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Abstract: Objective To investigate the antiviral efficacy of pegylated interferon a-2b (PEG-IFN-a-2b) in patients with HBV-
related liver cirrhosis, to assess the safety and tolerability of this regimen, and to provide evidence-based medical evidence for
optimizing the treatment strategies for patients with HBV-related compensated liver cirrhosis. Methods A prospective study was
conducted among 115 patients with HBV-related compensated liver cirrhosis and 114 patients with CHB who attended Third
People’ s Hospital of Taiyuan from January 2023 to March 2024. Treatment-naive patients received PEG-IFN-a-2b monotherapy,
while the patients once treated with nucleos (1) ide analogues (NAs) received PEG-IFN-a-2b add-on therapy. The patients with
HBV-related compensated liver cirrhosis were followed up at baseline and at 12, 24, 36, and 48 weeks of treatment. Samples were
collected from CHB patients at baseline and at the end of follow-up to assess virological indicators, routine blood test results, and
liver function. The chi-square test was used for comparison of categorical data between groups; the independent samples i-test was
used for comparison of normally distributed continuous data between two groups, and the one-way repeated measures analysis of
variance was used for comparison among different time ponts within the same group, and the Bonferroni was applied for post-hoc
pairwise comparisons; the Mann-Whitney U test was used for comparison of non-normally distributed continuous data between two
groups, and the Friedman test was used for comparison across different time points within the same group, and the Nemenyi test
was utilized for subsequent pairwise comparisons. The multivariate stepwise Logistic regression analysis was used to investigate the
influencing factors for clinical cure. Results Compared with the CHB group, the HBV-related compensated liver cirrhosis group
had a significantly higher mean age (43.50%9.97 years vs 40.90£8.16 years, t=2.160, P=0.032) , a significantly higher
proportion of patients with hepatitis B e antigen at baseline (28.70% vs 15.79%, x*=4.788, P=0.029) , and a significantly lower
platelet level [ (178.67 +55.07) X 10°/L vs (194.93 +55.79) x 10°/L, 1=2.217, P=0.028]. Compared with the CHB group at the
end of follow-up, the HBV-related compensated liver cirrhosis group had significantly lower HBV surface antigen (HBsAg)
clearance rate (10.38% vs 33.04%, x*=14.988, P<0.001) and HBV surface antibody positive rate (0.00% vs 19.64%, x’'=
21.041, P<0.001). Compared with the CHB group at the end of follow-up, the HBV-related compensated liver cirrhosis group had
significantly lower aminotransferase levels [ALT: 31.00(19.00 ~47.50) U/L vs 40.00(27.00 ~57.00) U/L, Z=2.433, P<0.05;
AST: 31.00(23.00 ~ 45.50) U/L vs 37.00(25.00 ~ 52.00) U/L, Z=1.963, P<0.05], but significantly higher level of white blood
cells (WBC) [ (4.02+1.56) x 10°/L vs (3.59 +1.24) x 10°/L, 1=2.272, P<0.05], neutrophils [ (2.39 +1.17) x 10°/L vs (1.87 +
0.94) x 10°/L, 1=3.284, P<0.05], and platelets [ (143.93 +68.10) x 10°/L vs (121.88£49.72) x 10°/L, +=2.588, P<0.05]. A
lower level of HBsAg (OR=0.997, 95%CI: 0.996 —0.999, P<0.001) and previous treatment with NAs (OR=5.889, 95%ClI:
2.195—17.330, P<0.001) were positive predictive factors for clinical cure, while liver cirrhosis (OR=0.177, 95%CI: 0.063 —
0.470, P<0.001) was a negative predictive factor for clinical cure. During follow-up, no patients experienced acute
decompensation or progression to hepatocellular carcinoma, and the main adverse events included fever, fatigue, reductions in
WBC and platelets, weight loss, alopecia, and thyroid dysfunction. In the subgroup analysis of HBV-related compensated liver cirrhosis,
in both the treatment-naive patients and the patients previously treated with NAs, there was a significant reduction in HBsAg level from
baseline to week 36 of treatment [ treatment-naive: 99.25 (5.87—1 212.35) TU/mL vs 403.47 (36.94—2 569.02) TU/mL, P<0.05;
previously treated with NAs: 205.94 (14.00—737.80) IU/mL vs 427.03 (65.64—1 552.65) 1U/mL, P<0.05] and week 48 of
treatment [ treatment-naive: 85.45 (0.58—827.56) 1U/mL vs 403.47 (36.94—2 569.02) 1U/mL, P<0.05; previously treated with
NAs: 4528 (0.16—267.27) TU/mL vs 427.03 (65.64—1 552.65) 1U/ml., P<0.05]. There were significant increases in the levels of
aminotransferases during treatment, as well as significant reductions in the levels of WBC, neutrophils, platelets, and hemoglobin (all

P<0.05). Conclusion  Although a finite course of PEG-IFN-a -2b therapy has achieved a relatively low rate of clinical cure in the
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treatment of HBV-related compensated liver cirrhosis, it can still significantly reduce the level of HBsAg, and this treatment regimen has

good safety and tolerability, without accelerating disease progression.
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Table 1 Comparison of baseline clinical characteristics between compensated HBV-liver cirrhosis and chronic hepatitis B

eIty CTRIFRALEWINFRE AL 2 (n=115) 18P RIAFR L (n=114) S RaR(c] Pl
B (4i) 81/34 73/41 X=1.065 0.302
(%) 43.50+9.97 40.90 +8.16 1=2.160 0.032
CIRFR GG [H1(%) ] 26(22.61) 38(33.33) X'=3.759 0.052
JiF 98 51 w2 (41 (% ) ] 25(21.74) 33(28.95) x’=1.215 0.270
W AR sk [ 45 (% ) 19(16.52) 23(20.18) x'=0.296 0.587
PRI [ (%) ] 13(11.30) 7(6.14) X'=0.044 0.833
HBV DNA FHH:[ (%) ] 50(43.48) 47(41.23) xY'=1.759 0.185
HBsAg(1U/mL) 403.47(48.56 ~2315.14) 888.62(88.54 ~ 3 071.87) Z=1.530 0.506
HBeAg FHME (%) | 33(28.70) 18(15.79) X*=4.788 0.029
ALT(U/L) 26.00(19.00 ~ 38.00) 24.50(16.75 ~ 34.25) Z=1.790 0.154
AST(U/L) 24.00(20.00 ~ 31.00) 23.00(19.75 ~ 30.00) 7=1.578 0.114
Alb(g/L) 45.29 +4.99 46.44 +4.33 1=1.845 0.066
F4iE ( x 10°/L) 5.69+1.50 5.46+1.69 1=1.125 0.261
rheERE 4R (< 10°/1) 336+ 1.19 3.14+1.31 1=1.297 0.196
M/ (% 10°/1) 178.67 +55.07 194.93 +55.79 1=2.217 0.028
IMLZTHE A (g/L) 149.44 +18.75 147.48 + 18.96 1=0.766 0.445

1 HBV, B F R 5 ; HBsAg, LRI R IGFE R M P ; HBeAg, OB F R IR R e LT ; ALT, R MR B ILFEFEE ; AST, KA R REILFE 2

fiti; Alb, IR .

R2 ZEBFFRAREHFELANEEZ BT R AR T L S REHE LB

Table 2 Comparison of clinical characteristics at the end of therapy between compensated HBV-liver cirrhosis and chronic

hepatitis B

iy LT RAREEFREALLH (n=106)  18HE LRI 4 (n=112) GiilE P

HBV DNA FH:L 61 (%) ] 10(9.43) 10(8.93) X=0.011 0.916
HBsAg B[ (%) ] 11(10.38) 37(33.04) X'=14.988 <0.001
HBsAb BAYE[ 1] (%) ] 0(0.00) 22(19.64) Y'=21.041 <0.001
HBsAg(TU/mL) 70.60(2.56 ~ 360.06) 27.10(0.00 ~ 1 138.64) 7=0.867 0.383
HBeAg FHPE[ £ (%) ] 19(17.92) 10(8.93) X'=3.081 0.079
ALT(U/L) 31.00(19.00 ~ 47.50) 40.00(27.00 ~ 57.00) 7=2.433 0.015
AST(U/L) 31.00(23.00 ~ 45.50) 37.00(25.00 ~ 52.00) 7=1.963 0.049
Alb(g/L) 45.00 +3.62 4450 +3.38 1=0.963 0.337
FI 41 ( x 10°/L) 4.02+1.56 3.59+1.24 1=2.272 0.024
PR 2 (< 10°7/1) 239+1.17 1.87+0.94 1=3.284 0.001
1L/ (% 10°/1) 143.93 £ 68.10 121.88 £49.72 1=2.588 0.010
M AT (g/L) 137.33+22.20 131.90+19.01 1=1.816 0.071

HHBV, LRI 599575 s HBsAg, LB 990 75 10§15 s HBsAb , LT 9905 7 R HUR s HBeAg, U NF SR 55 e HUIF ; ALT, N & PR 24 FE 5%

s AST, KA R SRR s Alb, IR

24 GAMWHH PEG-IFN-a-2b VAT BEV ], JCH
H By RE S R AR RO HCC, FEAR R FF
R k(229 i, 100.00%) = T3 (226 4] , 98.69%) . [
41 o ik /D (<4 x 10°/1L) (223 5], 97.38% ) . IfiL. /IN 4 Jik, 2>
(<125 x 10°/L) (219 1 , 95.63%) . 1A & T [% (206 i ,
89.96%) it & (181 4] , 79.04% ) Fl FIR g £ g 5+ 4 (36
B,15.72%) , 4 35 F B B RN K A 22 73T
GiiteEE L (PEHY>0.05) (R 4) . LBIRFRACAEEI 6

fegi i, 3 49 £ 5 TR HE R BR ) i 9 AR v BT AT L 2 ] B
PRI/ BRI D TR TR YT 5 120 SRR 21 b, 2 ) R T
M/ TR WHRYT

2.5 WMiEFe i TR KRZ AT RALE H A XK
AR VIR ERE N S, NA 26 340 WAL hA %
A 0 T SR RR A LG 0 IR T NA &R 4 (P (E
¥1<0.001) , P4 20 7 A A8 B (8] 19 22 5 33 o 40 12 3 X
(P{E¥7>0.05)($5).
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Table 3 Multivariate model analysis of clinical cure of chronic HBV infection

Sl BIA SE Wald y* OR 959%CI PiE

5 0.561 0.708 0.793 1.753 0.437 ~ 7.200 0.428
RIS -0.057 0.030 1.911 0.945 0.900 ~ 0.999 0.056
HBV DNA [ 0.315 0.544 0.580 1.371 0.479 ~ 4.108 0.562
HBsAg -0.003 0.001 3.845 0.997 0.996 ~ 0.999 <0.001
HBeAg B -0.685 0.716 0.956 0.504 0.111 ~1.927 0.339
ALT -0.018 0.031 0.577 0.982 0.922 ~ 1.036 0.564
AST 0.014 0.053 0.269 1.014 0.913 ~ 1.125 0.788
Alb 0.042 0.047 0.889 1.043 0.940 ~ 1.138 0.374
B! 0.114 0.367 0.310 1.120 0.531 ~2.279 0.756
SRl vt o) -0.072 0.464 0.155 0.945 0.374 ~ 2.355 0.877
/MR 0.002 0.006 0.411 1.002 0.992 ~ 1.013 0.681
JiEaR: | 0.032 0.019 1.645 1.032 0.996 ~ 1.075 0.100
JiTfifi 4k, -1.730 0.510 3.393 0.177 0.063 ~ 0.470 <0.001
NA 23R 1.773 0.522 3.394 5.889 2.195 ~ 17.330 <0.001

TE:HBV, ZHUF R 35 s HBsAg, R AR5 R TR ; HBeAg, T ARG e B ; OR, LB L s CI, A X [8] ; SE, AifEIR ; ALT, N &R
S  AST, R GIR AT R Alb, IR NA B () 28 o BRI - M) : 99=1,%=0;HBV DNA [H¥E: Z=1,7=0;HBeAg

FAE =1, B =0; AL . =1, 5 =0; NA Z94 : /&=1, /=0,

x4 ZERFRREHFELATMEEZEFRATR RN R ERILE

Table 4 Comparison of major side effects between compensated HBV-liver cirrhosis and chronic hepatitis B

FERR R LA R REfL A (n=115) BRI RA (n=114) Y 1a PIE
RIALBI (%) ] 115(100.00) 114(100.00)

Z 1 #1(%) ] 114(99.13) 112(98.25) <0.001 0.994
AR (151 (% ) ] 113(98.26) 110(96.49) 0.180 0.671
it/ NI (4] (% ) ] 112(97.39) 107(93.86) 0.969 0.325
PR R 1(%) ] 107(93.04) 99(86.84) 1.799 0.180
A& (%) ] 92(80.00) 89(78.07) 0.038 0.844
HUR IR DITe 55 LB (%) ] 17(14.78) 19(16.67) 0.044 0.834

2.6 Wik LRI KA BT AR AL & 06 7 A2 P om &
2 it F ISR TR 81 HIVIIA S BIBFRAT
30 I 8 Ak £8 35 35 32 PEG-IFN-a-2b FLEG iR YT, Horpr 3
B B E AR IR YT 24 TR UK RN R 5 (149 1t /)
Mg 2 ) HOIR BR D BE S5 ) o IR YT 48 JEI I, 32 fif ik
2 HBV DNA FHVE R 3 A, 25 (9] 5288 HBV DNA B %%,
75 HBV DNA {75 B 5 20 651 HBeAg FHVE (1) 35+, 8 4]
SEPL HBeAg % , 12 15 HBeAg A1 BAYE . 1697 36 JH Fi1 48
JE B, B E 7 HBsAg K B 35 AL F AL 2k (P <
0.05) . A7 24 JEI N 36 JE I, 430 4 15 1 S 5] B 35 S
P HBsAg [ 55 ; 39T 48 i}, 6 191 i & 52 B HBsAg BH
B BARE RN 7.69% . G712 5 .24 JH 36 JARE, ALT /K
- 2 R T LR (P4 <0.05) , 16T 48 J& ALT /K F
HRELMW2ER IG5 2 L (Z=1.418,P=0.127) . ifi
Jrad R, AST /K P2 I 3 5 T L4 (P 34<0.05) , (1
K JC I B AR (PAEH1>0.05) , PN R 20

JHL /N B R I 2T 1 KT 2 AR TR (P {E <
0.05)(£6).

2.7 NA %% TR X RALBAFARAL B F G742 P 9%
FF A e FAIEARG T 340 NA 2394 LT
S AR A T AE AL 8 42 5% PEG-TFN-a-2b S & NA A YT,
Horp 2 (5 538 TR T 12 JE IR A ) &L 2 i T
IRYT 24 JEI BRI TR 3, 2 B AR 3 IR YT 24 R RIS
R 73R A5 (148 /IS B s 20, 1 B8] FRER R T R D
B). IGI7 48 JERT, 18 3Lk HBV DNA FHEM &,
15 (523 HBV DNA BH%E , 3 ] HBV DNA {75 BH 1 5 13 4]
HBeAg FHPE B, 6 4] 523 HBeAg 154 , 7 15 HBeAg
AP . 697 36 J& F148 JE I}, R HBsAg /K44 i 2%
IR TR (PEY<0.05) IAYT 12 4 .24 Ji .36 JA i, 73-5i1)
H 1) A0 400 S HBsAg B 1A )7 48 JE I, 5
151 5825 5230 HBsA g 15 , F11%% 48 0y 17.42% (HAE FINA
53R CRNT S P REAL % HBsAg 1 HE R LG9 2 57
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Table 5 Baseline clinical characteristics of treatment-naive and NAs-experienced HBV-related compensated liver cirrhosis

Ei=ta ¥IIGA (n=81) ZIRH (n=34) GiiHE P{E

512 (1) 56/25 25/9 X=0.222 0.638
(%) 44.32+9.76 41.56+10.33 1=1.361 0.176
IR FEIE L (%) ] 15(18.52) 11(32.25) X'=2.620 0.106
J-9i 0 s (491 (%) ] 14(17.28) 11(32.25) X'=3.196 0.074
W AR sk [ 45 (% ) 7(8.64) 12(35.29) Y=12.331 <0.001
R [ 41(%) ] 2(2.47) 11(32.25) X'=21.224 <0.001
HBV DNA FH:[#1 (%) | 32(39.51) 18(52.94) X=1.759 0.185
HBsAg(1U/mL) 403.47(36.94 ~ 2 569.02) 427.03(65.64 ~ 1 552.65) 7=0.214 0.830
HBeAg FHPE[#1](%) ] 20(24.69) 13(38.24) X=2.147 0.143
ALT(U/L) 26.00(19.00 ~ 38.50) 26.00(18.75 ~ 37.25) 7=0.196 0.844
AST(U/L) 24.00(20.00 ~ 33.00) 24.00(21.00 ~ 31.00) 7=0.208 0.837
Alb(g/L) 4526 +5.52 4535+3.51 1=0.091 0.927
FIAA (< 10°/1) 5.59 +1.41 5.95+1.69 =1.182 0.240
HRPERLANAE (< 10°71) 325+1.14 3.61+1.29 1=1.482 0.141
1ML/ (< 10°/L) 177.69 + 54.44 180.82+57.33 1=0.273 0.786
M £T8E A (g/L) 149.00 + 18.79 150.36 + 18.91 1=0.358 0.721

TE:HBV, CTU- 99535 s HBsAg, ZTF RAGEE R HUE ; HBeAg, LTI RAGTE e HUF ; ALT, N E PR A EFE T ; AST, RE AR AL
fi 5 Alb, (IR 1 NA AT () 2R84
®6 VAZEXREHMFENRFRTEIEPFEE AT MERIBRHETL
Table 6 The changes in virological, liver function and blood routine indices during treatment in treatment-naive HBV
related compensated liver cirrhosis

izt FLk (n=81) 128 (n=81) 24 (n=78) 36 )8 (n=78) B8 (n=78) HitHEH P{E
HBV DNA FIPE[#(%)]  32(39.51) 11(13.58)" 9(11.53)" 7(897)" 7(897)"  x*=20.009 <0.001
HBsAg BAHE[61(%) ] 0(0.00) 1(1.23) 4(5.13)" 5(6.41)" 6(7.69)"  ¥=6475 0011
HBsAg(TU/mL) 403.47 361.42 254.29 99.25 85.45 0=17.459 0.002
(36.94 ~2569.02) (4629 ~1716.08) (18.67 ~ 1532.64) (5.87~121235)" (0.58 ~ 827.56)"
HBeAg B[ (%) ] 20(24.69) 19(23.46) 16(20.51) 13(16.67) 12(14.81)  x'=2.141 0.143
ALT(U/L) 26.00 41.00 38.00 35.00 32.00 0=11.881 0.018
(19.00~38.50)  (28.50 ~63.00)" (25.25~5525)" (24.00 ~56.00)" (19.00 ~ 49.00)
AST(U/L) 24.00 45.00 39.00 41.00 32.50 (0=55.913 <0.001
(20.00~31.00)  (33.50 ~68.00)" (28.00 ~55.00)" (26.75~63.25)" (22.75 ~53.75)"
Alb(g/L) 4526+5.52 4439+3.61 44914322 44.94+4.56 4468+353  F=0.128 0.968
F14n( x 10°71.) 5.59+ 141 3.55+ 1.46" 3.81 181" 352+1.22" 3.96 157"  F=21.347 <0.001
PR AAE ( x 10°71) 325+1.14 1.94+0.99" 2.10£1.25" 1.94+0.74" 235+1.17"  F=11.566 <0.001
MM/ ( % 10°71.) 17769+ 5444 1104214662 12472+57.14"7  133.81£52.73"” 141.30+65.05" F=9.861 <0.001
IM£T2E A (g/L) 14900+ 1879  136.49+20.87" 136.08+17.14" 137.42+19.83" 137.01+21.89" F=3.325 0.014

W AL E, 1) P<0.05. HBV, LEFR T8 ; HBsAg, BT R 8 R PR ; HBeAg, BRI B e PR ; ALT, TN 2 2 I L RS il
AST, RAGRAILE R Alb, A,
(7.69% vs 17.24% ,x*=1.183,P=0.276) . IGJ7 12 J& 124
A, ALT /K- 3 35 5 T34k (P {H5<0.05) ,3AY7 128 .
24 Ji] .36 JEl B, AST 7K 1 i 3 5 T 3L 4k (PR #4<0.05) .
BT R, FE A KT B AR A (PEY)>0.05) ,
g2l UANEE S v AN AN TR L TR R S S B G o R T i
FeLR (P{HI<0.05) (£ 7).,

3 itig

ARWFFE R B T PEG-IFN-a-2b J5 RIAIT ST AR
P 30) JFF A AL RN A8 P 2 R 96 10 2 Ve R R i T T
OIMTHLER o T AL FF S AR A2 IF A Ak iR 3y 22
JE B 1T AL 2 AR S A R A A5 v LR 1) St
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Table 7 The changes in virological, liver function and blood routine indices during treatment in NAs-experienced HBV
related compensated liver cirrhosis

E(EL FHetk (n=34) 128 (n=32) 24 J8 (n=28) 36 JE (n=28) 485 (n=28) St PlE
HBV DNA FHPE[#(%)]  18(52.94) 6(18.75)" 4(14.29)" 4(14.29)" 3(10.71)"Y  x*=12.650 <0.001
HBsAg B[ 4(%) ] 0(0.00) 1(3.13) 4(14.29)" 4(14.29)" 5(17.86)"  x¥*=6.244 0.014
HBsAg(1U/mL) 427.03 283.26 24474 205.94 4528 0=12.832 0.012
(65.64 ~1552.65) (20.19 ~ 1 451.88) (47.83 ~ 662.39) (14.00 ~737.80)" (0.16 ~ 267.27)"
HBeAg FHPE[ (%) ] 13(38.24) 11(34.38) 10(34.38) 9(31.03) 7(24.14) Y'=1436 0.231
ALT(U/L) 26.00 42.50 41.00 32.00 31.00 0=3.690 0.045
(18.75~37.25) (29.50 ~83.25)" (28.25~69.00)" (26.00~46.00) (18.75~41.75)
AST(U/L) 24.00 50.00 46.00 36.00 29.00 (0=16.447 0.003
(21.00~31.00) (34.25~67.25)" (31.75 ~60.00)" (28.50 ~48.50)" (24.00 ~ 40.00)
Alb(g/L) 4535+3.51 43.91+2.52 4348 +3.87 45.77+5.97 45.61+4.00 F=2.132 0.132
FI40H( < 10°/1) 5.95+1.69 3.24 +0.66" 3.22+1217 3.90 + 1.46" 4.15+1.55"  F=11.207 <0.001
FR PR ( < 10°/L) 3.61+1.29 1.72+0.62" 1.81+0.96" 270+ 1.54" 250+121Y  F=3265 0.035
MMt/ ( % 10°/1) 180.82£57.33  109.29£39.58" 114.54+47.81" 123.02+63.10" 151.36+77.40" F=5.909 0.001
ML (/L) 150.36+18.91  13431+16.75" 130.90+18.72" 130.62+22.16" 138.37+23.61" F=3.049 0.032

W SEL I, 1) P<0.05. HBsAg, LI RIF A REHUR ; HBeAg, LEIFTF RIGET e PUB ; ALT, N R IR R I Ol ; AST, KRR R A HL 5

B Alb, 12 1 NAL T (R 2 .

SAGAFIERIS I A5 BRI P45 35 BRI AS AT
e TR A ELIA TR s | b Ak T i K A5
DRE AR I, TRHERR P AL A . R
KR, 2R 9 A4 0 Ak 3 - A e 3 e T
11k 2 R R B I/ 2 IR T8 1 2 B 4k iR
F LA PR AL B I R4S AE o A8 Bl 15 2 S5, PR R
(1) HBsAg 7K - ¥ 3 L 28 W b B AIG , 2 TR 9 A 2 30 T s
FL4H 1 HBsAg [J17: R HBsADb P51 B 2R T8tk 2
AU A4, ALT FTAST /K-8 K T8 R R 4,
FI AR PR 20 BRI It /B S 2 s T 2 R R 4
X A BE -5 AR Ak £ 5 (AR /N Y PEG-TFN-a-2b 36
JTA K, SRR, L HBsAg /K F-F1NA 2834
SR PRTA A 1 [ 00 R 22, T S BRAE 2 I oy 45 2R
— T2 S T R 5 NA SR H R R AR B
PRGN REBATA A TR A 2 PR AL s R
TR B B0 R 2R X 0] BE S R AL R e s T e 1R
V2R 5 BB T /60 ) SR o 2 S A 56
TE2AVEDT T A5 BRIT R PEG-IFN-a-2b 1677 3R 3 1
JHF T RE ot e AR 72 BRI N IR JC R & A R 08
HCC S LA . IR 7 b i h FZR R
Z 7 AN IR A AR R R B S HUIR R R
SH X 5 PEG-IFN-a-2b 3697 1 & A YA K= 1% A1
AN78157100 5 f5i) 2, T SR AR B A A 8  F 2 B 2,
RUF 5 B PUR R 52, 220 7™ i R AR DD B E
FFREL /MRS, X AN B 7245 PEG-IFN-a-2b

IRITIFA TABEIRI T IR . B, R R AR A
b8 E 152 PEG-IFN-a-2b 1R Y7 48 JAI I SR 22 1 R4,
N AT L HB 53t 35 0 A58 Ak 8 4 rh S 30 HBs A g B %% , DT
A A AR HCC 9 R A R

18k 2 BT 4% i 3 3% 52 PEG-TFN-« 1936 97 5
£, 45 45 ] NA J5 2 | PEG-IFN-« . NA 3897 6l 1 hn
PEG-IFN-a. BF5EERB, 3552 AN W] NA IR T B8 1 S AU
9 B E W PEG-TFN-«-2a 3697 5 , Al AR5k A W)
I BE N, 8.5% ~ 20.7% 1) R K S HBsAg [, 24
5% WY FEF SE B HBs Ag I “F 55, (H 45252 NA B2576R97
(R 12 M 2 R T 98 BB 3 e A HBs A g BA %% B 1L 775 27 s 4 1)
MEARARAR L 0 2R IT 5 S B R4 NA IR T Ll
AN PEG-IFN-a &7 , HBsAg BAE: R M 1.9% i F R T+ 2=
37.4% %, AEIE S HBsAg 54 # 1% PEG-IFN- 125
1675, HBsAg B 5% AR it 309507, [ it , T AT i
Ak 18 M HBV B YL 3 35 5% PEG-TFN-o 697 J5 7] 357545
o P I35 2 I 2 %, A a0 B S 2 BT R I DR YA A
ABF5E 55 R B , PEG-IFN-a-2b 1677 48 A, 90.57% 1)
ORI S AR A2 30 B8 Ak £ 25 S50 B 2 2 28, 09
NA Z36 BETRFE2E N B R0 90% , S48 £ BT 2R M
H ¥ 3 PEG-IFN- o 6 7 Ji 4K 15 1Y 9 55 2% L 2% 2R AH
WS R S AR AL 2R 5 122 PEG-IFN-a-2b
IRIT G, BOR HBsAg 7K1 B i [ AIG  (E (A 29 10% 1) &
LI HBsAg B, T BB 33 & A HBsAg I T 27 5% ¥,
HBsAg B AR MG A e R MR T8 M HBV ey,
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5 AR P4 SR — B TS 6L 2 SR A AR
JF R Ak £ 3 B 177 2 55 ALT I AST 7K P35 B I 112 4
CTURT AL, AR PP 4 /R K P-4 3
T2 A S . X AT RS LT R 56 —J7 I, AR
W58 ] 135 pg PEG-IFN-a-2b J7FE 48 FRIAIT T % .
ARAZ A A £ i 25 fe R A o 75 i 180 g PEG-IFN-a-2b
AR AR A AT RERE N & A 7 AN RS R, S8
HT IO BE 2t e AR, AR IE B 1 22 4, ol KR O A 5
A BRIT R0 PEG-IFN-a-2b VA YT 1] REREAR T I R I7
Bo T3 — 7 D, A I 5% 1] T 4 B A g s e ok
T AL IR I R 355 G g2 200 B 50 E: RN D) e R A AR
Ak, FE 38 1) G5 28 A1 B0 B 0, T RERAAIS TR b R
X PEG-TIFN-a 97 B BB E 51 B WFSE 7R , PEG-
IFN-a-2b 3G Y7 AT A R 5 R 15 1% HBsAg 4 4f # A1 ]
Il HBY 45 577 CD8” T 4f a3 12", {145 5 PEG-IFN-a-2b
Xif 2 H T 9 AR A ) JHF0 A 8 35 6 %8 D) R IR 2 1) 52 i 7%
ARk oE .

£ PEG-IFN-a-2b 1657 & BT 9 AR A2 0 it 1 1) 2
SPETJy D, ARG AR R SR D A R AR A T 9L Y
FREAR RS, AN RS &R R IO 2
S, A7 4 £ DA B SR (R R D AR 8GR | i/ A s
)RR . ST SE , H2 2 B REIA T I S B R
FRAZIU A A 58 3 A i A 2 AR 2300 Fn i Je ok HeC
(A 2% B 8 R I 2122 13 PEG-IFN-o SR Y7 118 1 2 Y
HF48 i3 54F BRI HCC R AR T 1922, BARAD
FEMEEINAT 48 J] , 1 TC R 3 R LB i ik g ARLATY i 22
R DI R A TR UE . ZEVRYT LR, R ALT K
-4 THE R PEG-IFN-a-2b YAYT )5 A AE 1 T HLIA 4
2E N7 25 % R S 4 ML 407, DA 2E HBY 3 B L {HL S
SR B ALT K 1075 IR H (B EBR , AN JC & TR
e S H B BAFoE . FELER L R, (A0 L etk 4
Jf0 i N AR 2T P K SF- 359 J 3 AR AR 449 iR
PR 5 I/ NBR ARG (<30 x 10°/L) 1B HBF5E . PRI, PEG-
IFN-o-2b Y3 7 £ 7 T 98 AR A2 30 I Bl £ ) o 1k 22 4 1
RAf.

AW FEAFAE— R SR PR : — 7 1T, AR B 5T 2 B
TN BB BORAT B BT 2 KA I T 2
WFIEHAIALE R s 53— 7 T, AF I8 AT R A T4 B I
I 356 4 4R A | TC I IEAE PEG-TFN-oi-2b X JFERE (L 2 B 1)
SO, AT EEAS 2 e kBB AT R IR U, LAY AR R
i

2z PR A BRI LA PEG-TFN-a-2b VAT 248

AR B A 52 3 PRV 80 ) L B8] R RE X A1, B4 T
RIS HBsAg /KO, HLZE RN Az M RAF , R B A9
SR . AL AT e IR A A fe 4 1t
AR MR IR YT WS, DA 2R W 1 & 2 o

CEZERE: ASFA T ET202258A 11 BdKET
FEAAREREELZTAFTI MHERT . T AT
2022-09 % . ABFREC T BIZ M TGRS (R%)
IAERE " —FH 5, E ClinicalTrials.gov i # (ZE M 5 :
NCT04035837) , P A % H ¥ 5 F e E R & 4 .

FIZEMRE: A LKA EALTH SR,

EERBAER: T3 FHa T2 50 kit b E
oIS EHE FHL W AR IMAE
R P AR L TB R A A RS
BT R R EARRE R T BN it F o4, )
Bk E8 EMFMER T IES; THE DR R K
AT BAEER 35 FBRE LT SR RE T,

S STk -
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