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Comparison of entecavir efficacy in initial treatment for HBV patients with compensated and decompensat—
ed cirrhosis in 96 weeks
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Abstract Objective: To compare the efficacy of entecavir (ETV )in initial treatment for HBV patients with compensated and decompensated
cirrhosis in 96 weeks. Methods: Data of 54 compensated and 51 decompensated cirrhotic patients treated with ETV(>96 weeks) were collected,
and the difference of liver function, HBV DNA negativity, Child—Puge score, the degree of esophageal varix and liver stiffness value were
compared before and after treatment between the groups. Results: Alanine aminotransferase normalized rate was significantly higherat 12 and
24 weeks(P<0.01) and HBV DNA negativity rate was higher at 12 weeks(P<0.05) in the compensated group than in the decompensated group. In
the two groups, serum albumin levels were much higher than the baseline at 12 and 24 weeks, respectively (P<0.01), and serum cholinesterase
levels were significantly higher than the baseline at 24 and 48 weeks, respectively (P<0.01). The Child—Pugh score improved or remained steady
in all compensated patients and 96.1% of decompensated patients. The degree of esophageal varix was lessened for 11 compensated and 4
decompensated patients. Liver stiffness value was significantly decreased in the compensated group compared with the baseline (P<0.01).
Conclusion: Long—term ETV treatment has superior effect on the compensated cirrhotic patients.
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1.2.2 WML AL ANGYT R 12 R hhe
FEHR « I 7E TN 2 R s Z il (alanine aminotransferase,
ALT) . BB #& 58 i ( cholinesterase, CHE) . A& [ (al-
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MERE /S H] ), HBV DNA & (3 ABI7600 2t
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Tab 1 Baseline characteristics of the two groups before antiviral treatment
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Yo % (s copies/mL) (U) (gL) (1U/) ¥t X RE OhE OB kPa
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Fig1 The comparison of HBVDNA negativity rate and ALT normalized rate during the treatment period in the two groups
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ALT 55 SR TH &, T 48 JE A 96 JE ), A4
HAZE S = T I AL (53971 92.6%v580.4% ,96.3%
vs88.2% ), (H2 R TG i35 L (434 x*=3.379, x*=
1.412,P>0.05), W& 1(B),

2.3.2 ALB Fl1 CHE ZBfbfEdl P EH LTS ALB
F1 CHE 7K V- 34 B B s B2 7 2 HE 4 52 38 7 T
oo Ho REANA ALB K ETHIA L, T 12 BT

1R A5 3 2R Huik 22 A Go it 245 L (P<0.01), R AR
AR 12 B URE TR, SRE K ZERT
GiitefE X (P>0.05), B2 24 IR 534 i
SH G FE(P<0.01), R ESHAL CHE KF
F 24 JEIFIR N 5L b 2 A gt E L (P<
0.01), KAWL T 48 I InA HHRL L 2R
4G4 L(P<0.01), L& 2,

*2 WALREFRTHIE ALB(/L)S CHE(IUL)ZELESR (X2s)
Tab 2 Change of ALB(g/L) and CHE(IU/L) during the treatment period in the two groups(xzs)
451 n ek 12 J# 24 J 48 J 96 J# F P
ALB R4 54 35.746.3 39.3+4.9" 40.8+4.2° 41.3+4.9* 43.4+4.3 11.35 0.000
FRAVEEEE) 51 31.244.5 32.644.1 35.3+4.6" 37.8+5.2¢ 39.4+5.8" 15.52 0.000
CHE fU£EHI4] 54 3989.5+1578.8 4344.6+1343.1 5450.2+1490.1° 6120.9+1785.6* 6753.6£1776.1* 17.96  0.000
PRAVEEEE) 51 2579.5+794.6  2652.9+831.8 27432+726.1  4066.4+1357.0° 4828.4+1380.1° 2869  0.000
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2.4 ETV 3% 4897 % Child-Pugh #F 269 % %
96 JElmT, UL B3 YR 3R Child—Pugh
VRO RS s KAV A 49 191330 Child-
Pugh ¥l AEa 2 , 2 11(3.9% ) Ak, L33 .

%3 WAETHIE Child-Pugh 5 B E R % )]
Tab 3 The change of Child-Pugh score during the treatment
period in the two groups[n( % )]
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e 54 30(55.6)  24(444)  0(0) ffz AL
ERAVES i 51 23(45.1)  26(51.0) 2(3.9) 2 WARTAIIEREREREENTN

X 1.147 0.449 0.570 Fig2 Change of the degree of esophageal varices in the two groups

P >0.05 >0.05 >0.05 after treatment with ETV
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Fig 3 Change of liver stiffness value in the two groups after
treatment with ETV
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4,2 6(3.9% ) 1B IE AL E i, 8 491(15.7% )
TEIG T30 18] PR M0 PR K, I K B9 & A AR VR YT
48 [z N . P4LE HCC, BiHfRIE Hai AT &k A
RTG53 x'=1412,%°=0.570,%=1.494,
¥ P>0.05) . KA HAGIT2E2E 5 (x*=7.076,
P<0.01),
3 itig

HBV FF22 Y J& £ HTF RS AR 1F 52 0 40 A i
KA W EEE  F, DRHx 2 F FRE AR BB b A T
PURTERYT LAAE R A D HF D AR I AR A8
KA IER A D PR AR A T SRR R R
1. ETV EATRRAYT HBV VEH, D9t R e ft i
W LC BEAE ETV IAYT | 4ERT A 92.5% .3 HBV
DNA <400 copies/mL 1 92.1% 8% ALT &%, [Fln}
AR RARAE LC BE B AEAAIHE, HAlM IS ETV
BT AR AN AR L IR LA 5T .

TEFRATT BB 43 B vf S BRARAZ 0T 2 T O 25
R HBV DNA [%6% (12 J&) 1 ALT &% (12
SR 24 J&) ) B S T ARAEE DA, BT R A, PR
HXGHEIN, 4350 F 24 FEAN 48 JE 5 4 IR H B TC
25 PR LC BB HBV DNA HH] A
RAE TR AR, RS LC B
ZA 3RS HBV DNA BHAEH ALT &% HRFE K
Bl HBV DNA #Iiil 5 , 23z 30 S E Ao
BRFITH AR, HBYV DNA FFZG H IR R IR | 58 i o 35
LTS HBV A FF SO 51407 , Dol fH
IERFEFdefbiit e, BULRiAE LC B R3S T
BRI -

AR ALB 1 CHE JLF2 5 AFIEA Ak, 104
WA AR LC B AT 3 ALB Fi CHE FF%
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FEM LC BEPUREERIT ALB AKCEZWi . A
58 IR AL B 1 ALB Fi CHE 7K
FRfRYT IER I R E I AR R E LI
RSB TP HR, RO T AR LC BB
BB REIG T AT LUSE PRl IR A 5 1 At 25 2
e [RIFHIRAT R BAREEN LC BB TEIRY 7 I IH ToiE
K T AR i A S P O AR 2
W kA, MR 8 BiIFEIAYT 48 JE M H
PR KB A B HERE IR [ &, itE—2E S AR A
LC B3 Bl o K BIHTs dEiR T RS IR D s
= S AR Qi TIPS TR 4R b gt I N
BRI A S 52 BB ke o 45 SRR v S
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Child—Pugh P55 LC & FFDIREVEMN K Filje
FIWTA EZMNA - Liaw SBT3 I A A0 -1
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AR El—E M . AR T A AR e 4l
Child-Pugh P43 338 81k el fnfee , R ACEE
LC A 96.1% 8 FH RN A MiaE, HnK
ETV 697 Al feoe s o ge, Wb IFDhrg i 2k
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I A G R (1K T A A i R AR R 1)
T £ A AR DR R T AT I e e, T ISR
ik B € P 9 A e 1Dk e S 0 5 A LB A ) IR
Pio PIEAIFFE SR T AU sl R AU LC &
H LRI ETV JRY7 T YA AT RERAHF LR 4L i ek
2 K Ik s R s, i RO R e & A

B B 58P 1 1% (FibroScan ) f&=—Fh G A1 . TG .
PR R AT MR, 3 A R R DA
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TRYT R MR B BRI T AT R R, R
WREEIRYT R I T B (R S 1 e e, BRPH A AL
UG TEIRYT AT AR B 015, AR 98 Ko B, 48
ETV KB a2 16 77 5 A EE A LT A B (86T
HI B 2 R RE (P<0.01), AR I 4 i B (P>
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P A T T A

Mz, T ER SRR AU LC BT
K ETV SURERIRYT , YREREAIIH HBV & i, 2k
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JHFSE A, 920 LC I R 0 & AR BB I R T o
{EAAZH LC BB R R A A PSR E 42 41
B ) REMK S Y e AR I e A T B R A
JEE AP B B S, W o AR PR A oy B
PURTRIAIT , Al A s B I HUS

F AR SR MBS T L RS KO X A
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