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Interferon increases clinical cure rate in chronic hepatitis B patients with low HBsAg

levels
Deng Ying, Liu Ming,Guo Yan, Xiang Xiaomei, Tan Zhaoxia,Mao Qing ( Institute of Infectious Disease ,Chongging Key
Laboratory of Infectious Diseases, Southwest Hospital, Third Military Medical University, Chongqing,400038, China)

[ Abstract | Objective To investigate the clinical cure rate, influencing factors and optimal duration
of interferon (IFN) treatment on chronic hepatitis B ( CHB) patients with low HBsAg levels. Methods A
total of 74 CHB patients with low HBsAg levels ( HBsAg <3 000 IU/mL) who received pegylated or
conventional IFN treatment for at least 24 weeks in our department from January 2012 to August 2014 were
enrolled in this retrospective study. The patients were divided into response group, partial response group and
non-response group depending on the serum status of HBsAg and HBeAg at 24, 48 and 72 weeks. Non-
parametric test, Chi-square test and logistic regression analysis were used to comparatively study the baseline,
HBYV serum markers and other laboratory parameters between the response and non-response groups during the
treatment. Results Twenty-five of 74 patients (33.8% ) responded to the treatment till the drug withdrawal.
The median baseline level of HBsAg in response group was lower than that of the non-response group (70.70
vs 440.71 IU/mL, P =0.041). Pegylated IFN (Peg-IFN) had a better effect on HBsAg clearance than
conventional IFN (41.9% vs 22.6% , P =0.084). The decreased percentage of HBsAg quantitation at week
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12 could predict the treatment efficacy at week 24 (OR =1.058,P =0.010). The area under the ROC curve
was 0. 860, cut-off value was 78. 9, sensitivity was 0. 889 and specificity was 0. 815. Similarly, baseline level
of HBV DNA and the decreased percentage of HBsAg quantitation at week 24 could predict the treatment
efficacy at week 48 (OR=9.112,P =0.033;0R =1.089,P =0.006). The area under the ROC curve was
0.870, cut-off value was 69. 7, sensitivity was 1 and specificity was 0. 722. There was a positive liner
relationship between HBsAg clearance rate and treatment duration within 48 weeks. Twenty-one of the 74
(28.4% ) patients achieved response at week 48, which accounted for 84.0 % (21/25) of the total response
patients at the end of treatment. Conclusion
higher in patients with low HBsAg levels ( HBsAg <3 000 IU/mL) than those with high HBsAg levels. The

curative efficacy of Peg-IFN is slightly better than conventional IFN with a recommended duration of 48 weeks.

Our data indicate that clinical cure rate of IFN treatment is

In addition, the level of HBsAg decline corresponds to the therapeutic efficacy, which provides guidance for
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the treatment duration.
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e F 5 2 BT R % 5 (hepatitis B virus, HBV') &%
YL A TIX, 2006 4F- 4 [ i i A 5 2 A R
FIRFR 2 10 5 7t (hepatitis B surface antigen , HBsAg)
RN 7. 18% " o 18k 2 R B LT % ( chronic
hepatitis B, CHB) g%y 3 000 75 A", IfiL7% HBsAg 7k
RT3 T (W I R T b, He 5 58 9 12 A 2% 1)
A, ML S M Vg HBsAg T8 B, st A 1 BH 1k %
TR, B KIS ) o 2015 4F 5 3T i 18 ik 2
IR B AR ) 2 H , IR 7 i B X S A
S 0] REIE SR AT A, 1 LT HBsAg 4 2 2 I
PRVA AR EERRE R L5 CHB B 59 HBsAg
THIENT 43 e, 78 S B H & HBeAg I3 27 5% e 11
CHB (i #h , HBsAg 1) FLARTERRRAUH 0.5% ~1.0% " ;
TEREZAZ T (12) 25014 [ nucleos (t) ide analogues, NAs |
BUREHAI A0 T HBsAg TFRAC 0% ~3.0% 77
TEHEZ TP Z (interferon, IFN) 357 (1) 235 1, HBsAg
TR A R, 3.0% ~7.0% "7, NAs BAT
N RE R A0S BT RIWINZ  (E R R AR
B B AL R AR T IFN A YUK S
G RE T O AR PR B, J2 H AT A AR AT
HBsAg i FRF A 254, Bk IFN 1] $2£ 5 HBsAg 3 BR
R ABHEEIER £ 2 & 5, RS H 48 CHB
B L, BIEA IEN J597 3K 15 5 HBsAg B FRF A
FERRAE X 24 T A WU s B [R] sk 3 IR 3
WA ER A EE, AR £ AIKKFE HBsAg B &
AR5y ARAS HBsAg R, BRI 52 [l B4 A7 74 4]
H2k HBsAg <3 000 IU/mL £ IFN J4597 #y CHB &%
HBsAg {5 BRI SIF RO W [ &, oE— 2 B IEN 3R
7 ARAFIG RIA A fe il AR i Y7 R, B 2 CHB
FEE N TEN S PR YA A AR 3 .

1 &57H%

1.1 BRRA % 897 7 ik B7 ) b

11,1 BFgEx4 M 2012 4E 1 H % 2014 4E 8 H
FEVY B BB 112432 TFN BT 19 1 449 {4 CHB
B PR AT A LA AR vE R 1 263 74 B, A BEbR
e DFF A 2015 418 ME B R B iR 16 7 ) A 18
HBV J&Zekr e | H HBsAg <3 000 1U/mL; @IFN J7
=24 Ji; Qi SR % (TBIL) <2 x ULN(IE# 1
EBR) o Y R L B i (ALT) < 10 x ULN;
@36 A~ H I IEN fifi Fl s S Te e e P lyayr st o HE
Bashr o« (D [ B & Y HAV  HCV  HDV  HEV = HIV
S5 QA TS TR AR TS YR RS I I L 25 9P R
ot [ B G VI 55 s @ 8L Ok e AR B i Ak I
FEE . AN = RV ERR &
e

1.1.2 BT Peg-IFN: Peg-IFNa-2b (50 pg ¥
80 pg) ok Peg-IFNa-2a( 135 pg 5% 180 wg) A 1 K %
T4 ;¥ IFN . IFN@-2b 6 mIU, IFNa-1b 60 pg f& H
LR S Trfess =24 .,

113 Jrsschllr G IRIA AR FR S 8 22 28 H
HBsAg B ol £ 47 §-HBs BH% (ALT 1E % | F41412
e R AR T HBsAg 1125 J2: I PR YA A1 (19 3 3245
AR HOARHE ST ARG B LT HBsAg ) HBeAg J& 71
s X s 2540, HBsAg ¥ [%: ( HBsAg < 0. 05 TU/mL)
H HBeAg B (HBeAg < 1.0 COI) ; A 244, HBsAg
FeW5 4 (HBsAg=0. 05 TU/mL) ; #4312 40 , HBsAg ¥
Pk (HBsAg <0. 05 TU/mL) {H HBeAg {/3 fH 4 ( HBeAg =
1.0 COI) .
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— TR A 1 AR JIFN ST R (HBsAg T BR
Aef 1] (2253 FF i TEN 3697 21 HBsAg 35 BRI A BSH]) |
IFN 2 RES NAs IR YT SR 25 8 s R St g0 =
fRbrfl$E: ALT TBIL, [ & (1 (ALB) | [ 40 il i1 %%
(WBC) . 1fii/Miit4 (PLT) (Il HBsAg & it . L3R
[H4i14 (HBsAb) \HBeAg HBV DNA ;&7 i 8 i 50 55
FAEPR 55 12 .24 48 Ji] HBsAg 5 i ARk 5 DL K Bl
ViTh 25 SCR E A AR AR A o XA B0 U] 7 i 177 B 1)
KA EHE LA G {E b 25 12 .24 48 [ 1) HBsAg
1.3 S50

4 A B &G4 ML ( ARCHITECT i2000sr,
Abbott /v #] ) Ml i HBsAg . HBsAb HBeAg, H. " HBsAg
>250 IU/mL 25, 1: 500 % B J5 5580 kil ; 28 0% @ &
PCR ¥ ( LightCycler ® 480 Tl , Roche 2\ &] ) ] & IfiL V&
HBV DNA (£ il & fR 500 1U/mL) ; 4 H 3 4= 1k AL
(7600-020 , HITACHI /> &) ) il 42 3% ALT . TBIL ., ALB
K5 4 B B 3 ZE M 53 1A ( XT-2000i, Sysmex 2
A)) & WBC PLT,
1.4 %itsr%

K SPSS 18. 0 A HT , X ECgest IS £ (' H

Ay E) FOR LI BRI o R 5 I 25 20 A T Rk
BRI ik (B IME ~ e KAE) 3R, ] Bk
JESHK S 5 R Logistic [0 I #E 47 BRI 2 il 2 I R
(forward , LR) f JXUBS: 53 M7 , % 697 2 2 th HBsAg T [
A 5 Bk 520 TARFRRE i £ (receiver operating
characteristic curve, ROC) #ffj &8 %7 & 00 75 0 4 {5,
IEHEA AR ARG P . B AL S P <0. 05 IR M
HESAGIFE L,

2 HR

2.1 BHe A4

YINIR T4 BB F R IRTT AT 2R R 25 ], R
25 43 5], 53 N2 6 15 BBV 54 51 (73.0% ) , 2k
20 f(27.0% ) s i AF4% 33.5(15 ~60) %/ 5 i i JE 4R
HBsAg 7K 169.99 (0. 24 ~2968.97) IU/mL, 7E{Z2)
Aef 07 2 2 5 A IO 2 2 ) Bk b g T, {34k HBsAg K
PAEG A2 R (P =0.041) , B 2 20 i85 1Y B2k
HBsAg 7K -5 A hi 2 AR (3 %2: 70. 70 TU/mL vs
440.71 TU/mL) , Ti4F#E PE5] IFN 28580 REA 24 8 |
IFN J& A NAs 597 . HBeAg R4 . HBV DNA 7K
SF- ALT . TBIL ALB \WBC .PLT ¥ L4122 5% (P >
0.05,% 1),

R1 TAHTFHRFERTHEEHZRRFEERREBENELTHLER

B (EFTiNRINA
E S SR (n=74) P1H*
N (n=25) RN (n=43) WAr NI (n=6)

AR (%) 34(15 ~60) 33(16 ~48) 34(15 ~60) 32(25 ~38) 0.291
el il 54(73.0) 19(76.0) 30(69.8) 5(83.3) 0.581
5’y 20(27.0) 6(24.0) 13(30.2) 1(16.7)

IFN 257 Peg-IFN 43(58.1) 18(72.0) 22(51.2) 3(50.0) 0.092
55 TFN 31(41.9) 7(28.0) 21(48.8) 3(50.0)

WEAE 2t CING 33(44.6) 14(56.0) 17(39.5) 2(33.3) 0.189
238 41(55.4) 11(44.0) 26(60.5) 4(66.7)

B4 NAs© ¥ 46(62.2) 15(60.0) 29(67.4) 2(33.3) 0.536
H 28(37.8) 10(40.0) 14(32.6) 4(66.7)

HBeAg [k 42(56.8) 19(76.0) 23(53.5) 0 0. 065
e 32(43.2) 6(24.0) 20(46.5) 6(100)

HBV DNA <500 IU/mL 49(66.2) 18(72.0) 26(60.5) 5(83.3) 0.337
=500 [U/mL 25(33.8) 7(28.0) 17(39.5) 1(16.7)

HBsAg(1U/mL) 169.99(0.24 ~2 968.97) 70.70(0.88 ~2 591.64) 440.71(0.24 ~2 968.97) 62.4(0.98 ~537.64) 0.041
ALT(IU/L) 34(11 ~312) 32(11 ~312) 40(11 ~233) 29(17 ~198) 0.199
TBIL( mol/L) 14.0(6.0 ~33.4) 14.3(6.0 ~33.4) 15.3(6.2~31.9) 11.4(8.0 ~14.6) 0.839
ALB(g/L) 47.1(40.6 ~51.8) 47.0(40.6 ~51.8) 47.2(40.6 ~51.0) 49.8(48.9 ~50.9) 0.571
WBC( x10°/L) 5.2(2.9~9.3) 5.3(3.1~9.3) 5.3(2.9~8.8) 4.6(4.1~7.5) 0.731
PLT( x10°/L) 156 (37 ~300) 156(49 ~275) 155(37 ~300) 174 (84 ~224) 0.944

a: R PWITA PAEY A B AAE R B AAZ A i b, BRAE)R 25 £ 35 IFN 5857 372 T #4730 0m 58 97 (36 . IFN & 57 9]
R mERLE ;2% N B R M ARBER S S, 0.3 NAs fo IFN) ;¢ 2 FFA NAs 235 IFN j5 75 2 7 2 & R i B: 4
NAs &7 s A PR E /A KRR P (R IME ~ R RAE) &7, A PR AMEE (B o) 2T
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2.2 pMRAE
J2k HBsAg <3 000 1U/mL H_IFN J7fE =24 J&(#
CHB 3L 74 5], IFN JRY7 2505 24 FRS, kAN &
9 il s AR L 2% 65 i, Hor 12 7R J5 223k 7 h (K ik
48 Ji) RPIT USSR VT o IRIT 25 48 JART, By
2B 12 5] #5328 5 51536 ATh AR 2, e 19 3]
TESRBLRITH (RIS 72 J8) RGPS AR Vi IR
J7 AR T2 JEIE, G HG A 2 5 15 5 R N R Ak sk
IRIT AT (73 ~ 131 J&) , B 2 B0 1 i
OB 12 U AR . AR LA 1,
2.3 IFN %77 RAH B E

RYEE 1 7R AT AR T LUF 234 o

24 JAIT AT IRYT 24 JAREXS 74 B E M T
B, N9 ], I 2B A AR I A A 4 FR b Y BRI R 43
Privss A5 12 J8 HBsAg TR H 4 80A Giit e 22 5
(OR=1.058, 95% CI=1.014 ~1.105,P =0.010) ; X}
PEG AEHS IFN 2571 HBeAg ARAS (IFN 2R ECA NAs
IRY7 BEAE 25 52 \HBV DNA /K- HBsAg 7 i 7KF
DL E 12 J8] HBsAg T B 4y Bl A7 2 I 2 o br,
HE12 A HBsAg T R A 28 A 41t & L (OR =
1.058,95% CI=1.014 ~1.105,P =0.010) , EP45 12 J&

HBsAg IR 1 70 B 24 J 4R HBsAg 3 BR (4 T

SENE

ﬁw\' JrFE=20 Ji H HBsAg<3 000 llr/nﬂ

(N=74) J
prr—— e (e ) [ sEdr
24 IRt : 1 =9 (n=9)
R
(n=65)

R fF2 (n=12)

T (n=5)

A=

48 J#

48 Ay PR

RN
(n=36)

| w12 kﬂlﬁi’ﬁmnzloj

ERE ]

RN
72 BT RO 25 T =2 | o=
AN
(n=15)
b
|
B
JLEAST (n=2)
PNIE:

E1 74 G FHRETHEEZERSEFRBET

SHREE

R2 FHRIFARTENZEFSUERRESE 24 AR 8 ARBRENHMEE ST

24 JRB R RS0 24 Z W RS 48 JAS K Z AT 48 JAZHZ ST
AHOCHER

OR(95% CI) P1E OR(95% CI) P1E OR(95% CI) P1E OR(95% CI) P1E

AEHS 0.976(0.904 ~1.055)  0.542 0.851  0.960(0.894 ~1.031)  0.261 0.243

PR 5 1.000 0.651 0.781 1.000 0.447 0.491
'y 0.708(0. 159 ~3.150) 1.923(0.357 ~10.363)

IFN 2% Peg-IFN 1.000 0.217 0.605 1.000 0.867 0.648
e3E PN 2.819(0. 544 ~14.619) 1.12(0.298 ~4.203)

WEAE 25 b oa 1.000 0.111 0.136 1.000 0.867 0.558
2498 5.684(0.671 ~48.148) 0.893(0.238 ~3.351)

Ay NAsC ¥ 1.000 0.976 0.156 1.000 0.245 0.943
H 1.023(0.233 ~4.486) 0.455(0.120 ~1.717)

HBeAg )¢5 1.000 0.068 0.088 1.000 0.185 0.995
B 7.294(0.862 ~61.691) 2.684(0.623 ~11.573)

HBV DNA <500 TU/ml. 1.000 0.976 0.881 1.000 0.076 1.000 0.033

=500 TU/ml 1.023(0.233 ~4.486) 4.474(0.856 ~23.369) 9.116(1.202 ~69. 120)

HBsAg 0.999(0.998 ~1.001)  0.216 0.583  0.998(0.996 ~1.000)  0.049 0.321

%512 JF HBsAg I E 404K 1.058(1.014 ~1.105)  0.010  1.058(1.014~1.105)  0.010  1.033(1.009 ~1.057)  0.006 0.630

5 24 J& HBsAg FRE /5 1.079(1.020 ~ 1. 141) 0.008 1.089(1.025 ~1.156) 0.006

F P 24 J B 48 B T A AT, A vA LR B A B B H IR HBsAg 5 HBeAg AR B ARy AL R B A, B34 A mAME Rp A
WMZ R a: RAER S L 18 IFN S A AT H TR ES T O I L (MG IFN ST AR mER S £, 2% . IFN ST
HFFHAERL L, 636 NAs &K IFN) ;b B2 4 NAs 3572 IFN & 57 i 42 b B B BE & NAs 78 /7 ;¢ HBsAg T & 4435 3% 0 B

HBsAg {f45 3 2% HBsAg {A F 098 43
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~150- ' o I — Bk :P/;ESA 24 Ji T
120 I y i @ 0 ,If T T T T T 0 T - /i T T @
12 24 48 0 02 04 06 08 10 0 02 04 06 08 1.0
JE% 1 14

AR R R 12 24 48 849 HBsAg T 48 24064 ;B:24 B 54769 % 12 )] HBsAg T 8 4% ROC W & 2 47;C.
48 J 54 % 12 /24 B HBsAg T & 4 % ROC wh & 5 #7

&2

48 JEIT R AT 2 24 JE R N 2B ) R B AR SR IR YT B
48 J& , Horr B oy 1 28 2 R I B AN HE A 48 Tl BT A
SRR 0T, IRYT 48 JEBT A A 48 ], HidoEr
HORE 12 ], X DA SRR A A T B R AT
4R HBsAg i it \HBsAg 55 12 24 JA R R A 43805 =
P52 X (OR =0.998, 95% CI =0. 99 ~
1.000, P =0.049; OR = 1. 033,95% CI =1.009 ~
1.057, P =0.006; OR =1.079,95% CI =1. 020 ~
1.141,P =0.008 ) ; Fr55 24 I Z R T AR R
Gh G 24 J T R A BT Z M E o8, Ho
HBV DNA 7KF-(OR =9.116,95% CI =1.202 ~69. 120,
P =0.033) Il HBsAg & 24 JE FFE @ 4345 (OR =1. 089,
95% CI=1.025~1.156,P =0.006) %4512 X,
B HBV DNA <500 TU/mL H %5 24 J& HBsAg T [T i
fe S RE TN 48 JRIET ) HBsAg W5BR (£ 2) .

T2 JAIT R M 48 JA AR N 24 1 BB R BB YT &
T2 A, BRI IE S 19 1, 36097 T2 JEEEXE 17 45 58 5
F753 0, e W 2Z: 2 ), AR 28 15 ), B T s b
ARBTG5 L R &5 R 2R {H R 4
[ 2 6] 57 22595 1611341 Peg-IFEN J597 3 H JL4% HBsAg <
1 000 IU/mL % .
2.4 &y7idA2 P HBsAg T a3t i 09 77 2 Fm

M EAREER AT AT IR o B b HBsAg R %
SO O N A A AR AR, BT 2 A i 3 2 HBsAg
TREA B ER WAL TSR, B 12
HBsAg T [ E 20 50nT Wil 24 J&Y7 20 (P <0.001) , 53
24 J&] HBsAg [ & 43 B nl B 48 J 97 8 (P <
0.001) ,{H%5 48 J& HBsAg [ H 20 %00t 72 J& 974008
TME (P =0.180) o XF 24 JJ7FRFHr B4 12 4
HBsAg % H 7040 ROC ik (1K 2B) , 2 T 1 R
0.860(95% CI =0.760 ~0.960) , F: /& Cut-off K
78.9 , M Y B ME Ry 0. 889, K SN 0. 815, X
48 FETF R B EE 12 Fi 24 J& HBsAg T [ 20 il

B ZRFF R EE THRRTIED HBsAg THE LR R EXETT M Z BT

ROC £k (& 2C) 55 12 Ji] HBsAg TR A A 8uth 4T
HFLHR 0.799 (95% CI=0.665 ~0.932) , [fisH 24 J&
HBsAg TREA 38t & T Ak 0. 870 (95% CI =
0.772 ~0.969) ,ix —45 R 5 48 A Z W K- 4
24 JAHBsAg T B H 3 88 12 AT A B 45 R —
B, 55 24 J5 HBsAg F T 238t i Cut-off {54 69.7,
I A REURAE R 1 R Sk 0,722
2.5 HBsAg RfFrk

PLIEN G Y7 I %Az HBsAg 15 BR A ] (R 25 A6
HULEITRRT) MR AR AR, DL HBsAg R BR NI
AR, G325 Peg-IEN JRYT2H 558 TFN R 7720 LK
P SRR HBsAg RPUGBREIE, i 3 R, IFN
TRYT 48 JE B EA HBsAg 1 BR %y 28. 4% ,48 N 4%
YT B3R 5 IR YT I TA] S 2R M IE A G, 48 8] B AT i
R 21 4], 7 BN A 84.0% (21/25) . 48 JHlJE
il IEN 777 2H HBsAg 15 BRFCR NN, ) Peg-IFN 4]
THERRATSA S22 ,48 RS IZAAA 4 018 & KA
I A SN BN 22. 2% (4718 ) o Peg-IFN &
i IEN P2 AR R AT LA, A TR 97 45 R 1Y
FRUEbR R F G L (41.9% vs 22.6% ,P =
0.084) fH[& 3 W] W5 PR Peg-TFN j 77 2 AU KR AT
Fen T TFN 21 SRR

45‘ I
a 119 1,419

SO EE ! S
S 1
= 35t
¥ 50l A% 119 Ji,33.8%
ST 25t
& oot . 104 J&,22.6%
E;f; 15} . —— WAL
£ 107 ‘ -0 Y TFN AT 4L

51 . —&— Peg-IFN A7

0 20 40[48]60 80 100 120 140

s ] (/&)

B3 HAEEUZERSEFRBERRERZNTN
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2.6 BRFEREHIG

TRYT 45 A O 2 B AL 25 ] (25/74,33.8% ),
Horb 19 4] (19/74,25. 7% ) H 38 HBsAb [ v %% Ky
203.96(16.81 ~ >1 000)IU/L], /& )i 2 ABEHY 76%
(19/25) , IBITLEH G BB o, N2 B b 1 1) (X
i IFN JRY7 45 5 HBsAg %5k H HBsAb 16. 81 1U/L)
P2 5565 7 J6 HBsAD JH 2, iy PR 3 88 42 afi ik FH 4
RESNE 259 (PR 960 2R LA B W B o i 25 46 ) Tl i B¢ 8L
RS, TTIRERE2)55 38 i HBsAg & [H; RN &
BT 2 o BITEAE 24 5 5 31 89 T &4 HBsAg
THBR (IFN S RE 53900k 70 F194 J& , {525 1) HBsAg 4y
B4 0.53 fi114.03 TU/mL) , {034 7= 4= HBsAb; {224
JE RS 4 51158 53 2B B, 3 Bl oy AR 2 e
8.24 F155 Ji ¥ HBsAg EIH(HME LK T5% ),
{2 HBV DNA $FZ TAEI T IR B AFIhRE IE % o

3 iFig

ST RPN A T 74 6] IFN 3697 B9 HBsAg &
KR T 3 000 TU/mL (1) CHB fR 5, f5- 25 i iR Il R
IRERIA ) 33.8% , W ki i T4k HBsAg =KV %
(fr3esk 1273.5 ~10 000.0 1U/mL) B RIG A
(2.7% ~16.2% )27 1Aoh, 6 % I HBsAg 7K i
MRARAR I RIA ) vl REPE B S o 28 R 15 2 e k2
BT, 3515 HBsAg 375 [ B HBeAg B 11 R V4 A1
FPACA 1 (1725 ) 78 1 3R G0 08 300 ) 049G 50
TR B HBsAg & [H, Hi4x i3 HBsAg ¥ HF4L [
P JFDIIE R, AT WARTR IR RIG B A B BT R E . K
Jof 25 BB RS 24 5 B U OB 3 2 614845 HBsAg 15 BR,
75 Marcellin 25 RIS bt A S IR G 4008 L (H T 30
WERIF A = X8B3 N 24 8, Bl 45 2 i) = A
HBsAb, 2 7F 15 2 5 4 B 9 1 3 HBsAg & FH, W] 1AL
XAy HR IR AR B B IE A e sl ikt S 1 R4y
I (911 A N A5 ) PR 2R A AT D AL

XF IEN 2RI A7 4047 B % R, LA Peg-IFN J5 97
215338 IFN JRY7 42y i BREUEBR R 24 5 0 gt i
X BE 3 A ULSEBR Peg-TFN 697 2H 2 AE bR 2475
i A TEN 2 RBUEBR R (41.9% vs 22.6% ) . X
55 Li % (g Meta 3#775 1 Peg-IFN 3477 41#) HBsAg
THRR RS T PN 4R 4518 — 2, Pl R
N SCHEEAS ] Peg-IFN 3697, FRIE 3 3G i B2 Y
THBRRASA IR v] UL ,48 JE AT HBsAg (& BRR 5177 i
[i) S 2R M T A G, 48 J B 4 B S 28 481 21 431, o A
N ZEEIY 84. 0% (21/25) , Hom i 45 1R 97 B 18] ZE 4 3
BR300 k2 P, WG PR AT 48 JETTRR 1Y
09T o (HIE,48 JHJ5 Peg-IFN IGIF AN A 4 Bl H &
AR AL BN BB 22, 2% (4/18) T i

IEN 3597 2H N 24595 1) 3 TG 38, B8 e X F Peg-IFN 4
JTH HER TR T RES AR . Ren 257 X} HBeAg P4
28 NAs JR97 5230 HBeAg #% [f] H HBV DNA % T 45 Il
TRR &Y B & BT Peg-IFN JAJ7, 15 96 JEJ7 7 AY
HBsAg 5 R = T 48 JAYT A IE BR %2 (21. 3% vs
16.3% ), [FIFEIESE T 48 i oA 4R 8508 3 2B K7 # TS
AHL3k A HBsAg W Bk, L, Xt F %38 IFN j3 97
AN 48 FET A ARAT HBsAg 15 BR , WA i gk 235
i IFN JRY7, Al 55 25 sl R 4 HBsAg T [ 46
Peg-IFN J597 ; 1 XF T Peg-IFN 397 # ,48 JHIG 7 A 4R
FHITRL, ANARER 24 Ji] HBsAg N[5 A 43 $ui it 50% , /]
HBGERIFRE SR 72 JH]

ARG R BT T4 R, 55 12 J& HBsAg T %
E BT TN 24 JEYFRL, 2455 12 Ji] HBsAg T R i
78.9% W EA ] fETE 24 JE 2k A% HBsAg iR ; 56 24 J4
HBsAg T 40450554 HBV DNA 7K 1] 2 [m] $5i0]
48 JE Y73k, B 34 HBV DNA < 500 TU/mL H 7E 4%
24 JiHBsAg TRt 69. 7% & A1 1l GefE 48 Fi 3k
73 HBsAg 3Bk 572 JRIY7 3% D 511850 oK e IR 7 LY
JERHM 2 . R, TFN A7 o 72 o i & 73 HBsAg
BB YRYT 12 J8 5 T AR 4 24 mi s R 5 Y HBsAg
N E BT 4k S2I6 YT R — A A 5 A9 HBsAg %
PRAESR, i — 20 5 8 8 KT R A 3K 25 R AR 5T
HBeAg IR X HBsAg J& 75 3 B JC 1. 3% % i, 5 Ning
Al B WF A 4 B — B, BIRT ST HBeAg BH A 52
B NEAK KT (ABF5E HBeAg R $h 4. 83
COI,Ning 25 " 55 o HBeAg #J{E 7 8.5 PE 1U/mL),
I R S e rhoxt TR 7K F- HBeAg f8 # [A] B 1B K HBeAg
I3 #5405 HBsAg JEBRIY H bR 248 2419, 16 T
7KV HBeAg A HZR YT H ARSI HBeAg IlLV5 2%
e, HBeAg /K F- = IR 55T HBsAg 1 BRA F2 M4 77
B Z MBS SO . ARIESE  IFN R YT R B  S
1A NAs Xt HBsAg T BRI 835 w2 i, S 7R 36
NAs Jf R g4 = HBsAg WE B %, 5 Bt ssie —
gl 13.16] ,{H Marcellin %“5] 8 Peg-IFN Bi & & SR
VAR T T8 T R B FH Peg-IFN [ HBsAg %5 2l S
FE, PRATY 5 ZERREAS (1 FILTE 1) i B 1 i PR F 9 R 446
REHMEE AT E . RN A JCREA:H 248
SR & HBsAg 3 B TG 35 0, 15 Xie 451
HBeAg FHM: 9] Peg-IFN 57 1l A JC ETV IR Y7 5 JF

NI i HBsAg W BRH 4518 — 3.

AWFAAFFEA 24k 158, T IFN [ sIVE -
% B B SN A B, H 58 ik )7 B 0 BB B i
A BN A TR e HBsAg i 5 A6 0 9 B[] A 0, DA
SO [l Jist iy (5 e A0 5 AR, 2 [mT st i 5 BT R, B
A2y s R A 24502 2% , A 9% I A 6 FH 24 (R R g
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TR 208 s B8, i T CHB ABE A & HBsAg 7
BRRMAR, AL 0.5% ~1.0% ™ ABFFE R B R
it HAZH

2% A TFN 597 R4k HBsAg <3 000 TU/mL
I R IR AR B . 5 T IR LK & 3, Peg-IFN J7
WA T30 IFN Ry #2 P 2R 12 .24 ] HBsAg
R J3 G R TR0 iy 2 ) 1] 550 1Y) HBsAg S BRITFRL, H X
IEN J7 75y 48 J&, N5 Peg-IFN J537 48 JE M A 45
HBsAg 5 BR, T PPAL 55 24 Ji] HBsAg T R i B2 15 DL e
ERIERITRER 72 [,
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