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The Efficacy of Thymosin-a; on Accelerating Lamivudine Treatment
in Patients with Chronic Hepatitis B
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Abstract: [ Objective ] To evaluate the long-term efficacy and safety of alpha-1-thymosin
(Tar) combined with lamivudine (LAM) treatment in patients with chronic hepatitis B.[ Methods ]
Eighty patients with chronic hepatitis B were randomly assigned by 1: 1 proportion to receive LAM
alone (LAM group) or T combined with LAM (LAM + Ta group). [ Results 152 percent (16/31)
occurred HBeAg seroconversion in LAM + Ta group as compared with 5 percent (2/37) in LAM
group at 52 week, P < 0.001. During one year follow-up, HBeAg seroconversion rates were 42%
(13/31) and 8% (3/37) in two groups, respectively( P =0. 001). During treatment, HBV DNA lev-
el decreased rapidly in both groups, but rebounded after withdrawal of the drugs. At week 52, 27%

(10/37) of patients in LAM group had YMDD mutant as compared with 3% (1/31) in LAM + To,
group. ALT normalization occurred in 25 of 31(80% ) in LAM + Ta, group, in 25 of 37(68% ) in
LAM group. Liver biopsy was done at baseline and endpoint of treatment. Improvement of
necro-inflammation and fibrosis, and decrease of HBsAg and HBcAg level were found. No significant
side effects were recorded. [ Conclusion IThe treatment of Tai; combined with LAM for chronic hepati-
tis B is effective and well tolerated.
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Table 1 =~ HBeAg seroconversion of two groups treatment at week 52 and one year after withdrawal of the drugs (%)
HBeAg(-) HBeAg(-) / HBeAb( +)
Groups n
52 week 1 year 52 week 1 year
LAM + Teu 31 22(71) " 18(58 )" 16(52) " 13(42) "
LAM 37 5(14) 8(22) 205) 3 8)
X’ 23.258 9.486 18. 504 10. 727
P 0. 000 0. 002 0. 000 0. 001

1 )Compare with LAM P <0.01

#2  WIRYT 52 RIS 25 1 4F HBV DNA RY74E{L

Table 2 HBV DNA loss of two groups treatment at week 52 and one year after withdrawal of the drugs
HBV DNA(-) n(%) Log. of HBV DNA loads
Groups n

52 week 1 year 52 week 1 year
LAM + Tay 31 31(100) " 19(61) " 4.5£0.7% 6.1+1.7%
LAM 37 33(89) 20(54) 5.0+1.3 7.11.4
X2/t X 2=3.561 x 2 =0.361 1=2.111 1=2.621
P 0. 059 0.548 0. 039 0.011

Compare with LAM 1)P > 0.05, 2)P <0.05

LAM + Tow 2H. LAM 413697 52 JAJE ALT ¥ A
TR, SRLMEIL, ¢« 29k 7.370 A
8.213, P ¥/NF 0. 001 ; M52 5 ALT A AN [FFEE

BB, « {E5r510 1. 886 Fll 4.565, P {ES 5N
0. 069 FIZNTF 0.001, W3 3.

3 PIALIRYT 52 JEAEZY 1A ALT HAT ALT B # %

Table 3 ALT normalization of two groups treatment at week 52 and one year after withdrawal of the drugs (% )
ALT ALT nominalization
Groups n
52 week 1 year 52 week 1 year
LAM + Tay 31 29+12" 54+75% 25(81)2 19(61)
LAM 37 37 £22 78 £50 25(68) 7(19)
t/x? t=2.111 t=1.553 x2=1.482 x>=12.823
P 0. 039 0.125 0.223 0. 000

Compare with LAM 1)P <0.05, 2) P> 0.05, 3) P <0.0l
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