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[ Abstract] Objective: To compare the clinical efficacy of telbivudine ( LDT) and adefovir dipivoxil
(ADV) in treating hepatitis B cirrhosis. Methods: A total of 120 patients with hepatitis B cirrhosis
were randomly divided into group LDT and group ADV. Besides of conventional treatment, patients in
the two groups were given LDT and ADV for 96weeks respectively. Virological indicators, serum levels
of alanine aminotransferase ( ALT) , total bilirubin( TBil) , albumin( ALB) , creatinine (cr), urea ni-
trogen (BUN) and prothrombin time (PT) ,and T lymphocyte subsets in peripheral blood and Child-
Pugh grading of patients in the two groups were detected before treatment and in 12,48 and 96 weeks
after treatment. Results: In 12,48 and 96 weeks after treatment,the HBV-DNA negative conversion
rates of group LDT were 50% , 60% , and 80% , which were significantly higher than those of group
ADV (13% , 40% , and 60% respectively) (P <0.05) . In 48 and 96 weeks after treatment,
HBeAg negative conversion rates of group LDT were 40% , and 47% , which were significantly higher
than those of group ADV (18.3% , 25% ) respectively, and HBeAg/anti-HBe conversion rates of
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group LDT were 25% , 30% , which were higher than those of group ADV (respectively 10% , 15% ) ,
and the difference was statistically significant (P <0.05) . In 96 week after treatment,in group LDT,
the ALT, TBiL, PT and cr levels were significantly lower than in group ADV, and ALB level, CD4 "
cell counts, and CD4 " /CD8 " cell ratio were significantly higher than in group ADV (P <0.05) ; The
Child-Pugh grading in group LDT were improved after treatment (P <0.05), compared with group

ADV . Conclusions: Compared with ADV, LDT can more effectively inhibit virus copy and improve

liver function, kidney function, prothrombin time, Child-Pugh grading and immune function.

[ Key words ] telbivudine ; adefovir dipivoxil; hepatitis B; liver cirrhosis; live fuction tset; virological

indicators ; lymphocyte subsets
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(P<0.05), LDT 423697 & 96 J& i), ALT | TBl

BUN .cr .PT B R4, 5 ADV 40 Hbis, 2 R4 450

2.3 fppEsEdsty PUREEIRIT S AE, LDT 4
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Comparison of HBV-DNA, HBeAg negative conversion rates and HBeAg/anti-HBe

conversion rates after treatment between the two groups

as HBV DNA [#3% HBeAg P44 R HBeAg/4i HBe 54t 3%
12 J4 48 J4 96 12 J8 48 J& 96 JH 12 J& 48 JA 96 JH
LDT4 60 50.0% 60.0% 80.0% 12.0% 40.0% 47.0% 5.0% 25.0% 30.0%
ADVZ 60 13.0% 40.0% 60.0% 8.3% 18.3% 25.0% 3.3% 10.0% 15.0%
X 18.64 4.8 5.71 0.37 6.82 6.13 0.21 4.68 3.87
P 0. 000 0.028 0.017 0.543 0.009 0.013 0.648 0.031 0.049
R 2 WA AEHF BT A A e AR KO B R B A R (£ 5)
Tab.2 Comparison of blood biochemical indexes and prothrombin time before
and after treatment between the two groups
415 Fisf 8] TBil( wmol/L) ALB(g/L) ALT(U/L) BUN( ((wmol/L) cr( umol/L) PT(s)
LDT 41 TRITHT 75.07 +4.72 28.03 +0.29 100.75 £3.92 6.00 +0.34 117.71 £2.23 18.11 +0.32
BT 128 72.15+3.60 28.40 £0.21 96.45 £3.07 5.79 £0.32 117.61 £1.92 18.09 £0.27
WIFE 48 46.65+0.89Y  32.330.09  45.45+0.89” 5.79+0.32 80.8£0.89"  17.18 +0.21
WrE9% H  32.5+1.91Y  33.08+0.220  33.3x1.51V  3.85+0.54""  64.222.64""  14.9320.29'"
ADV 41 TRITHT 74.35 +4.48 28.11 +0.25 101.85 £3.93 5.85+0.32 118.1 +0.30 18.21 £0.32
WP 128 72.97+2.9 28.34 £0.23 97.20 £3.19 5.82£0.30 115.76 +2.01 17.94 £0.28
BTG 48 ] 53.70 £1.53 31.54 £0.13 47.0£1.19 5.82£0.30 94.67 £2.33 17.91 +1.47
BITIE 96 43.45+1.32 31.76 0. 16 43.7+1.14 5.32£0.25 85.75 +2.74 16.21 £0. 17

V5 ADV 43497 5 M R ] A L8, P < 0. 055 SR IA 7R H AR, P <0.05
£3 FHABFTHALTE 9 JE CD4 + CD8 + .CD4 +/CD8 + b

Tab.3  Comparison of CD4 + cell counts,

CD8 + cell counts and CD4 +/ CD8 + ratio between the two

groups before treatment and in 96 weeks after treatment

2057 n i) CD4 + (%) CD8 + (%) CD4 +/CD8 +

LDT 21 60 YBYTET 30.92 0. 19 26.97 £0.17 1.15+0.24
VBIT)E 96 37.20 £0.07" 26.84 +0.15 1.53 £0.15"

ADV 4 60 YATT T 30.82 £0.22 24.86 +0. 14 1.14 +£0.13
16Y7 5 96 JH 32.94 £0. 16 26.92 +0.18 1.22+0.11

5 ADV 413897 )5 H AR, P < 0.05
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child-pugh A 2%, ADV 4157 R child-pugh A B .C
Iy R R 16 .26 (18 ] 69T 5 S 25 .21 14 {4,
Hd 15% p & i child-pugh B C 4354 child-
pugh A g, PIALIAYT )G child-pugh 7248 fb L AL
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