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[HE] BN iHER 2 E T Fo-2b (PeglFNa-2b) BEATF (BR) KB4 (NAs) 1697
KT ZBURT R R M PR (HBsAg) 180 28R % (CHB) B4 HIlR FRIT 25 S 5 ma [K & 47 o
FiE ARFEFROVATIEYE . AEBEHL B e AT T, EEN20184E1 202045 7 AR AR X A BE B
WA A FINAsIRIT 14E L B, M5HBsAg << 1 500 IU/ml, HBV DNA < 50 IU/mlfJCHBHE#, T JANAs
1697 3R _EIE & PeglFNa-2biR Y7, AR FIGIT0A . 128, 24J8 . 36J8 M A8 N &R L & 3 R iy
(ALD) . RITXEREIEEBE (AST) . HBVILEREWLLLHBY DNAE &%, MR =
PegIFNa-2bitHBsAg 2 75 [H %, amia i (134 fkada 326 , @A UG I #
HE#HHBsAg. ALTFIAST/KF; 2 [KI 3K Logistic[al A58 73 HrHBs Agiis R 51 X 36 I 22 ) 52 10 T
TERFE M ZE (ROC) , PPAAH IR M K R AT HBsAgiE BRI T (. 4558  JL4 NCHBE #4561,
56 BiPegIFNa-2bifJ7 48 S JL2141, H ARG E106] GEEZEA47.6%) ; $&HT%¢1EPeglFNa-2b
WBIT g 24, HAhIg RIS @3S GAEERN12.5%) AR @A B EHBsAgE BRI LK T
WRETH (2=—2201, P=0.028; Z= —3.17. P=0.011) . NAH48AN, JGRHBZEALTKF
REZRTG I FHEL (Z=—1.412, P=0.158) ; AST/KFSHLERHFLGHHE L (Z=—2.90.
P=0.004) . REALEEFEALTHASTKTFEELERH LS ITFENL (Z=—197, P=0.122, Z=
—1.05, P=0421) . J" X fhEF ARSI LR S R Bon, B RS, WARFENA
48JAIF, ALTMIAST/KFZER LS ¥E L (F=0.837. P=0.36, x =0.005. P=0.945) , [MHBsAg
ERBHBESITEEN (F =24.161. P < 0.001) . ZFEKLogistical A/ B7x, HZLHBsAg
(OR = 0.073. 95%CI: 0.007~0.803, P =0.032) , 4F#¥ (OR =0.883. 95%CI: 0.781~0.998, P =
0.047) , PeglFNo-2bf# lI7F2 (OR =1.027. 95%CI: 1.001~1.053. P=0.038) ¥J 548 F HBsAg
EHREH K. L HBsAg, B S PeglFNa-2by7 FE AT HBsA gl I Tl fIROC fff £5 i #72 250.978
(95%CI: 0.883~0.993) , HUBRM: AN TS 51 996.44%F188.95%, £&if  PeglFNo-2bBE & NAsKS
fK/K"FHBeAg CHB &8 BRI IRIT %0, F:4EHBsAg. Fu kA PeglFNa-2b7 FE X 48 I HBsAg
HEREA —E TANE .
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[ Abstract] Objective To evaluate the clinical efficacy and influencing factors of pegylated interferon
(PeglFNa-2b) combined with nucleos(t)ide analogues (NAs) in chronic hepatitis B (CHB) patients with low
level of hepatitis B virus surface antigen (HBsAg). Methods This study was a prospective, nonrandomized,
controlled, real-world study, which selected patients who had been treated with NAs for more than one year
in Jinling Hospital from January 2018 to May 2020 and achieved serum HBsAg < 1 500 [U/ml and HBV
DNA <50 IU/ml, they were all treated with NAs and PegIFNa-2b. Alanine aminotransferase (ALT), aspartate
aminotransferase (AST), HBV serum markers, and HBV DNA quantification were collected from all patients
at 0, 12th, 24th, 36th, and 48th week. Patients were divided into clinically cured group (13 cases) and non-cured
group (32 cases) according to whether HBsAg turned negative when injection of PegIFNa -2b was stopped,
and differences of HBsAg, ALT and AST between the two groups were compared respectively by generalized
estimating equations. The influencing factors of HBsAg clearance were analyzed by multivariate Logistic
regression model, and the influencing factors of HBsAg clearance were furtherly plotted into a receiver
operating characteristic curve (ROC) to evaluate the predictive value. Results Total of 45 patients were
finally enrolled, 21 patients were completely treated with PeglFNa-2b for 48 weeks, among whom 10 cases were
clinically cured (cure rate was 47.6%); while 24 patients were treated with premature termination of PegIFNa-2b,
among whom 3 cases were clinically cured (cure rate was 12.5%). HBsAg decreased significantly compared
with baseline of patients in both cured group and non-cured group (Z = —2.201, P = 0.028; Z =—3.17,
P =0.011). At the end of 48 weeks of enrollment, the level of ALT in cured group had no significant change
compared with that of baseline (Z =—1.412, P = 0.158); However, there was a significant difference in level
of AST compared with that of baseline (Z =—2.90, P = 0.004). The levels of ALT and AST of patients in
non-cured group were not significantly different compared with those of baseline (Z=—1.97, P =0.122; Z =
—1.05, P =0.421). Comparisons between groups: after adjusting of age and gender, there were no significant
differences in ALT or AST at the end of 48 weeks of enrollment between patients of the two groups (y° = 0.837,
P =0.36; y° = 0.005, P = 0.945), but the level of HBsAg was significantly different (;° = 24.161, P < 0.001).
Multivariate Logistic regression analysis showed that baseline HBsAg (OR = 0.073, 95%CI: 0.007-0.803, P =
0.032), age (OR = 0.883, 95%CI: 0.781-00.998, P = 0.047) and treatment course of PegIFNa-2b (OR = 1.027,
95%CI: 1.001-1.053, P = 0.038) were all influencing factors for HBsAg clearance at 48 weeks. The area under
ROC (AUC) for combination of baseline HBsAg, age and PeglFNa-2b was 0.978 (95%CI: 0.883-0.993), with
the sensitivity and specificity as 96.44% and 88.95%, respectively. Conclusions PegIFNo-2b combination
with NAs showed good clinical efficacy for CHB patients with low HBsAg level. Combination of baseline
HBsAg, age and treatment course of PeglFNa-2b showed predictive value for HBsAg clearance at 48th week
after treatment.

[Key words] Peginterferon alfa-2b; Hepatitis B virus surface antigen; Chronic hepatitis B; Clinical
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B Z AT 4 (chronic hepatitis B, CHB) /&
BT R E (hepatitis B virus, HBV) J&#:5]
ECHR IR ER 384 N IEI IR B R 2454
Retl e ARG B . AERL20{ NEGLHBY, R4
216571 NHETHBV S EUN IR v . AL
ZHfujE  Chepatocellular carcinoma, HCC) 02" HBV
TG O BN B M N SIS fit R ) B 0 3L TP A ) R
B (FR) 2% (nucleoside analogues, NAs)
PUR B IR IT 2R Y CHB . il CHB#E fe 1) 2 2 4
i, A NAsK W06 2 2 ], g
INTENE BE A AR R4, AT FRIRHCC RS, $2

ALFRMATEREDY, FRERETY, NAsK M
FAEAHIHBY &l 2 IE RAETE 5 . BRI
B A 0 A e R AR S T TR HE T EEAE A . R
M, KIHFINAsHURFEI6 YT XME LSS HBV R [ 5t J5i
(hepatitis B virus surface antigen, HBsAg) 747,
kBRI & ARk, Wil 32 S HBs A gl 2k Bl
ey, {RUECHBImIRYE &, M FE(KCHBIZ #H JF
RAE A FH TR R AT, 1B A A soR i R AR SR
PRIA B e N HER B v, IEERRERETY, Tk
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WA R O AL TR (pegylated interferon,
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PegIFN) 647, FI{E#EHBsAg/K-F T FEAIE R .
{HPegIFN5 T CHB % DLt LKA TR N E,
X T P#IFNo-2b (40 kD, Y&) J457HBVZ A
A RIFHIERIT %, B S SCikiR D, Fb A5
FLTT & — IO AT S 14 () A BE AT HE B I R g, X
KR FINAsIE T HHBsAg/K PR R HBe AgBH 7
CHBHE#, BE4fd FHPeglFNa-2ba T, LI ELH
B AT R R R 2R R LTINS, AR
LU

AREFE

—. WFFARR

AT RTIEPE Sl BE AL BRI 3 Sk R
9, HEH20184F 1 H F20204E5 F 4R 3% X o [ [ i
R RO CHBR B N AL . NdLbriE: f HINASTA
JT14ELL FHBeAg (—) CHBH#, IiEHBsAg <
1 500 IU/ml. HBV DNA < 50 TU/ml. HERbRiE:
UEPRERE AP A IR TR R s (R RS A4
ZUNE B EINARRESSR )« RAEEHIEE . AR
EHAREAL . AR HI 0 B & i, MERG 0
PRI~ o 7 3200 18 P BH 28 1 il o 4 i
Wi AT AR ARE, HEARBICHZE 2
e (IS [2018]02-218-01%, AN HEHFIEE
AEFET.

N RIT T

NAH B Ak S R T RN ASHUR #5977, [RIF IR
G HPegINFo-2byH 5 CGIRAG 5, R I TRFEED
TREBMARAFD 1EI7, 180 pug/ik. B RS
LR/ YT RE48JE . B8 AT /EHBsA gl b i i A
P 7 BEAEAT AR VR Y7 I 8] s R 1EVE 97 . PegINFa-2b
VBT BAIE DL R iR T S R E 15 1), R34 H kAT
LRBEYS, BiE41biEls. MiEHBsAg. HBsAD,
HBeAg. HBeAb. HBcAb., HBV DNAE&. Il
WS cE iR e

=. i

FR 5 452 1 VE 54 PegIFNa-2b I (U HBs A g iE 7K
PR EE SR EAMAEA, HhaamAasE
HBsAg[f1E (<< 0.05 TU/ml) fEEGAS R I 375 2 1 4
(Fi-HBs= 10 IU/L) ; AKArZH B EHBsAgHME
(=0.051U/mD &

LD E =2 =7 73

HBV DNAE &% 4 3 iz R il R 5

RKHERERR CRERED , MR ITERS0~10 x
10° TU/ml; HBV#HrEYIR H Alinity 1200071 4> 4 5
2 RGP o A R LR CfERE ) , Zeftk
Far i3 Bl 90 ~250 TU/ml; K A ALK 4 ADVIA
240081 4> F B A A0 A B ORI i i AR AL FR bR (P T
T 5 WGFER AT F B e i )

WeEE N EZ 0, 12, 24, 36148 L5 K
A fE bR, MiEHBsAg, HBsAb, HBeAg.
HBeAb. HBcAb. HBV DNAE&. M. FT4 4
TOFEAR S R 2B RS . WA B S8 h: VRTT
48JHHBsAgIH L% (< 0.05 TU/mD B I 2740 %
(JIHBs= 10 IU/L) ; REZ pifabr: #2484
HBsAgiH 2k (1) 32 BLH 3%

Fiv Gt ab e

K HISPSS 26.040 v b AT 70 b, FFA IS
AT E TR R Py +sFon, AR EECR
MBS ke AR R AT E TR (HBsAg,
ALTHIAST) RH[M (P25, P75) 1%#Ex~, 4
B 28 1] b SR T AR R 56 o 2509kt DA ol Bl
[ (%) 13%7~, KHFisher’ stfi bk ZRyA 5
BETT12. 24, 361488 B i it & BTk 4 A] bt
BRI SUGTE R, DU Rt AR i A
. HBsAgif R R % K H £ K % Logistic[7l 15
R, NAFEY AHBsAgAR @ (= 0.05 IUmD 5
HE (< 0.051U/MmD , HHEORMWMHE KT, R
NEF CERITHRE) MEE, DNTL, AR
THENREER. #E—PRER RS ER
A B 21| 48 JE HBs A gii B 1 32 1 2 AR P Ak h 2
(receiver operating characteristic curve, ROC) ,
PAP < 0.05NZERH G Lo
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ANHA5F G, BAEEZIE ERE RS
(entecavir, ETV) JGI7 &30, & LBREGEHET

BRVEIT & 1301, = LR A Iy B AR IR T A 1,
YOS HBY DNA< 50 IU/ml. N R L7
i (alanine aminotransferase, ALT) 7K~FIE% .
HBsAgE &% T°1 500 IU/ml.

. SEMPeglFNa-2biR 748 JH 15T = HBsAg
TH O ZR B ML 2 i 4

W5 41 52 B PegIFNa-2byA 7 48 i 7 F e 4t
2141, HIHBsAgK T AL FER1061, HBsAgiH k%
47.6% (1021) . 10fHBSAGIE TG T PR ik
2k HBsAg /5 << 100 TU/mIZ 545, 100 TU/ml<< HBsAg
IE < 500 IU/mMIE 241, 500 TU/ml<< HBsAgif /5% <
1 000 TU/mIE 3. HIIHBsAgILIE % 45714,
HBsAg# #: % H33.3% (7/21) , H T HBsAbiH
JE: 10 IU/ml<< HBsAb << 100 IU/ml1# 44|, HBsAb
i EE > 100 TU/ml#E 341

= A8JAVEYT I AR N A HBs A gl
ALTHIAST/KF

A8 JHIRITILFE T, PR HBsAgii % . ALT
AIAST/KF-REAT I . A LB R: 167484
W, VA AR A2 RS HBsA g i B 33k 2k /K1
WRZEFNE (Z=—2.201, P =0.028, Z =
—3.17. P=0.011) . JRIT48JHNS, Rl
ALT/K PS5 REEF oM FE X (Z=—1.412,
P=0.158) ; AST/KVFE5ELAERHSRITFEX
(Z=—2.90. P=0.004) ; KR4 HEZEALTAH
AST/KVFHHRLZE R LG R (Z=—1.97,
P=0.122, Z=—1.05. P=0.421) . |~ XAfitJ5
FREA AT AL IR LL A S, RS s, P
BEENHASTHNT, ALTAIASTZE R LS i X
(#=0.837. P=0.36, ¥=0.005, P=0.945) ,
MHBsAgZ # HH BEL %R () =24.161,
P <0.001) ., W#E2~3,

1 WiZl CHB B AR

k| 1% Bk (D FEIER (x£s, 2D 58 PegINFa-2biR 7 48 YT H2E [ (%) ]
bEpuedtl 13 9/4 40.46 + 8.78 10 (76.92)

ARAnA 32 22/10 45.69 + 8.09 11 (34.38)

Gt 2 =0.105" t=1.920 7 =5.120"

Pl 0.746 0.062 0.023

W Y ESSIERTRL; °: Pearson KR
%R 2 PeglFNa-2b B4 NAs if7J7 48 il HBeAg (—) CHB 3 HBsAg. ALT 1 AST 431k

etz 1% E2d 12 24J8 36 JA 484

HBsAg

(loglU/mD)
Hidl 13 1.67 (1.02, 2.89) 2.11 (1.32, 2.48) 0.47 (—0.26, 1.41) —0.81 (—1.01, 191> —1.22 (—1.61, 0.55)
FAndl 32 2.81 (2.48, 2.91) 2.82 (2.48, 2.91) 2.82 (2.56, 2.88) 1.91 (0.67, 2.24) 1.60 (0.54, 1.64)
ZfH —1.625 —3.639 —4.712 —2.626 —3.167
Pt 0.013 < 0.001 < 0.001 0.009 0.002

ALT (U/L)
gl 13 30.00 (20.50, 50.50)  59.80 (56.34, 76.54)  55.00 (32.50, 68.50) 4836 (40.00, 63.70) 35.48 (32.00, 53.60)
¥ e 32 25.00 (19.25, 29.74)  59.74 (5334, 65.95) 4836 (38.75, 49.90) 47.12 (38.75, 4836)  31.86 (30.80, 35.80)
ZfH —1.280 —1.320 —0.582 —1.157 —1.492
Pl 0.201 0.187 0.560 0.247 0.136

AST (U/L)
bEp el 13 23.00 (21.00, 33.50)  47.00 (40.00, 50.29)  37.00 (33.00, 53.68) 45.13 (42.50, 60.50)  35.12 (31.00, 45.50)
FAndl 32 25.00 (21.25, 28.000  50.24 (4834, 52.75) 5536 (4225, 58.20) 42.33 (36.25, 45.17) 3032 (30.23, 35.13)
ZfH —0.050 —3.060 —2.450 —1.330 —1.625
Pl 0.960 0.002 0.014 0.183 0.104
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V9. ANZICHBE G748 I HBsA g bR 5
i) [R] 2% 1) 22 K] 3K Logistic Bl Y4 4341

iz Z [l & Logisticti B 73 #r N 4148 F i
HBsAgiE BRI K 2 . K488 Fija (i @ Aok
) ENREAZRY, HTHEARER/DN, KBER. %
al. FEAHBsAg, HEALALTHASTE A HAEX
PN, SR “BBE” AT T BRI
P ) H AR B AR AR RS . PegIFNo-2bf5 7 FE Al 3
ZHBsAg. 4R TR, HZHBsAg (OR = 0.073,
95%CI: 0.007~0.803. P =0.032) FI4E#E (OR =
0.883. 95%CI: 0.781~0.998. P =0.047) /948
JAHBsAgiE R ) Gl K 2, 1M PeglFNo-2bfd FJ7 12
(OR =1.027. 95%CI: 1.001~1.053. P=0.038)
NHBsAgIERRIAFIR R, £4.

T FHZLHBsAg. F i A PeglFNa-2bJy FE X
HBeAg (—) CHBEHIRYT48)5 I HBsAgiH R 1
TR A

FEZHBsAg. 42 AIPegIFNa-2by7 F2x Tl
FA8JH T HBsAgIE K IROCHT 28 N #X (area under
the curve, AUC) 43Jil’50.738 (95%CI: 0.586~
0.858 ) . 0.657 (95%CI: 0.501~0.792) #10.803
(95%CI: 0657~0.906) , FMWH{E7524475.55 U/,
445 F136.8 8, IR 5 N67.78% . 68.23%
F192.31%, %5512 % N68.55% . 68.92%41
62.76%. #ZEHBsAg. F# KPeglFNa-2bJ7
FRIE A T B # 48 I HBsAgii R AUC ¥0.978
(95%CI: 0.883~0.993) , BN F K5 5740 7 5l
H96.44%%1188.95%. LK1,

=3 USSR LR 4L CHB % 7] ALT. AST 1 HBsAg HI484k

S PlE PR 2 OR{# 95%CI Wald {8 Pl

ALT —4.098 4.4796 0.02 2.55E-6~107.94 0.837 0.360
AST —0.211 3.0692 0.81 0.002~331.96 0.005 0.945
HBsAg' 1.166 0.2373 3.21 2.016~5.111 24.161 < 0.001

Ee ' LOAEAUASIE, SRR AER A 5]

< 4 CHB HHIRJT 48 JHI HBsAg TEREMIZ MR Logistic [B1 453 #r

A BlE SEft Wald Pt ORfH 95.0%CI

JE4;HBsAg (IU/ml) —2613 1.221 4.577 0.032 0.073 0.007~0.803
() —0.125 0.063 3.952 0.047 0.883 0.781~0.998
PeglFNo-2bJ7 72 (&) 0.026 0.013 4.309 0.038 1.027 1.001~1.053
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suBtk
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e EHE ()
........ FEZRHBsAg(IU/mI)
—— PegIFNa-2bJT F(H)

----- BA
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| L L L AL LI N B N |

I20III40"‘60 1180 100
1587k
7. AUCHIMELE:: HBsAg vs. fES: Z=0.551. P =0.582; HBsAg vs. PeglFNa-2bJ7#2: Z=0.585. P =0.559; 4F#i% vs. PeglFNa-2b
JTRE; Z=1231. P=0218; HBsAgvs. Bt&: Z=2532. P=0.011; ¥ vs. BB Z=3.404. P=0.007; PeglFNo-2bj7#E vs. BB Z=
2.999, P=0.003
Bl FELHBsAg. Fiit M PeglFNa-2by7 FEFiHBeAg (—) CHBEH 14I748)5 N HBsAgiE 4 IROC £

e
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IEAESK, CHBIRITEUAS TR KR, [ds
BERFH. BHmBEMATE IEEFSAENT
JURNAs, i Ft gttt FsHBV & &1 7, (B
NASHUE BEIRIT A7 (e bU i ML 2 Rk 1524
Sy R R, R 2 i R . R4S AR E I IR
J7Rk, KT AER BN BRPUm R AL,
F T2 57 ) 40128 9 5 77 PegIFNU), PegIFN3
JTEA— M AR, W24 RAERK,
HBeAgIfliE % ¥ . HBsAgiE R & &l #|
PeglFNJT A Bk SELFE AN R R . % K ATHBV DNA
HkER Y. Kk, PegIFNAIZE (B) %
IR A VRIT U N B, HIFRIRIE, NAsE S
PegIFNYG 7% T HBsA gl B BIK M CHB R, A
A HBsAgiE R %", [HIt, PegIFNFEK
B NAsYR T CHB & 3 b o i fle 407,
SR, BREVRIT SR HAEH T AT A CHB R .
PegIFNVEIT I T B2 Z R &, Wik
HBV DNAMNIHBsAg/KF, & ALT/KFH 41 241
SR 02

REAEIFNYG T CHBIR B 75 22 DLk [ K A4 PegIFN
BEF RN £ BUE SCkd, o FEK
R PegIFN I 51 2 i fEHBeAglHECHB 3%,
g5 B RPeglFNa-2b (JRH& %) HPeglFNa-2a
GIRZ RO I RIT %20, {HPeglFNa-2b (IR
152D 1RITIR/KFHBsAg CHB & 2 Tl 5 1 SC k¢
A REAHE A VA T NAsTRYT TR E, I
JEHBsAg=< 1 500 IU/ml. HBV DNA< 50 IU/ml/5
I PegIFNa-2bya I 48 J (197 2850 Je Fe s i [H 5%
AWFR LR TR, PeglFNa-2b CJEFE ) % Tk
KFHBsAg CHB & # I AR I7 2 RA4F, IR E &
Rik47.6%, HA76] (33.3%) SLHHBsAgILF
PR, BB R EOR, FEZHBsAg. A
PeglFNo-2b s 7 2 & 769748 JE HBs A gif 5% [ 52 i
K2, BmiELHBsAg (= 475.55 IU/ml) J4F
W% (= 44%) ZA8JHHBsAgIE R fER R 2, 1M
PeglFNo-2bffi FJ7FEIZEK (> 36.8J) /£2HBsAg
ERMAEREE. #E—D ot LHBsAg. £l K
PeglFNo-2by7 4T CHB /4 15 J7 48 A HBsAgi& bR 1)
TRIAE, SRIEZHBsAg (< 475.551U0/Mml) | 4F
W (< 44%) KPeglFNa-2bJ7 2 (> 36.8)8) X}CHB
SR IRTT 48 S B HBs A gl ML A He s FU A {8

LT R 83 SEILHBs A g I 57 175 B e B2 2
K, HHBsAgiFERRAZ1E £ A1 55 2 Fh R Z 52,
DAL 1 A 52 HBs A g IfIL 7 2775 4% P T 00 R 2 28 Ay R o o
ARWFFT R IEAC T HBsAg /K F 55 & I HBs A gl 4
REYIMIL, 5LERE ™. 20194ECHBY;
JA 46 V5 HH Peg IFNY LI #4577 A1 T PR 25 60355
ALTEIKF (2~10 x ULN) BEATZHZR R FEIRIEG2 LA
b, AR EEEATHBsAg/KF (< 1 500 TU/ml)
2, WF A IR S A CHB B 4 PegI FNYA T Al
AT IR Y. ARF g R EoR,
BHEALTHMASTH RZEM LA REARAER R
AEEW, FRERT LRI T RENg, 5
6 m O R R ARSF, AW FUUE SEPeglFN-a-2b 5
RAFHIIRRIT 3. GishZP R EIR, K PeglFN
TRV IR M HBVIRE 7 N %, YPeglFNJTFE 4E
K601, 134 38 A SHIHBs A gk i FEAIL >
90%. [FIFE, Moe% FILRIR T, fEPeglFNh
JT48 & IFHBV DNAMK T Kl T FR HAK /K F-HBsAg
(< 10 IU/mD) 3, NOBIEYT I TR RE K 22 72 8 B
ZEK.

AR RN, Wb EYWHBeAg, ML
HBV DNA, HBSAgHIALT, % TiEACHBEH
RS FIFUMNAsEE A PeglFN VA7 CHB I 7 5 27
K% 4 (FTHBV DNA R K 2 32 1 (1 SL 40 11 & 36
IRDNARIAELE, FECHBW KA @AM LK
R, HRT¥aI7 CHBY H b5 2 Sl DhRetEia &,
HTHBsAgIL5 %35 Y. HBsAgIILIE 5% 1% B i 5
HBVRR&E: Sz 5, IF 5 A4k . HCCHIH
JRE AR SCHE T UG 25 V) A 552, HBsAgIL 27175 F 7T
B, ERAREFER, GG RS 5E
HBsAg I 75 5375 b % 40.12%~2.38%"", %2 &
FrER. ER. PR, HBeAgiR#A. HBV DNA
AKE AL HBsAgZK P55 m R

Zi I, PeglFNa-2bHk & NAsHE I % #& miHBeAg
FHPECHB & # 1 RV % . FEZBHBsAgiE i .
TS FIPeglFNa-2by7 #2976 77 48 i I HBs A gl 4 (1Y)
MSLFMR 2R, —4BARBEA XA YT 48 A I HBsAgiE
B EA— 2 TANE .
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