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[(WE] Bl WEPERSEE (ADV) 5RO TR o - 22 BEHZMENE O EE Y. Jiik
RO TIMHE a-2aRI7 1 120 6] HBeAg FHIEIEME: C T BF 725 24 R4 HBVDNA 2862 & PCR #:,
#7 HBV DNA > 1x 10° # Il /mL, NinA ADV (A4, 3561 siRhnf ADV (B4, 356 I897; #<Ix 10°#%
DU/ mL, WMGSER ZFETIE a-2aiR)7 (C4L, 50 ), XFHAHTAEIRIT 48 JES 1) HBeAg I 15 54546 36 |
ALT &% % F1 HBV DNA il a9 22 5], &5 A7 24 48 AR, AL B. C3 411 HBeAg I TFH 4055510
25.7% . 20.0% 1 66.0% , ALT &% ZH1 HBV DNA Il R 22 RG24 E L. 1EIRYT 24 ~ 48 JAMIE], A, B2
2H HBeAg M54 ER AN ALT &2 7 R 2EF G243 X ; HBV DNA B3R (<1 x10° 01 /mL) FO¥E & & H
E, BHK AHHABRIL (P<0.05). & HEROZFETIME o-2a78Y75 24 JFARESLH HBV DNA &1
IF, o BT = W B A A T RE I B3 IXS HBV DNA &2 8l A il R 2.
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Efficacy of IFN a -2a Combined with Adefovir Dipivoxil in the
Treatment of HbeAg Positive Chronic Hepatitis B

YANG Yong —rui, LI Hui
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[ Abstract] Objective To investigate whether the combination therapy of pegylated IFN o —2a plus adefovir
dipivoxil (ADV) improve the efficacy of the treatment in CHB patients with HBeAg positive or not. Methods
120 CHB patients with HBeAg positive who received 48—week pegylated 1IFNa—2a therapy were enrolled into this
study. If serum HBV DNA levels exceeded 1000 copies/mL at week 24, the patients were assigned to group A
(pegylated IFN- a 2a plus ADV, 35 eases) or group B (pegylated IFN o —2a only, 35 cases) ; otherwise, they
received the unceasing monotherapy of pegylated IFNa-2a (group C, 50 cases). Results At week 48, HBeAg
seroconversion rates were 25.7% , 20.0% and 66.0% , but rates of aminotransferases normalization and HBV DNA
suppression (< 1 000 copies/mL) were not statistically significant among three groups. But during week 24 to week
48, rates of HBeAg seroconversion, aminotransferases normalization and HBV DNA suppression had no
statistically significant difference between group A and B. Conclusion An ADV add-on therapy in pegylated
[FNa-2a treatment seems able to improve the inhibition of HBV DNA in chronic hepatitis B patients with positive
HBeAg.
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ROTETIMER, REIKE T EIGITEME: CRIF R
R S RTESE B PR T TR A B R e nT
SEABMAIRAR AP S FROTETINR
FIB A4 35 BRI BRI T2 M O IS th .
SN TEET IR o —2a JGIT 24 AR R fEsS
FIHBV DNA #7H] (<1 x 10° # D1 /mL) B9 141,
T FBTfER R TIRYT, R AR =5 48
JHEITRL.

1 #ABERZE

1.1 —HRER

EFE 2000 451 A E 2011 45 12 AR
SANREREZROFETIRE a-2a 167528
48 JEYY MY CBH [ 2 AMERBEH BI3L 120 4. T A
BEFFE 2000 BT CReptE IR BRI 5
HIZWTFRUEY, AJERTIT 1 a KRG TR HIRRE
RIT, IR ORI BUR (HBsAg) . e $iL
Jii (HBeAg) FIAZ.LoHi)E (HBcAb) BHYEFFA1 MG
WRBRAIEEE (ALT) WahittTheE (>80 U/L)
AR, AT 400 U/L, I HBVDNA 7K P4
F1x10°~1x 10° D /mL, JCEAR T RGBT
RS, JCIAF R EEEY . (e . A B e
%, HIV. Wilson & . a — PUIEE A lFGE= G54 BT
SR, AR IR () KAz
PERFRELL, ANEIFEEL . B M. Bl M. N
. R RGN, HERRIEUR. I A E
CHB HU BEGYT A [R) & 15.
1.2 HA5R%A

i BE IR Z RO TR o -
2a (R4 IRFIK, FRAAEANELE) 167,
180 wg 2 NS, B 1R, FEIRYIT 2 24
K AF e . Z BT 2 B HBVDNA %66 5E

i PCR K&, R4 HBVDNA /KF-3E1 7404187
A4 (n=35): HBVDNA >1 x 10° # Dl /mL, 35
B, S HER O EBETINR a-2a G977 FLAl
F, B ADV R#E 10 mg (JLI0% = W8 I KR
EHHRAFA™) MR VRO, R 24
J&s B4 (n=35): HBVDNA >1 x 10° # Il /mL,
3545, AHF ADV; C41 (n =50): HBVDNA<
1 x 10°$ D1 /mL, 50 ], 2k&LEREER L BT
R o-2a B RES, B L RIAIT.
1.3 KNmRE
1.3.1 BFIhEE#& ALT. AST. TBIL 23 H, #r
ARG IR IR ER KM , R 35 E Beckman 42
H gl A= AR S e i A .
1.3.2 HBeAg #1 HBeAb, HBcAb E=#Ml
AR A A 23 IR #R K LI, >R 22 [ Abbott 23 H]
55 AR OB F RIS S E T (MEIA) HEA7 4G
.
1.3.3 HBVDNA &l #6045 A8 Ry 25 i Bk i
T, RF)T I A 1L A 8 2 5 R A R A w50 A
PE9600 FAHE FRX, N FH S B 2 S it PCR LA
W, A RBRA 1% 10° #5 01 /mL.
1.4 SitEFH*

fii 1 SPSS Gt A T 4e it 43, PR
) FEBER ] Fisher WG 2 4RI E LR
FHRSTFEAS ¢ K 5.

2 R

55 48 JEAE MIAYTY FIMER A b, 3 LR E — ik
TEOL ST IR ALT, RA D RAIEFELNME (AST)
FUEHZLZE (TBIL) JyZES TS it2=E L (P>
0.05), UL 1.

&1 120 ffl HBeAg FHIEIB M Z AFEBEFRTTRAIEREHE (x£9)

Tab. 1 Baseline characteristics of serum chemical indexes and HBX DNA Levels from 120 chronic hepatitis B pa-

tients with positive HBeAg (X +5)

W g o AR [REAN N KA G JSNiEEARE CHPREE DNA
(%) (U/L) (U/L) U (MOL) (log 10 copies/mL)

A 35 30.1+6.8 121.1+101.2 79.1+52.7 16.1£8.3 7.03 1.11

B 35 29.6+6.5 1253 % 110.1 80.3 % 62.5 173 £119 7.12+1.18

C 50 29472 1223 +109.3 1302+ 102.5 21.0+9.8 6.44+1.12

p 0.439 0.038% 0.114 0.234 0.073

A:B 0.278 0.899% 0.072 0.589 0.763

A:C 0.261 0.028% 0.056 0.120 0.064

B:C 0.898 0.038* 0.168 0.407 0.053

* BEAT log 10 MRS 7 255%, AT ANOVA 73477
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2.1 RAFRE 48 ALK

A, C 49K BB I Ih e A B 2 H R
HBVDNA # %2R TR FEE L (P>0.05) ;
A. B2 48/{E HBeAg MG FEH R ZER TS H &
X (P>0.05, A, BB CAHHBMmI (P<
0.05) . HBVDNA #% B2 (<1 x10°#01 /mL) #l
AL EER, BEAAKCHHBMK (P<
0.05), W#*?2, 3.

22 ARRM

TR |, DREZBEEA AR
FE R TRIRAERER, BRI, HATINAZ; A 6 FiIH
24 36 JEIETANE A 2 IEF AT Ok
WBC W5, EHG97) ;s 7 WA R A 4.
A ADV AR IF RS, REHHEANR K
J.

®2 BZBETHRIRLLRTES 24 BENBHERIFE X9

Tab. 2 Baseline characteristics of serum chemical indexes and HBV DNA Levels after 24-week pegylated IFN-a

monotherapy (X +s)

ATl n WHEREEM (UL)  RABREEN (U/L) BRa R Z %7 DNA  (log 10 copies/mL)
A 35 103.1 £78.2 65.1+62.7 10.1£5.3 583+ 1.31
B 35 102.3 + 105.1 65.3+53.5 123+59 452+1.28
C 50 90.3+129.3 60.2 + 60.5 125448 -
P 0.963* 0.950 0.678 0.019
®3 SHRTES B EARSATHLE (%]
Tab. 3 The results of therapy in three groups after 48-week [n(%) ]
HoH) n PN RS HBeAg Il A5 HBV-DNA 4[5

A 35 60.0(21)% 25.7(9)° 71.4(25)%

B 35 20.0(7) 20.0(7)" 25.7(9)

C 50 86.0(43)4 66.0(33) 96.0(48)4

5 C4iir, "P<0.05; 5B A, ~P<0.05.

y i HR AT, R 5 MR IBE BT AT ) JE PR

HBV R4 & il 5 SO IR 9 M 5O & 0 & A
KIRIMNCHEENZE, XF8E HBY BE PR iin
Y7 R B SR AR AR . I IR X ALT 1E
HEL ALT < 2 f5 AN B A S, RSN 8r
SR E ST —. Lai FIHR I, ALT £52E0E
W R 37 % A B AEBH S 1) 9 1 SO0 T 4
b, ALT 7£ 1.0 ~ 1.5 f5 835 46 % AL A 1E i 2%
Ja7E.

X} CBH MIPUREEIRIT 254, F2 A% 2R
WA TR, ARy BRARE e, &
H—EMAE AL . E25LL )G HBV B9
g, A B ETELERZY; KRUTHREE BT
WREEIRYT MY, TR AIZTE RNA,
AP HBVDNA &, [RIBS o] Bl 2 8 1 2=
ik, HAVUREEMEEE RN ER, (AR Rk
H HBVDNA ¥ [ 4fk. BT, PUREHAIT BBk
A 2RI RIS 2 — 7 ADV J& Bl

Yy, TEVRPN KSR BT EAE 5 RAEPURSEER . B
AI LA HBV (4952 i 32 B, DT {44 P
cceDNA JEFE, IREIHOR R, B5 T
FHARFEBVERVLS, BEe EAA7EE R R A i
BB

AR R L BET IR o -2a FLIRYT 24
A A BESC AR HBV DNA $lH (<1 x 103 # 01
/mL) #9120 5] HBeAg FHYE CBH #6195
A ADV AT AT SR, WA o, TE
T ADV B9 A ZHIAY7HTAY HBV DNA /K- F 8
AR _ETIRMN B A, WHHAZmHE TR,
1E 48 JE AN ADV 2H HBV DNA % [ 2 F1% 2 i
SRR R T AR ADV 4. X B A W
5 VE FIPLHIARTR], S2 3R HAG B R 500 1 B e
PIZYBRAI6)7 B B340 HBV DNA ORISR, [H
i EH 0 UE I AN AE A, HOR B BN R
B ZERIIR A 4 ADV IRYT 24 JHE, HEEE
H Z4F1 HBV DNA (%25 24 JAIBTHUS HBV A %L
Sl C U, SRITHEZES. Hitikh, XF
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REOTETIMER a-2a HIRIT 24 AR RESL I
HBV DNA A &8 i /9 9% 1 in F§ ADV Xf 55 31
HBV DNA A &MHIERTTHY. AL B 47E% 48 Ji
IRITZ B HBeAg MG FHRMLT C 4l O
ADV), XA[RES C 4 HBV HEHBUR[EAG 60, 7
25 R fE B 253 5 HBeAg B9 MG HEH:, X 5
N Ah— eI I EE RAHFF A 102, REORZE R AT g
BRAIRITITRE . VT ILES BT KA k. Hi,
REOTETIME o-2a I ADV BRAIRIT L
ful B 45 24 DA R A B [ 36 YR 1 e Ak andu], 473
ST R, AT RO A T L v A
AGEL . Z PR FIGE R B DT R ATRR.
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