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H OE.HE KR ENBERLSRATFTRELAEF B EMSD (NA) REAREHTAEIF L ¢ R
(HBeAg) M M2 H TR X (CHB) B Ze5ls K78, Hik #2022 51 AZE2024 F6 AT BeMTH
ZERICHEE 124 4% NAs 4697 24 B m A R4£4 HBeAg Mtk CHB 2 Z AR £, R ALK F £ %
B Ay ANE AT B, & 624, MWERMLTERAMBREHBELSR LB THE o2b b7 A RELR
RU_BETHEF a2b BT, 20 WMHELETASA, R 2BERTHX.AFARRABEEF AR ET WS TR
X & @R (HBsAg) # 1 & HBeAg # 1 & ' HBeAg # #: & HBV DNA # 0 £ 2 5h & o T 20 6 B T 2 4
AR RAR AR BESB(ALT) RLARABRAABESBH(AST) ], 4R ARARZAZEZH THBA(P<
0.05), W41 HBeAg # 1 % HBeAg # 3 £/ HBV DNA # M\ £ 5 TR A, 2 FH A%+ F &L (P<
0.05), %% JE 24 CD3" .CDA Tt % CD4™ T @mhe/CDS8" T e e fi & F i 75 a7, W8 & T 2+
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Abstract: Objective To explore the clinical efficacy of thymalfasin combined with long-acting interferon
in the treatment of hepatitis B e antigen (HBeAg)-positive chronic hepatitis B (CHB) patients with poor re-
sponse to nucleoside (acid) analogues (NAs). Methods From January 2022 to June 2024,124 patients with
HBeAg-positive CHB who did not respond to NAs treatment for 24 weeks in the Third Hospital of Cangzhou
City were selected as the research subjects. They were randomly divided into the observation group and the
control group,with 62 cases in each group. The observation group was treated with thymalfasin for injection
combined with pegylated interferon a-2b, while the control group was treated with pegylated interferon a-2b a-
lone. Both groups were treated continuously for 48 weeks. The clinical efficacy,occurrence of adverse reactions
and HBsAg seroconversion rate, HBeAg seroconversion rate, HBeAg conversion rate, HBV DNA seroconver-
sion rate and peripheral blood T lymphocyte subsets and liver function indicators [alanine aminotransferase
(ALT) ,aspartate aminotransferase (AST) ] before and after treatment were compared. Results The total ef-
fective rate of the observation group was higher than that of the control group (P<C0. 05). The HBeAg sero-

conversion rate, HBeAg conversion rate,and HBV DNA seroconversion rate of the observation group were
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higher than those of the control group,and the differences were statistically significant (P <0. 05). After
treatment, the proportions of CD3" and CD4 " T cells and the ratio of CD4™ T cells/CD8" T cells in both groups
were higher than those before treatment,and those in the observation group were higher than those in the con-
trol group,with statistically significant differences (P <C0. 05). The proportions of CD8" T cells in both groups
were lower than those before treatment,and that in the observation group was lower than that in the control
group, with statistically significant differences (P <C0. 05). The levels of serum ALT and AST in both groups
were lower than those before treatment,and those in the observation group were lower than those in the con-
trol group,with statistically significant differences (P <C0. 05). There were no statistically significant differ-
ences in the incidence of fatigue, flu-like symptoms, digestive tract symptoms, etc. » among the two groups
(P>0.05). Conclusion

of HBeAg-positive CHB patients with poor response to NAs can effectively improve cellular immune function

Thymalfasin for injection combined with pegylated interferon a-2b in the treatment

and liver function,and improve clinical efficacy.
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S ARG HBV J5 i Dane UL B9 38 43 40 58 it J5 24
fiff 1 BB — i RT E ER E  HLBE E R A R HBV R
Yy T B AR, X W HBV 4 T 52 3% BRI, BoA 408
AL g™ . B () 2K B (NAs) 2 45 7 ¥ %%
T697 HBeAg BHE CHB By — £k 25y, v] 38 1o F& A%
HBV DNA £ K 5 5% 5w 4%, 2 1F HBV DNA
GGG, DR & FEPUR R Y . R 4F NAs 18 CHB
IR b BB A S50 9 B 52 L (R 4 BB E 4 NAs
BT IR R A, RS 24 JHIAYY IS HBV
DNA /KFBA T K. AR 2 AT 2k
HRE R s B B g A L (H I AF 4 AR ) A 0k R L R A
b B 24 i s & e B T A v . RO TR o
2b )& HATIR YT HBeAg FHE CHB B9 —Z25 4, I
ALEEA &AM HBV &2 ], 38 GE 3% 5% G0 52 40 i 05 14
EEHLAX HBV B REE ™. Wik, 3 T4 NAs
TRYT 24 RN A AR HBeAg P CHB 82, n g
AR T E o 2b 3BI7 . LU S PUIR IR 9T 3L
J. BRI 2 NAs IRYT WA AN EER MR P CHB &
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1.1 — %R HEHL 2022 48 1 H & 2024 4 6 J1 9]
A B N T 28 = B B ISR AY 124 128 NAs JR97 24
M AER HBeAg B CHB B /E M5 4, %
FHBE AL ECT 26 2ok H o A ULER 4l Fn X B 4L 4% 62 6],
PYAFRUE : (D FF G2 P 2 BT % B 6 18 B (2022 48
B Y i HBeAg FHYE CHB 912 Wi s i [ Il i 2, %I
% 2% 1 $i )5 (HBsAg) . HBeAg. HBV DNA # £ [
PERETR & R A L RS B (ALT) K I B i F5 48 &
AR Y T R A S A < T
YEAe ] (2 MR PR R E BT 4R 5 s BB R+ 4
NAs ¥ii% 5 20 W3R 97 24 JJG B AR DY INAs #i
JRBEIRIT 24 i HBV DNA TF> 2 lg IU/mL,{H
ARERE I 2] HBV DNACT R 10 TU/mL) J; (3) 4F
W 18~65 % 5 (ORI MM P R 45 (5) HATIEH 14
WAE ST . HEBRBRE . (1) G IF B B0 B PR 4R L TRORS M
JF 5 25 1 JHF 450 5 4 DG At I 90 5 (2) A7 £E B 40 B
B N 2 B s e 5 o 7 A LA o B IR 5 (3) i 1 i e
2R AL B s () P ™ O E K sl I
L5 T 5 () A AE M A< v | 32 3l ik e J2 46 7 J 0 A
BRI 5 (6) A7 ™ H 0 WL AT T 2 D) BE R A
(DA 91 W R IR T B8 T 2F 5E | 8 ik 25 & AiE 55 ™ 5 P 49
W ARG 5 (8) AT 2 &M B B 2t o 55 ™
M RGN (D EIFREELARRIE . TGS
HE 45 7 A 5 R G 5 (10) & B g s QD A
G 5 BT 0 B 5 (12) Xk 3 S e R v 58 L R &
TEETIER «-2b ab f, s WA A A Bk (13) 4k T
FLAT AT U D B A 22 . VR BR AE . (D IR YT AR APE
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% KRR EVRFEATIAYT : () BF 58 18] 2 7 G 2% 2 Ik
2R AR, HRELTIRE R () BHE AITER
RHAFIE . 2 A5 A RS E 8 E0(BMD R 2 .
CHB G L A, 25 ¥ G 8E L (P=>0.05),

HAM M, WE 1. AURLmdbdMis =%
B B2 2 AS PR 2 B £ A A ME (20220113) , LA 3%
P R A B s R E .

1 2H—MBEBLE (7)) 2 L5]

L5

21 7)) n AR 8 BMI(kg/m®) 9 T (4E) A CHB %k
E 7

WMEEH 62 35(56.45) 27(43.55) 38.42+8.67 22.85+2. 64 12.89+3. 21 25(40. 32)

MERZH 62 38(61.29) 24(38.71) 39.17+8.53 23.01+£2.57 13.22+2.76 21(33.87)

xXE/t 0. 300 —0.486 —0.342 —0.614 0.553

P 0.584 0.628 0.733 0.540 0.457
1.2 Jiik HBeAg 4 %, A MK K 7y : HBsAg 7% Bl % = iR J7
1.2.1 JAJr ik STEBARHEZ B TIE «2b  J5 HBsAg ¥ B 61 $/5¢ 136 J7 B 6 $0< 100%

FHR AT R E TR A TR DA RA A
HEMESC S . 25 UE 7 S20160001; HLHE - 180 pg(66 J1
U)/0.5 mL/3Z 1 FiHES,180 pg/WK .1 R/JH ., WMEE
2 A e FE Al b 1) B 25 3 e R B (AR T T 4R i B A
2 A PR | b SO . B 25 E Y H20213434 5
M :1.6 mg) i S, 1.6 mg/¥K.2 W/JH (2 WA IR
3~4 ., HEHHAMBRET SR ZETIHER «2b
T FHRAE R 1 R Ad i S MR o TR A 2,
RO TR o2b HHIR T LA, 2 HiR57
Ja SRR 48 JH

1.2.2 WA RESHKI A BRETIRITRTCGE O
JiD BARIT I 5 A8 A 43 il R 4 25 I8 AN R i Bk it 9
mL, i 6 mL & FAREE P, EHE#E 30 min )5,
PL 3000 r/min(GE L2428 13,5 cm) B0 15 min, 43
BT T —70 °CoKAH A7 . T A0 HBV DNA |
HBV Il ¥ #7 35 ¥ (HBsAg., HBeAg) X JiF 2 & 45 tr
[ALT . RAHMRA KB (AST) |; F 4 3 mL i
A EDTA $iess  miEIR 5 J5 e BP 6k, T i =L 4l
MO ARG I T 40 L 7 7

1.2.3 HBV DNA &l  PiEE ABI 2" 4™
7700 RIS SO A8 f R A WA SN ORI I i HBV
DNA 7KL a5 & | b i B A8 AR ) TR B 4 A7 BR
8w B U AT AT . A DU T 12 du ARG N FR Sy
10 TU/mL, #1455 <<10 1U/mL #|5% & HBV DNA
FAPE. =10 TU/mL # % & HBV DNA . i+5&
HBV DNA #: [ %, /820, . HBV DNA % [l 3% =4
¥7 )5 HBV DNA 5 BR1%L/ 58 iR 97 S B 48 X 100 % .
1.2.4 HBV Il Fr 5% (HBsAg, HBeAg) /K F £
W &GP A FAE P29 cobas e 601 AL A
A E 43 A AR T 1fL %5 HBsAg, HBeAg /K, i 7
SR ERN &, BIEZ U BT, HBsAg X
KRR A7 0. 05 TU/mL, & 45 5 <<0. 05 TU/mL H|5E
4 HBsAg Itk s HBeAg s AR M FR 24 1. 0 COT
FUEHEEO , KM 45 5 <<1. 0 COI #:E K HBeAg M
PE. 0l it 55 HBsAg % B %6, HBeAg #% B % I

HBeAg ¥ F15 =167 )5 HBeAg % W18/ 56 iR I
S X100 % s HBeAg # % =697 )5 HBeAg
PHEE B H. HBeAg B %% PH A9 1 %5/ 5¢ B 36 97 4 4
B 100%, Bl HBeAg Il ¥ 2 5 #e % [A) B 3 2
HBeAg ¥ B .HBeAg % B 2 WA,

1.2.5 4R ese AR pn Al R FH 18 [ 3% 2 A i
N FEVAE TR 1Qued B 240 I AR T R 2 B CD3
CD4" F1 CD8™ T £ g b 91 . [/ Bk 3158 CD4™ T 41 i/
CDS" T 40 HefA .

1.2.6 MIigefsbrfdl  #EHHA OLYMPUS A
Al AR PR AUG640 AR £k 4 A SR DU AR 35 I v ALT
AST /K F,

1.2.7 AR EAERG T Gt 8Einr iimE
P Z I TR R T AL TE RE R LIS 4 R SRR R
N K A AE L

1.2.8 JrachlbE  BEIRITIREATITACHE . He
%% HBV DNA %% [, HBeAg Il I 2 s # . ALT 7K
SEFE IE BV PN 5 3 4 % HBV DNA % B, {08
HBeAg IL7 27 7 e . ALT /K16 1E 8 36 B N 60
ZroRIE LR AR E . B R = (58 4 N B+
Oy REBBIEO /B E < 100 %6,

1.2.9 KNP E (1) BE A ARHE25
JPIRMEE 5 (2) 7 B E MR BE U5 R4 2, i SR St
LR HZGRTR B 21 0 AR BN s (3) BB IR
JrE A 4 T2 EZ 1 Y 2 Hid R
(R AATIE R 2GR L 25 o R at £ 12, W R
IR T B T 10 SN BN 5 FH 2405 0, PEAR IO
1.3 Siitephb 3 R SPSS28. 0 48 i 8k 7 Hr %k
. FEHIESANITETEL v +s 2w, 2 4R
R M STAREA ¢ K86 L 40 IR YT RS B %R T BE X
¢ RIS TR R LA B s i o R R L AT H R
XK., ML P<<0.05 HESAGIFE X,

2 2 2

2.1 2 AIGIRITR LA ARG A 124 BB,
HAm gl s 1, st a2k s 2 B, 58K 48
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WITIR WA 61 Bl B & . WA A 60 il B E,
WLER L0 A BCR T TR (P<<0.05), LEE 2,

®2  2HBRFHEE(%)]
4 51 no EAENMZ  WNE b SR
MEEA 61 28(45.90)  22(36.07)  11(18.03)  50(81.97)
XTHEZL 60 16(26.67)  23(38.33)  21(35.00)  39(65.00)
: 4.477
P 0.034
2.2 2% HBsAg # P %  HBeAg # H % .HBeAg #%

% f HBV DNA R i W 4] HBeAg 5%
[f]3% . HBeAg ¥ % F1 HBV DNA # [J] 3 &5 T %f i
W 2ZRYAFEIT%E X (P<<0.05), 24 HBsAg #%
PR LA, 2 R G iH2=E X (P>0.05), L& 3,

- 1205 -
2.3 2 #3RYrAT A A R B DD RESR AR LU AT R

24 CD3™ .CDA™ T 4l L9 B CD4A™ T 40 jifs/CD8 ™
T 40 Lu (i & TR 7 A, BSR4 & T X I 4L, 22 5%
WA G2 E L (P<<0.05), 1GI7)E 2 40 CD8' T 4
J EE IS TR 97 A, EO AR ALK X IR AL, 2 S 39F
GiiteEE L (P<<0.05), W& 4,

x3 2 4 HBsAg ¥ B % .HBeAg ¥ B % . HBeAg
B ZEF HBYV DNA BHELR2(%)]
HBsAg HBeAg HBeAg HBV DNA
21 51 n
5[] 5[] it 1
WMEEdl 61 2(3.28) 37(60.66)  28(45.90)  50(81.97)
X4 60  0(0.00) 25(41.67)  17(28.33)  39(65.00)
x* 0.508 4,365 3.997 4,477
P 0.476 0.037 0.046 0. 034

F 4 2ABITAEHEBM R B IhEEEAREE R (2 £5)

CD3 " T A (%) DL T AU (%) CD8" T A1 H B (%) CD4™T 4ii/CD3 ™ T
qM ' B ! . ! ) ! 24 L LE A

VR IT T BT R VR IT T WY R TRITHT BT R TRITHT WWITE
WL 61 42.4544.03 67.24-+5,727  24.95+3.27 38.74+4.05°  36.43+3.02 24,26+3.187 0.68+0.19 1.59+0.257
B4l 60 43.12+3.89 58.46+5.517 25.71+3.44 32.5143.847 36.15+2.78 30.5242.757 0.7040.21 1.07+0.237
¢ —0.930 8.597 —1.246 8. 680 0. 530 —11.574 —0.549 11.902
P 0. 354 <0. 001 0.215 <0. 001 0.597 <0. 001 0.584 <0. 001

W SRR TR R . T P<C0. 05,

2.4 24DRITETE IFShBETR AR LA BT 2 41l
H ALT,AST KK Fiay7ar. H WA AL T X R
H,.EZFWESIT¥E X (P<<0.05), WS,

2.5 2HARRERMNEEEN LE 2 4= B
FEIE IR T b 18 E R A5 45 TR K N & A R R, 2
S EL I E X (P>0.05), W&EE6,

x5 2EBITAIE B IE AR B (= £5,U/L)
ALT AST

ikl n

VR IT T WA VR IT T BT R
WLEE 20 61 168.32+52. 36 40.31+5.237 91.17416. 24 30.2244.137
X HE 2 60 165.97448.05 47.45+6.147 89. 65415, 82 36.74+4.567
t 0. 257 —6.890 0.521 —8. 246
P 0.798 <20.001 0.603 <20.001

- 5RARITRT R, T P<<0. 05,
x6 2AFRRMELBEREE2(%)]
21 5 n W Z Ik Tt JEESE AR HEREBIERTRIN 1% 2 S HAp s> bR A M IR R T RE R
WLEE 20 61 21(34.43) 15(24.59) 20(32.79) 2(3.28) 11(18.03) 8(13.11) 3(4.92)
X HE 2 60 18(30.00) 11(18. 33) 16(26.67) 3(5.00) 13(21.67) 10(16.67) 5(8.33)
x° 0.271 0.702 0.542 <20. 001 0.251 0. 301 0.152
P 0. 602 0.402 0.462 0. 985 0.616 0. 583 0. 696
3 it it K DNA (cccDNA) , 3 52 Wi W H 7K 7 58 A 2O b s

CHB J& i FIBV 3 J5 51 % 19 HF 0 42 14 46 s
y . HBY S i J5 A LA R IR S A 4

FEVOIT AR AH % 7 74 75 28 0 K 7 RE SE B . A Ik
H iR b 32 25 a3 5 240 20 cccDNA F % 1) I &
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SEFERR VRO B HBV 37 ROCRY . H AL HB-
sAg W BRE CHB #LAR M5 I7 205, X F 18 K 2] B AR
RIS HBeAg FHPE B , HBeAg ¥ B 58 i 1% 2
g R B P B 2R N B AT 2 CHB R
RIT LN . NAs WA R M CHB ST & iRIT
250y, Hom ik SR A VR T HBYV R S, DA T 28 £ 1k
Mk HBV &4, BRI HBV DNA KDY, H2
oK 3 I R S B &k B N As A RE L B 40 HBV & I
VR, E e A & CHB, HA A0 B £ Mtk
BT BN 2 ANAET BESE R, CHB 3 B Al
HBV # AR, #2219 HBV DNA /K 4R 25475 7]
(R o o v oy | O R A1 S I s
B, XEF NAs B AR HBeAg FHYE CHB &
H G PR b vl 2 25 7 TR BT LU S PO IR T
BMR, B HETIE o2b BB EAMTIHRE o«
2h B TEIE R — R K TR, 5% 8 T FE
L HAE T M T, 2 VR L KL BB AL
W TR 290008, % 25 W 5 A s B R T R
E R AEFH , H 0] 3l 2 5 A0 i 3R T A2 AR S A O
i ff A= b 2 B EE AR 1, AT AT il HBV DNA &
Hl L ZIEDUR BRI RBORSY . A, HA AT T 40
Ji ONK 20 M K F W 20 i P 3G 5 AL A e 9 N 2R IR
NGBS IR RERE T . R, R R R TR
& o-2b iiJ7 HBeAg FHM: CHB & WIF B A
R, w15 B F , £9A 97 )5 HBeAg I35 % # R A K
30% ., ARBFIEH T IAMERAR L BT E «2b
BT )5 HBV DNA ¥ Bl 38 65. 00% , HBeAg ¥ i
N 28.33% , HBeAg #BAFR A 41. 67%, B A 8 F
4 65.00% . 0T W7 $AT A R .

CHB Fr 8 JIF e 18 P & 5E X 8t 15 02 HBV g
5ifm B b A L RVE R Ir gl &, UL g HBY g
Ja AT PR EE XS HBV Y 4RF 5 1 fe 58 0 225, DA T 34 5 L
RIEA HBV JRYLAE S . H HBeAg FHIE B H HL
RNAEAE HBV 36 BR & i, Fr 42 HBV &4 nl fifi 4L
(A [ A7 G 8 I 25 32 BN 45405, RIS HBV R T 4f
LR T, T 20 i 1 5 BE T R, el A 0 ) 40 e R T
IHRERE 2 FAR T (45 HBV B R 5 T 8005 4.
LB T E A THUOREEIRIT A, e BEIR YT £ CHB 19
BIT PR & 45 AR T v A R 2
— ol B8 R S 25 . R A o N T A R R R
ap s HLAFEHE T 4000 02, g3 TR R v ST
Gy 3R NK A0S ML 0 G T 37 L A i i
IAEZ PR R . H ORu R B M B R o E
W2 T CHB M HAM BB IT . B
SR g Fe BH L 7 B AR R A T SE R TR IR B
AEA 2% CHB B # M IFIIRE . {2 F HBeAg $5FH .,
PRI R IF R . — 00 R G0 v [l Jo31 0 25 A8 43 2 B L
MR o« SR RFHBA N H T HBV A CHF 5 1L
(IR IT T BE A S w5 HBV S22 S %, HIAYTY 24
HBV DNA #%[]] % HBeAg %% #e 335 b 3 & T 50 1]

BEEHRIFMERE"Y, CHEN %7 Bir W, 78
HHRUIA T S FEEA MR E o AT BB F S HBY
AIOE S bE 1 M 5 08 BB A 90 d TG B M A AF R
(75.0% wvs. 53.4%) » AR B A g e P i s &
He R Ky 7 H R YL E R (32, 1% ws. 58.6%,8.9%
vs. 24.1%,24.1% ws. 8.9%), LINYE %™ B 5%
T IR R o WA R0 T IS HBV M6
JHF M A g Y G B B E K T R AR AR, Bkl
T 6 R 9/ R R R o WO RE A RLHRE B CHB &
A PR IR I ROR s R E UG .

A 538 1 W EE AN TR VA 97 T 8 NAs B2 A 4
B HBeAg BHM: CHB & 19 T 40 M W ¥ 19 52t 15
LTS R B A R L TR o 2b s
ROFETIER o-2b IRIT IR S8 = B 19 41 )8
Il CD3" .CD4 " T 40l b il 2 CD4™ T 4 g /CD8 " T
S B AR L R AP R I CD8 ™ T 40 i [ 491 , 1B 08 8¢ 2H L
FARFREI T R4, A R R LT NAs W&
AL HBeAg BHPE CHB B35 245 1 59 7 Mo B 2
AT BT E «2b 147 BE W A 80 i 36 B
AR T 400 B 3G 5 A0 i e e T e . X — ML 5
FAFFHE CHB 83 b WLEE 31 10 ) g 25 8 ol 3% %0
RETBE M0 45 5 — 20 o — 25 SRR G R T R A A2
R R R E AR, Kb RO DE TR
a-2b M GRBEG TR AE AR T BB A B AE A R AT
ARV 3 %) T 40, T M AR 328 oI A B R0 AR T 40 A AR
BMONB L TETIE o2b BAETEOE R T 40 6g
RN HBA M HAE R A IE CHB &M T 4
Je A B 35 AL L AT R B G e K R B AR O, R
WF 5% v UL L FE B A R T i S M iR ik R 2 —
BT 48 2 o2b JAYT 5 . HBeAg % [f13¢ . HBeAg ¥ 4
F HBV DNA #EJ 5 K A R R 2 —
THE o-2b BT IR B 4 . BEA A HR3E Wos L i
PRk A AN T E o2b 397 CHB A R 5
T HBE M HBeAg IL¥E % % 4t % X HBV DNA i &
SRR R 5 R IR 9T A B B IR 9T AR T
BT ARG A g 4 R A R — B R
E NAs WAESENFE P BA K TR S MR E
BT RE LA R A B DRI . IR A T R
O] BE S ) RN FL & Y G R T AL L s AL A
PR BT B AN S LR e T BRI AR ) i T
CHB # UL % B it 52 4R 745 . B & 48 5 DU B 1A 97 3L
B, Hi R TR o2b il HEMEH HBV 5
fii RNA(mRNA) B 1% 1 DNA & i, b e [ A% I 3
HBV DNA 7K, ¥ il o5 2 48 i , ook 20 9 35 % S 38 &R
Bt 1 4 2 R BT S B e g A0 R ek FE AR R . N R
R i AT L TR R S BT TR AN M e T iR S
NK 4i g 68 = 280 31 5 A4 15 5% B8 1 HBV Jgk e T 41
JitL , DA B A 50 A B HBYV 138 B 32 105 I A 7 4%
BEAEEN S, AT 2 4 HBsAg 5 B R
R HrP Sy 3. 28 %, X IRZA N 0, —FH Z RIS
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e L (P>>0.05), %45 B R, RSB GT £fie
05 0 B 2E AR b (A 7E SE B HBsAg W BRiX — 6
BEH bR LIRS 5 0E . nTREJR AL 45 . (1) HBsAg
IKEZ# AR E DNA K cccDNA #5152, 3
AT X cccDNA 1Y B B2 15 bR 76 FH A B 5 (2) M iR vk
B B AT O AN R e R T B L (AR ST K W HBY i S
14 H, 928 Tt 2% L 190 S 0% 1% HBsAg J7 T B9 A FIATS A TR
() AHEFE 48 JEI7 FE W] BEAS /& LA ZE 3] HBsAg T bR
) k3 AR Ak A RS AT BE TR B R KR T A ) B A
HAbAE HMLS 25903697 .

HBeAg FHM: CHB B34 % A ALT.AST 4 it
UIRedebs S8 . ALT.AST J73Z 40 4 T IR 40 B i . 3L
FOALT FZ8500 0 TIF A i Bt 9, AST EZ A
R TRS R TR N ATl & i T 1 1 O i
JFF- 400 1t A2 3 2 B 468 495 15t AT A BRI 7 ALT 7K SF- B
TR L I LY AST 7K P2 £5 76 15 5 35 L 2 10
AST 7K -5 Fh i 42 7R 41 i 2ok 4 52 20483495 . 9
TEAXT 8 E ., HBeAg FHM: CHB &5 B F/F4H 4
FEAE K i HBV &, 90 5 25 0 5, ol i o 1P 4%
L5t SEIF T e S . AW gT i 2 43R )T
iSRS REF8 An B AT K & B, 2 43897 5 I3
ALT AST /K536 97 1 FEAS » HO0 2 4141 F X if
M, ZEREW R ETIE o 2b Y7 R
E A 1 B P M R v B 3R 9T BB A AU 3 £ NAS R
57 24 J N BN HBeAg FHME CHB B35 19 i)
Al . HE R AT BE 5 e S i BR kOB BE A S0 L IR
GPEDIRE . T A A T R MR X T HBV (135 B AE
NAEK., LR Hm.2 4RIF A T =
J TSR PR T AT RE IR L 4 SR L Al D
rh PR A0 ek 2D B PR R ) B SR (R B AE R 3 AT i
ZIEE R R IT RR AT, B a s E . R
W AHE 2 Ab 7E T AT 78 A5 1 0% NAs L&A
fER) HBeAg FHTE CHB B, X640 & IG 7k
SR RIME . EE XTI L A 5 S R I R S B A K AL
TR EIATIRIT . X B E A RIERIT TEN
VEREHR AL THE S S FF . HARM R XRITATE T 405
SV AE E A T EO  f RE T M R R B A K AL TR R
J¥ CHB () AT e AL . (H A BF 55 A7 76 — & 19 J= PR
PR (DA S5 H o Brb ot i 55, AT 8 A7 7F 328 25 O
1A 25 B A 2 At AT A R AR 5 (2) Bl U7 R [E] A 48
JE S FE AT e K 3 B 17 TG 3 TR A A I T R A 2
Jae T R E G (3) KW HBV RNA, cccDNA 4
T AR R T 2E AR L M LR AR BB 16 97 X B
A T R B B Si% T R A R IR 5 (4 B = K B 8 40 B
Al B4 T A T4 L A0 0 M R CHBY RS T 4
Dof 25 BRI T A AL 0 E— 2B i8R . R ORI 5Y
Al 2% R Z vt CRFEAS (B AL B 3, SE K Bl 1
ifE] . 3454 HBV RNA . cceDNA I J f g8 6 18 4y
BT« LATE 2 [ VAR 1565 VR 9T 1997 80 AR AL .

LEERTR, SRR TR «2b M. 1E

ROTEETIER a2b GI7EA I S 1E 5 T M I E
FRIT 4 NAs 697 24 JA N B A HER HBeAg FH %
CHB & 3 B 55 A R 41 s 25 52 0, 98795 T 40 g 0
B FEAR ALT.AST /K, 2o T 2 B8 2 20 fi e 928 Ty
e J7 80T HZ el 5

PR AL FARELEFEZT R,
EERE KE AL F ZHMS T EHAK

SAT BB R L L AL KR kR B e %
A A S T & Lo ) L F Ak LR
i ETnedh BRI GER 5 AF Ukis XAE .
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