 3)
G e

Z% (1Mo M RYBTE™E (201553 3
RO ) PR d A T R R L, AR AR Bl
PEHBsAgE T & H B HBV B80S 5 #E 47 HL 347 BT
HAFR O ER A, A B 8T 28 0E 5 4F
ditl, AWALT/KFanfar 240 2 34T U 87677
B F AR A AT I H USROG A A 2, W ALT
FegeTtm = 245 1B PR (normal upper limit,
ULN) W HEFSATPURERIRTT s A A4k B 5K
R, ERY> 304, ALTIEW ZEWMiEHEIIREG
J7. RSCEH, PUMEBIT 4 G = 0.
EMNAFAE S BB E e
1.3 £ E/d KL %85G B4 X = M
(real-time fluorescent polymerase chain reaction, RT-
PCR) & & MHBY DNA, il 710 B 1 E 2 1%
WA AF, 0T RA20 IU/ml. RS K
HEIokL+ g% o AiriE: (L EHERF ARCHITECT-i2000
G IE A SARF)D) K MHBVIILE 2466k, SH%X
M\ (B 435 HBsAg < 0.05 IU/ml, HBeAg <
1 S/CO, HBeAb > 1 S/CO. KHEA4b-3ERIREA
FEVERTIALT . RITAREIRA LN (aspartate
aminotransferase, AST) , XL ERE ALiEA8 I R
JHZT 2 (total bilirubin, TBil) , EHL-y-%&% Bk-3-
RIE-A- IR kR My- B A 2 B (gamma-
glutamyltransferase, GGT) , IEHHIEH 7% NALT
0~45 U/L, AST 0~45 U/L, TBil 1.7~21 pmol/L,
GGT 0~49 U/L.,
1.4 mELE AN REMHBVHMGEE, £33
BEIMENTS, gaEFEMANER, My EH
AT ZAERL . BARRAE T o0 A 5 & R T
H B s A 16G 5 filEr 2 S i, RN
JER2~3 cm, HLWRAKER/D A5 mm, B
6L B X, BRI bs A [ 2 f5 U A, A A
IR R-PHA AT G tr, 7510065820015 622 B4
BB R, FHSRHE (RIEESNE K4
FEE) 2 (RBTHTRBIE TR e Ties
JH 98 W 4 2305 B 2 2 Wibn o SORE SR BB 4y e o N
GO~G4, £F4Etb7r 5 NS0~S4. iR BLES Rty
FrfG R 56 7 5 B B R Mgk AT 20 5
1.5 %t 3432 K HSAS 9.3MIR 3.6. 1844347 %



WS4 8. E#. BMIL. ALT. AST. TBil.
GGT. ALB. HaEAMHBsAgZ BRI A&
IERDAT, VM (pys, prs) s, PR R
WilcoxonfF SRt . MEA. . i, ZBIAT
REWEL . A FHARE RS AR i 4 A% . HBV DNA
A ALTSHH %, ASTR% %, TBIilg s %,
GGT 5 . HBeAg[H MR 55 115 7Rk LU ZORn
B, HaWom. ol &I AR TR
PERFE . ALT SR % SRR IESLR E S, ASTR
W, GGTH % % . HBeAgPH 2% K H Fishertfit)
W%, HAhI R HPearson Y K46, K flKaplan-
MeieriZ Al it RFHBV HEIE R, W 706 RAEBE Ui
T 18] B2 52 PO BE VR IT I 42 M O ab 38 s A [R) 2 1R) 2R
THHBV FLE0E 1 bR Fl Log-rankik . SR A B
K Cox L KRG AR 2 13E 47 HB'V F- B500% 1 52 M R 26
B, RSP P < 020EZE, HEP =02
{BZE AR L AR AT BE N2 HBV B E 1)
IR EGN 2 K 2 Cox L7 KRR . i 16 56
BRI E, DAP < 0.059Z S G555 L.

2 R

2.1 —#FA HhedBlIETE Bh EHBsAg#E 77 H AN
WF5e. BTN, L2641 HILHBV H#IE. W4l
W RAEGERS S Ml W, . 2B R R
S A IFAERREERE B MR . R E SRS (body
mass index, BMD) . IR s HIRE
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9. HBV DNA X HBsAg%:# R 14t 2 X (P
¥>005 , W#EI.

2.2 HBVH R EH A &5 L NHBV BHE B AT 2 68
Bk A5 4547 HBV IS # L AR BIHBV H ¥
JEBTALT. AST. TBilFIGGT S % % Z 281t
2R (P¥I> 0.05) , KUHBVHEEIERALT R
WG (EYGE ) BEALTIEIRES AL *
ULNW . BN GO AR 3 HBsAg
et FEARRFHBYV DNAYJ << 2000 IU/ml, HBV
DNAT}E ZE2000 IU/mlLL_E IR HE 785 51 75
FHIKFE AR N PRSI e R A2 IR N
I, FATLL2000 IU/mIfE R FHE, Fit 7 K IHBV
PSR HBY DNAZR L FIRFE, 45 R R IHBV
FHE 2 HBV DNA = 2000 1U/ml bV A6 A P 3805 i
110% (0/26) F+& 2 KIHBV FHIE R 1146.15%
(12/26) , ZRALEENL (F = 15600, P <
0.001) ; HBVHEE & HZLHBeAg NN, K
PIHBV F0E I 4 11 HBeAgE PH (P = 1.000) .

WE2. FrA 500 S AEHBY B0 I 34 76 B S5 I
2.3 HBVASE BT 4 w3 ol dRim st
HBsAg#: 77 34 fEHBV FR0E 5 3EAT 1 40 24 28 il
PG, 5B ER4GINGIST (G 144 I T4
Mg AR e . 1E AR RS R PE T 4, 1491
HG1-282, 14IAG1S2. WLE1.

% | HBV RBHUEHES HBV BEUEEIEESNM HBsAg #H &R LR

IR E HBVA B4 (3841)) HBVH&# &4 (264]) St 218 PiE
S (M (ps> prs) » %] 37 (33, 46) 37 (32, 44) z=-0.014 0.989
B[4 (%) ] 25 (65.79) 17 (65.38) 2 =0.001 0.973
A [ (%) ] 6 (15.79) 5(19.23) £ =0.001" 0.983
ARE 8] (%) ] 6 (15.79) 5(19.23) £ =0.001" 0.983
TR K RKASL [#) (%) ] 18 (47.3) 8 (30.77) 7 =1.763 0.184
AR IB AT RS B AT (8] (%) ] 6 (15.79) 6 (23.08) 2 =0.166" 0.684
BMI [M (pys» prs) » kg/m'] 23.22 (21.09, 25.56) 2229 (21.61, 24.07) z=0.991 0.322
ALT [M (pys> ps) » U/L] 21 (17, 34) 23 (15, 41) z=-0.412 0.680
AST [M (pyss pys) » UIL] 21 (18, 25) 23 (19, 26) 2=-0.840 0.401
TBil [M (pas> pss) » umol/L] 14.0 (10.6, 16.8) 142 (12.0, 18.3) z=-0.603 0.547
GGT [M (pys» pss) » UL] 22 (13, 32) 23 (17, 33) z=-0213 0.832
ALB [M (pys, pys) 5 g/L] 47.0 (459, 48.6) 47.1 (45.6, 49.8) 2=-0.565 0.572
FHEG [M (pyss prs) » ng/Ll 2.46 (1.80, 3.09) 228 (1.76, 3.18) z=0271 0.786
HBsAg [M (pys; prs) > IU/ml] 61.60 (3.53, 3570.56) 1290.38 (308.36, 2994.38) z=-1.665 0.096
HBV DNA [#] (%) ]

<20 IU/ml 10 (26.32) 3(11.54) ,

= 20 1U/ml 28 (73.68) 23 (88.46) 7m0 019

TE: TSR .
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2 26 f§l HBV BRUERYETEENE HBsAg i E B LF LI HBY BREENFERFREFEGEREER (6 (%) ]

SgE| L K IHBVF- 4% B A Pla
ALT
< ULN 26 (100) 24 (92.31) .
0.520 0.471
> ULN 0(0) 2(7.69)
AST
< ULN 26 (100) 26 (100)
1.000
> ULN 0(0) 0(0)
TBIl
< ULN 21 (80.77) 21 (80.77)
0.000 1.000
> ULN 5(19.23) 5(19.23)
GGT
< ULN 26 (100) 25 (96.15)
1.000
> ULN 0(0) 1(3.85)
HBV DNA
< 2000 IU/ml 26 (100) 14 (53.75)
15.600 < 0.001
= 2000 IU/ml 0(0) 12 (46.15)
HBeAg
BAE 0(0) 1(3.85)
1.000
Bk 26 (100) 25 (96.15)

#: ALT [ ULN 445 U/L, AST [f] ULN Jy 45 U/L, TBil [fJ ULN 4 21 pmol/L, GGT {f] ULN 34 49 U/L; " JRFIESAS IE ¥ 5,
“.” ONXR Fisher %, TEAGHEM, HALRKM Pearson ¥ 5.

b E F
1 6 BIHEERNE HBsAg #57E HBV BEUERATALARIE (AR - (RARE)

TE: A C<100) i Bl G1-282, g BREE IR AT /INH 50 R 52 28, HFAR IR 70 AV K, BRI A NE , WA JEARIRTE R WL S A
TLE XD Btk 40 fu i, SR AT B (< 100) 4 GIST, i 45 R OR /NS5 44 56 58, FARHESIRESS IS AV sORIRSE,
SRR, 29 2% AR & R ANIRTE, WL BIEREANN, B TR A, R LIIE S B AR, VA XD Vb A R
FTFEPESR; C (< 100) FBA G1S2, IR B /NHEEM R, FARHI MEETT: /N DY RUIRIRSE, Rk,
BTN S MRS, o W BRAE i, R SR, JC XL MR, Stk R AR, D (x 200) Fiflh GIS1, piEts
FORRPINH SR e 5, FRGEESEESS,  BEN NADBOERIRTE, BTk, YRR S R, W AT A A% 2 As, R Wi
Bk, ICE XAV ERTE, TRMMER: E (x 1000 #61 GIST FEAFA MR B (F1, £ 18%) , W4l FoR P4t 52 %,
JHARHES REESE, ST #850 IHAN ARVE  K, SORIRSEA TR, 29 18% JHFAUMu g i3t DARARW A, R IWIE KR, CEIX
BB, oS TER; F (< 1000 y GIST S IFARPORF MR MEAT 2 F2, W BREE SRR T N G A B0 T, AT A ML SR i P e Ji A
PEFER NI AE (30% ~ 50%) » JRIEFATIL “ BBCEAE” SO0 RABRAEAL, JFAT AN LR RORIRTE, AN X AR
iy BETOR, DEGH AR R E & ZE A A H A IR I



24 HBVE S F (B & KHRELFER. N,
. LT R K. FEEHBV DNA J 3 2%
HBsAg44 N\ HL.IK & Cox LUl KA R (K3) ,
RESPHP < 02(MEHZESRP = 0.2, HEEI
PR FTR AR ] B8 2 52 I HBV FE 807 1 51 2 (A
I E A BN K Cox H I KGR (i J5 1
SRUERIIZ DR, B ORI R KR L. R
HBV DNARIFELEHBsAg. 2% [F 250 7 h 6t HBV
DNA"™MPL K HBs A gl 56 28 79I S48 (1 %1 o3 9 45 &
AW TR E A AR, #5100 TU/mIfE R FEZEHBV
DNATIHBY FREGE I FHE . KF1000 TU/mfE 3k
ZEHBsAgHMHBY B30 0 A8 . &5 R IR A1)
FZEHBV DNA (HBV DNA = 100 [U/ml) J£HBV
HEERGR R, E4HBV DNA = 100 IU/ml#
R AEHBV FSEE I X2 3L 2RHBY DNA << 100 [U/ml
HHI2.62M% (B =10.96, SE =0.47, Wald = 4.162,
HR=2.62, 95%CI: 1.04~6.58, P=0.041) .

2.5 RFALHBV DNAK-FH %3 £ 69 HBV A%
EE AR TN RIBE VT A1 ~584 H, HRAL
BE VTS (R 98.24 H, BEI6NH . 124 H . 241 H

CipE . 5
N BZAHBYV S #5008 18.6% (95%CI:
T4%~284%) \ 37.1% (95%CI: 21.4%~49.6%)
61.3% (95%CI: 40.1%~75.0%) . J:4;HBV DNA =
100 IU/mlZ F13E 46 HBV DNA < 100 TU/ml B i
6 H. 12N HAHBVHE UG KERERE TS
23 X (Log-rank y° = 1.29. 0.72, P = 0.26.
0.40) ; HZHBV DNA = 100 1U/ml3 Bt/
24 HIFHBV B G R (77.5%, 95%CI:
45.6%~90.7%) i3 mTHLEHBY DNA < 100 IU/ml
# (33.7%, 95%CI: 4.9%~53.8%) (Log-rank y° =
4,50, P=0.03) . WL#4. K2,

2.6 HBV A& 4 6916 R45 )2 26613k 3 HBsAg
oy # R IHBV FLE0E 5 A 1961347 1 LIk BEs
8HIBEAT T 2IRBEV - 61I1E PR Ja Ja 3 1 i 55
TBIT, ARSI SE LR BE U S 1 s #2240 )
20 FE B2 U B U I SEI TR ER AL, 5 A 1 A
Je LR B U B 8] BE 2S5 PR HR R TT 14 d, R SE
PR R . TEHBVHEE S LR B 8%
PURTEIRTT, ERUTALTS A T EHEKFE. W
x5,

% 3 JEVEDNME HBsAg #575E& HBV BEUERI B E R Cox B3I

)] SE Wald

e
[

HR 95%CI P{&

"
b

<45%

>45%
NE

3

* 0.058
REFH (kg/m®)
B IE

-0.459 0.499 0.845

0.420 0.019

-0.037 0.066 0.323

2 0.004 0.501 0.001

& 0.171
CAAF KT L

P

=)

0.252 0.464

P 0.292 0.215 1.843

HBV DNA
< 100 TU/ml
= 100 TU/ml 0.961 0.471 4.162
HBsAg
< 1000 IU/ml
= 1000 TU/ml 0.502

0.397 1.594

0.632 0.238~1.681 0.358

1.060 0.465~2.415 0.891

0.963 0.847~1.095 0.570

1.004 0.376~2.683 0.993

1.187 0.725~1.945 0.496

1.339 0.879~2.039 0.175

2.615 1.038~6.583 0.041

1.652 0.758~3.599 0.207
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& 4 FNEIEL HBV DNA /KFIRENE HBsAg % &R 6 MR 12 MR 24 MANBHEER (%)

sl 6/~ A 124~ A 244-A
BREER 95%CI BEER 95%CI BEER 95%CI
HBV DNA < 100 IU/ml 13.4 0~26.7 243 2.9~40.9 33.7 4.9~53.8
HBV DNA = 100 IU/ml 25.6 8.5~39.5 438 22.4~59.3 71.5 45.6~90.7
1 1.29 0.72 4.50
PiE 0.26 0.40 0.03
2 F[E1E%Z HBV DNA KFIEEBN 1 HBsAg & HBV BEUEE
< 5 HBV BEUERIAEE SN HBsAg 7 & BIIEREEY3

K IHBV B4 b RIS K IHBV B E G F LR 5 K IHBVBHE B %2R M5

%%  ## HBVDNA ALT MALR KFLell , __ JEHAH. SESEAME HBVDNA ALT  JEEAYCER HBVDNA  ALT
(%) (Iuml) (UL) %3 ws T smim win(A) (umD  (UL) AR (A)  (IUm)  (UL)

AL 28 16340 31 G282 % 3 <20 27 7 <20 23
A2 44 12800 19 G1sl1 % 1 16600 25 6 23000 28
A3 37 1820 26 = 11 2980 29 18 2210 27
A4 32 3940 23 G182 & 84A 10 135 30 13 <20 21
FmBlS 47 2000 12 £ TANA 46 1777 29 80 AT Z 12
Apl6 32 2736 28 % 14 562 33 18 963 28
AT 30 1913 46 FO-F1 = 5 6610 28 1 747 23
B8 32 940 12 % 38 277 23 47 Ao 3 19
A9 43 1333 24 Gl1S1 P2 12d 1 <20 26
A0 37 533 13 Gisl1 & I4A 1 <20 14
FABI 28 2569 16 % 10 14764.1 22
A2 44 22439 16 5 6 1720 9
A3 31 4510 34 P-3 4d 6 560 17
Fpl14 37 317 41 G1S1 2 42d 4 <20 37
A5 34 910 15 s 33 1300 16
mplle 47 680 27 % 8 564 27
FAHBIT 56 16203 20 % 5 293000 22
IS 42 693 13 % 8 <20 15
B9 40 2640 49 kS 8 865 36

T W1 AES 2 KBTI 3L HBsAg 15k .



19451 7€ B LR Bt 1 BRI 70 R FEHBV B30 1 Fil
Vil a1 ~464H, ALKV [RIA8N H, Jrp
T 9 LR 481 18 ) A S8 1 s B 240k Ol 1 B
HBsAgi&le, ZmfliERs28% , HBsAgFHME10434E,
HIR TG ORI R 05, TR ), 361 Ol
B9, 10, 14) BEPURERIRIT G LI T 0 55 22410
#il, 8%IHBV DNA/KFHRIFFEEM %, 66IHBV
DNA/K A ANFFEE LT, 8l EE e T 5 20KbE
Vi, BEEHBVEEOE BT R 2h6~80NH,
RrBEVTI RN 1554 F, 15 Ol fE58 1IRBE S
IS E R BRI 0 R B R BRI, 261 (R
B4, 5) FENPURFIRIT G SCImEMS, AA
1 Cigfal8) [ A SEL #5401, 24/HBV DNA
KPR R EEVTE BT s, 26HBV DNAZK 4
RV BT PG
3 g

5CHBEF L, HETE3h1HEHBsAgHs 17 34 ¥ K]
YL AR RCARR M A, BET, A
I7 RGBS B R AE AR TS 3 fEHBsAg
WA T HBV FHEE RAE S SO0 Semg ik e,
EXT T REZ BT TSRS S EHBs A g iy 3
HBV R30S K AR 50 5 SCRFAE A AS 2 o BEE R
TR TR AR, AEVE s M HBsA gy 2 B o5
Lol iz e, Rk, AR AEE s HBsAgif i
HBVFEE M Z A B 8 A A HE R 52

AT ARG YEHBsA gt 1 1240 H &
FUHBV FLEOE % N37.1%, T INE MRG0T 7e 45 5
(8.5%) , ATREJR K N F E R 55K FH i 8 B F*HBV
DNAE £ & Rl PR 8100 TU/mD) , 1
AWK T S AU ) SER 5 Y PCRIN. (Real-
Time PCR) (K& FBRE 520 IU/mD ; Uk, #hE
MRAERT SO LR 5 B R 2 AR S R BE VT LUK, B4 e
B HBsA gty # P 0E il BER BN — i M I HBY
DNAFEr, Pk, AWt 5050k 0 i [ [a) Be A0 = i
B85 5 U IR e B AR Hb R FHBY TR0 « (B ASHE 5T
PN E R TR AR R IR, RRAIFRET R
ABNF K S R THBY DNAKS I B A E
TG s PEHBs A g #5717 2 78 AN 5] Bl U B 18] % 26 - BE 11)
PR

HBVH S 218 E B ARG R NIEE R
B2 NG IS 2Y =S I EAPSE S8 iy &
FLLEHBV DNA%G = (= 100 TU/mD) JEHBV FHE0E )
MO BRI R, X5 HAh 2 it fu gl -,
AR T HBYV DNARE & 5 N 1% %) K7k
HBV DNAW. tbAh, WEHFRERBEE M. PE

CiE - 6l

NBEHE 2% 5 HIUHBV B0, AH AR 7T A & B
N8 X HBV FRE (MSZ RN, AT REASAIE 70
BF TN R AR E i BN A K.

TER A EIGTT « S I RV 7 B B F A
(AR E 3 HBsAgif iy 2 H k AZEHBV B0 J5 ALT
R R, Ex R BT B TR
€ W AETE B 1 HBs A g 45 2 Hh IWHBV B0 i) i
ThREAL I AU > o A R B BTG 3 1 HBsAg
ey HFHBV UL J57.69% 2% B IMALT A 5, Ik
T INE AR HGE 144.4%, T RS S 00 E BT
oK FH < 40 U/LAE NALT ) IE A5 Y6 B B L 42
ALT 7 R O mIA25% A Ko RAE ALT & B AT
RITREE . RRE. &AENTE, EIEL5HE
RIETENFEEA T2 — 3. BEAA A RALTIE
W [ HBeAg[ VL1 YEHBV gL 2 I A 405K G &
B A b e v BE R R AT L A S 645
HBV FLE0E & o 2400 A7 15 B 2 1 98 0E B4t 44k .
Rltk,  JEvE 2l PEHBsA gy 2 tH IHBV FLI0E )5
BT FF D REAS AR B 222 W . GEAER, R
IF st A PR S L RGN R M [X S5 3R A L v
Jo7 RO, AT A e f b R S 33 YT AT Ak % 3
JFREAY, o DRI LI i 52 AT 28 SR AE . BRI AR AN
R AR 45 22 Pl R R I P52, g IR s R A
SRS IhEE. AUV bR 4 &R v iz
Rf o

BEAE — TR 2SS RIBE T T 7 R, HBVAREGS
ARG S EHBsA gt & A A7 R BB K TSR e e
R HIIN BT, X RHBV S Al fg 5 Bz
HIANRIEA K. AW JEE 2 HBsAg
o HHBV IS 5 IRV R, 2 PUREiasT
Jii, HBVE RIS EIF0H], ALTHARE 7 IEH Y
W TR EEZ TR EATT & HHBY DNAJK PAZLE
FEEE BB R shIE I, RS ALTHE 1E 5
W, DR T8 S R 2H A B i o e R A
AT 2 RE RN AF b R B E R R A . 5 (18
PEZTIRT A BvaHERS (2015 D ) Bk, (18
P ZRIFF R BiE TS (20194E80) ) it —B9 kK
TEP RIS B HBsA gl i & B 878 7 FR 1L
U FZ N PO JE A7 ARV AR 13 BIAS R 45 = A
W& ALTTE S B FF I 98 0 3 S 2 B I -5 v A X AN
— B DL R B AT PR R 1 AT AT e 2 R R v A
JRE, st FARE s MEHBsAg#En & H B HBV FE 0
Ji R WO HUSE U O 50998 5596 7 SRS, (HAR R M R
B LR AR % A\ BEHBY FLIS0E 5 HUR 28187 12K
R LR A A5
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AT HATAE— E R RE. B—, £TOZ
ARV B T HBs A gt iy 5 # I MU UK FE — N8
MR HATHE Vs @ B VIR HBY DNAKS
MARF) REE RS, AW 7 TR & R BEHBY
DNARMIF; @ik, B2 RIEKR TS AR
7 A8 B A T 6 AR TS S M HBs A g5 5 3 AT P 25
BIT, SEAMAEARR/D. 2, KIEABH
i BB o AE TG S HBs A g ity & AR S g N AR,
JEGNNHIE FORI AR G NAIEFC I N BEAE 25 T s R R E
AR, E R E R B, A
A 589 Bl Bt BA BB 9T, JeiE N SR AN S iEHBV 5 [
A, HBV T B bx 40 55 At mT 58 52 0 B 30 10 A
o AN, BRONSERRIE . AT AR E 7 A PR Y
TEAL, AW ARIRAIR R HAh 7T B S EHBV FL%
WA . SB0U, HBV S G BB A B0
A, BEVTR TR EE, TCVE AN HBY BRSE 6 AR 3h
PEHBsAg#E 1 & i B 4h R pIsem . Rk, RRA
BT 20 REEARMRAB, REYZIE AR
31 HBsA g7 # HBV FB0E 1175 R B A H 21
PRI Lo

g5 b, AWK ARSI EHBs A # ] H
HBVHE#E, H&HE G FHBY DNA (= 100 1U/ml)
FEHBV RS A7 G K 2 HBV S J5 Al H
BB ShRE 5, TR BRI — 2
ECAB AT JOE B AT 44 ; HBVGE R 1T PR A
I7 AT SR R AR ARSI T DU RE IE R, RPUREE
18IT HA-EHBY DNAKZEY, {HFDhREATI7E IE 5 36
Wo FAEARE SN EHBsAgif i rhoinsiba v, A
RINHBV FS0E, FE0THBY FS0E 2 B AR i 4H
SV LR B APUR ERR YT R
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