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Analysis of predictor for efficacy in nucleodise-treated E antigen-positive chronic hepatitis B
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Abstract: Objective To analyze the impact of baseline characteristics and the degree of treatment week 24(TW24) HBV sup-
pression with nucleoside analogue treatment on the long-term outcomes for the patients with HBeAg-positive chronic hepatitis B.
Methods One hundred patients with HBeAg-positive CHB were enrolled in the study. According to HBV-DNA level of every pa-
tient at TW24, those patients were divided into two groups:the negative group(HBV-DNA<C1. 0 X 10* copy/mL) and the positive
group (HBV-DNA=>1.0X 10* copy /mL). We analyzed whether baseline characteristics and the degree of HBV suppression at
week 24 were associated with therapeutic effect at weeks 48 or 72 between two groups. Results (1) There were the similar charac-
teristics of sexuality and age in two groups patients. A majority of patients were men(73 percent) ,mean age( 28 years ). The mean
baseline serum HBV-DNA and ALT levels were as follows:8. 25 logl0 copy/mL and 167. 0 u/l in the negative group versus 8. 71
log10 copy/mlL and 107. 1 u/l in the corresponding group. There were statistically differences in baseline HBV-DNA and ALT lev-
els between two groups( P<<0. 05) ; (2) At week 48 or week 72, the efficacy of the negative group was superior to that of the positive
group on HBeAg seroconversion, HBV suppression, aminotransferase (ALT) normalization. complete response or total effective
rates(complete response and partial response). The difference was statistically significant between two groups (P<Z0. 01) ;(3)
Compared with week 48, the differences were nor statistically significant in respect of the efficacy in positive group or negative
group at week 72( P>>0. 05) (4) There was no statistically significant difference in the change of the rates of virologic rebound not
only between two groups at week 48 or week 72 but also between week 48 and week72 in positive group or negative group ( P>
0. 05). Conclusion In e antigen-positive chronic hepatitis B patients treated with nucleoside analogue,the HBV-DNA suppression at
the initial stage of TW24 is to draw assistance {from pre-treatment HBV-DNA or ALT levels to predict. The degree of HBV-DNA
suppression at week 24 maybe be associated with the prospective therapeutic effect
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1 BEMERZE

1.1 —fB%eoRrl #2002 4 8 A & 2008 4F 8 A HEIKEFRI K
2R A B B IR R T8 HBeAg BH VM2 M 2 BT % 1 %,
B A 2000 SRR AEVERT R BiiR 7 22 Wibr e . 97 sk
EFA 2005 4FCMR M B RT 4 B iR 35 1 IR IT DS AR ES . 4
ABRHE  (DAFIRY KR F 855 F 16 i % ; (2) HBeAg FHME; (3) 18
E Roche 23 f 4 7 COBAS Amplicor PCR # ] HBV-DNA>
10" copy/mL; (D ML ALT /KPR T4 TIEFME LR 2
%5 (5) I3 TBil<<51 pmol/L; (6) Il 1 WLEF /N T 8% T 1.5
mg/L(<130 pmol/L) s (DIRYFHT 6 AN H W AR B2 W HUR TR
57 . HEBRFRUE . (DA I HIV.HCV 8 HDV &Y% ;5 (2) AT % 8%
PRI 5 (3D F 5 G 98 1 I 9 o HoAth 3 2 P S 5 () 4
URE AL I L. A5 A A AR HE R B 3 100 B, B 73 B,
227 B, AW 16~52 %, (28, 147,504, Hi, pfE 45
FEGL 39 6] BRI 4L 46 B B bR 4l 8 il Fnbi ok Rk
47 H,

1.2 GRIT L RRARIG KRG 0 F A A 2R
TRIT I 25 9 0 3% B 48 48 35 K (ADV) 10 mg/d. B # £ F
(ETV)0.5 mg/d #l 1. 0mg/d. % [t & & (LdT) 600 mg/d FHiL
kK E (LMV)100 mg/d,

1.3 SMimik

1.3.1 MHEIEY7 24 J& HBV-DNA 7K F45 8 35 4 55 M 41
(HBV-DNA<C1. 0 X 10°* copy/mL) Fl fH #4240 (HBV-DNA>1. 0
X 10°copy/mL), HBV-DNA %l F FE Jy 1. 0 X 10° copy/mL,
JNT 1. 0X 10° copy/mL #5 HBV-DNA Bk,

1.3.2  PRAC B M 4L R PR M ALIG 9T 48 JE 3 72 JE B Y T A
(HBV-DNA # %  ALT & % % HBeAg L7556 &
Mo B R BOR) ROR R R, BACRIE e N ERY
TR A R Z A

1.3.3 BBtk HE4LIAT 48 MRS 72 A
1.3.4 G Hrik 7 oI is B B 28 B 30 56 AR B 538 77 I AR IR R
BRAE CAL 35 ME 91 L 42 8 . HBV-DNA /K1 ALT 7K ) 19 4
1.4 Siitsd5e: SRAH SPSSI12. 0 Geit 4 brik k. S84t
N A 4% 4 2R A IE A A B0 (7R B 255 MR . T E YRR
R T s Hi L BT SRR A K5 . THEUORR R,
SRR T, P<<0.05 MERAHH%EE X,

2 % ®

2.1 BAPELLANPH PR JELRARAF F A WA AR L L e ) A
AR RE T AL, K28R E N B (73%0) , SF AR R 28
%, BHPEZH 32 HBV-DNA /K 3 B9 3 #%F $ (il ok 8. 25, 1M FH
PR R 8. 71, AL LA 22 5 A it 2% B L (P<C0. 05) ; ] k4
e ALT K F 28 H 167, 0 u/L, i B R 107.1 u/
L, 4l b5 25 578 Ge it 2+ 2 L (P<<0. 01D, L3 1.

2.2 RYT A8 JH T 72 FIBAYEA S HMEAUT R L IR YT 48
JABL 72 J8 B M 40 4% 97 3048 bR Bl HBV-DNA # B %, HBeAg
M FE R ALT S 3R S84 R RN A ROR YL F ik
A EERASITHEE X (P<0.0D, L3 2.3,

2.3 FHMEL S A ML G TT 72 BT &I AIE AR S 48 JE T H
OB YT 48 JH 45 97 AL 48 45 Bl HBV-DNA %% ] 3|
HBeAg MEH R ALT EH R ZEMERAMBAERES
VAT 72 AR, 2 RB TGI8 X (P>0.05), L& 4. A
PEAIRYT 72 IR AR 50T 48 LA, Z S TSI
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B (P>0.05), L#E 5,
*1 MABERRIFELLRI2(%)]
LR A 20 FH:2H it
(n=24) (n=176) (n=100)
FRE () 26.5(1.5) 28.6(0.9) 28.1(0. 8)
5
5 16(67) 57(75) 73(73)
Boqca 8(33) 19(25) 2727)
HBV-DNA
8.25(0.19) 8.71(0.10*  8.60(0.09)
(log 10 copy/mlL.)
ALT(u/mL) 167.0(18. 2)4A 107.1(11.4)  122.6(10. 1D

* SRR R, P<<0. 05;4 SR g, P<<0. 01,

F2  RITAS AMAMASTTYIERSHEEHLE (%)

- FAPE 20 ¥ 4 4 . P
(n=24) (n=176)

HBVDNA # B % 100. 00% 19. 74 49.3927  0.000 0

ALT B# % 91.67% 55. 26 14.484 6 0.000 1

HBeAg Il % ¥ % 37.50% 6.58 10.4913  0.001 2

58 4 W B R 33.33% 6.58 11.543 9 0.000 7

BAE RO 95. 83% 38.16 24.308 7 0.000 0

* SRR g, P<0.01,

®3 R ARMARTHERSHEEALE (%)

. 914 2 S 4 21 i
Ei=g 0 X P
(n=24) (n=76)

HBVDNA % ] & 95. 834 23.68  39.251 0 0.0000
ALT &% % 95. 834 50. 00 17.612 7 0.000 0
HBeAg Il % ¥R 41, 674 6.58  16.106 2 0.000 1
56 4 i 2 R 37.504 6.58 14.484 6 0.000 1
B BCR 95. 834 35.53 26.5351 0.000 0

A SHPEA B, P<0.01,

F4 BEART 48 BARTRIERSET 2 ARK(X)

ECL7 48 J 72 i Y P

HBVDNA #% [ % 100 95.83% 1,021 3 0.3122
ALT B # % 91.67 95.83%  0.0871 0.7679
HBeAg IfiL35 % e % 37.50 41.67%  0.3556 0.5510
58 4 W B R 33.33 37.50%  0.0911 0.7628
B RR 95.83 95.83%  0.0000 1.000 0

* . 5VAYT 48 A LB, P>0. 05,

5 FRIEERST 72 A& RIERSET 48 BB (%)
P

Ci 48 JE I 72 JH I Y

HBVDNA #% [ % 19. 74 23.684  0.3484 0.5550
ALT B # % 55. 26 50.004 0,000 0 1.000 0
HBeAg IliL ¥ 54 % 6.58 6.584 0,422 2 0.515 8
56 42 N AE R 6.58 6.584%  0.0000 1.000 0
B BR 38.16 5.534  0.0264 0.8710

A 53RYY 72 MRS, P>>0. 05,
2.4 JREEERELE  JRYT A8 R HE S 5 R B M 41 A BH M
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L. ZERIELEHFE X(P>0.05) 331877 72 W4 i 2%
FRILG 2= L (P>0.05) . BITE4LIAIT 48 FA 4 2 R
572 B, 2R TG IT#E L (P>0.05); [HELIEIT 48
Ji5 72 A i E RS L (P>0.05), L3k 6,

=6 BT 4872 FIR A ASHEEANRKS

REEEE (%)
20 53] 18 J4 72 J& P
BAPEZL (24 6] 0 4,17 0.312 2
FHMELL (76 D 10. 53 11. 84 0.796 9
r 0.097 5 0.274 5

3 if it

WA A A A AR P 3 3l R Ak B = B MR R R
J& HAA bR EEVE R, T LA 2 19 DNA 22 5 il 500 5% S5 il
HIE I . IF S SE R B AR TR DNA # ,2¢1E DNA #11
SEA N B (99 B 14 52 10 32 21 30 41 107 & $E DO 2 1E T .

At 25 U938 97 HBeAg FH M 918 M 2 B BT &, W 2R
HBV-DNA 7EI897 WU B B (24 J&) 15 345 %500 41 BI 45 Sy 97 14
(HBV-DNA<C1. 0 X 10° copy/mL) . IF A /R 55 48 J& ik 2| B 4
BB I AR A R S a0 72 FR s KR A B R . A
BT R IE By B B AR AT B0 A RO ) RO AT R 0 A ) R
I R 25 1 ARSCEE R B IT WA B B (24 D 3R R Y
SR VE BT 48 B 72 J& HBV-DNA #9 4 45 B % |
HBeAg I 75 ALT &% AT BEYE. BAMEA . 3897 48 A
B¢ 72 J& i HBV-DNA {5 4 35 4 & /9 % 91 % (100. 00% .,
95.83%) , HBeAg Ifil ¥ % #e BUR 4T (37. 509, 41. 67 %) , ALT
SRR (91, 67%,95. 83%) s 52 M e BHPEAL YA Y 48 [
ok 72 JA i, HBV-DNA 10 il 2 5% A 4 (19, 74%, 23. 68%0) »
HBeAg Ifil 7 %% # % 25 (6. 58% ., 6. 58%), ALT & % A i &
(55.26%,50.00%) ., X7~ . FEIAIT P14 By BE HBV-DNA fix
AR b AR TR B R K (48 JAD A 3 U B9 97 55 4R 823497 (72
JEDATE AR AS e BRAR B 975 2 2 R DR 45 1L 5 T 36 97 90 1 o B s 2
A5 ) 5y AR B I A R 3 B T 4k 23R 97 K AR B 1 4R (48
JAB 72 ) 5 T A wE E], A 5 3K 15 3 AR T R0 T ARk
RN,

TRITHIAA B BE HBV-DNA B4 il 72 B 5 34 97 A 3 00 o
SRR B C R AR . BRI T B E HBV-DNA /KFEH ALT
KSR 4A B Be HBV-DNA 1) ] 72 BF i 48 56 V1 3 . 18
F A0 A B ST 45 R S0 L BH P 4 4k HBV-DNA K iy 24
XTECME 8. 25, Wi FHME4 Ry 8. 71, Al L R £ R H G it 228 X
(P<<0.05) s FAMELH Bk ALT K FHIF{E N 167.0 o/L, 1
FHYEZH R 107. 1 u/L, PRAL HL B 25 F A G2 3 L (P<<0. 01),
X F RIS T B H HBV-DNA 7K 8 AL & 5 ALT K F85K 5
B AERUR TG YT Wy BOWAZ AT 281 i SOS% P v BB 4, 4 I BA
57 RV T] BE AR BRAR ; 5 e AH S, YR YT T R HBV-DNA /K5
A L ALT ZKFEAIK 3 A2 00 I V6 7 B B A% 1 2 1
TR TT BB 22 RS TR REANE

HBV-DNA 7E 697 91 1f By BEAS 21 45 %400 51 0T 66 B AW 3
S5 i B A5 6, 4L DR8] 280 A 21 0 0L % i i) K ke A AR 4 R 48
Rk 72 JE S T B o 3 5 R SR R e 2 A OGP i S B
. IR I K S5 AN L R — A AR,
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L5 IR IR T W) IR B BE HBV-DNA (9 410 i 2 B 7 5 Bh
WHITHT HBV-DNA = ALT 7K BN . 36 5790 4 By BOw 2 89
05 AR B2 AT B8 55 R SR B AR OG . P TR TG 7 | HBV-
DNA 8 ALT 7K R 3677 90 4k B B 5 1940 i 7% B2 1 236 77
1 T DR LT A AR IR 9T O RSR AR AR VR TS - T 4
SRR GERR IEDUR BE IR T T S0 2 I S A 2 W el S
[(UE2TE 7/} S ey g
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