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A Long-term Observation and Follow-up for Patients with Chronic Hepatitis B after Treatm ent of Lam ivu-
dine with ZADAXIN ( thymosinal)
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ABSTRACT: OBJECTIVE Current treatments for chronic hepatitis B are suboptimal. In the search for improved therapies, we com-
pared the long-tem efficacy and safety of Lam ivudine ( LAM) plus thymosin al ( ZADAXIN, Tal) with lamivudine alone for the pa-
tients with chronic hepatitis B. METHODS 50 patients with HBeAg-positive chronic hepatitis B was divided into two groups, and re-
ceived either Lam ivudine (100mg daily ) plus Tal (1.6 mg twice weekly ) or Lam ivudine alone. Patients were treated for2 years and
followed by an additional one year. RESULTS 45.8 percent of the patients achieved HBeAg seroconversion in combination group
while 9.5 percent of the patients in LAM group achieved HBeAg seroconversion at the first year( P <0. 01), however, HBV DNA load
and ALT levels decreased rapidly in two groups( P >0.05). After2 years follow-up, the patients received Tal plus lam ivudine got
higher HBeAg seroconversion than those received lam ivudine m onotherapy [ 62.5 percent vs. 28.6 percent ( P <0.05) and 45.8 per
centvs. 14.3 percent (P <0.05), mrspectively]. The ALT nomalization was 83. 3 percent vs. 52.4 percent ( P <0.05) and 70.8
percent vs. 38.1 percent ( P <0.05), respectively. And the HBV DNA levels below 1 000 copies per milliliter was 79. 2 percent vs.
47.6 percent (P <0.05) and 62.5 percent vs. 23.8 percent ( P <0.01), rwrespectively. In the meantime, the patients received Tal
plus lam ivudine had less than those YMDD mutant received lam ivadine monotherapy [ 8.3 percent vs. 33.3 percent ( P <0.05) and
16. 7percent vs. 52.4 percent ( P <0.05), respectively]. 45.8 percent of patients receiving Tal plus lam ivudine achieved complete
response, as compared with 9.5 percent in the group receiving lam ivudine alone at the first year, and the sustained response rates were
58.3% and 41.7% vs. 28.6% and 14.3%, mspectively (P <0.01). No serious adverse events were recorded in the two groups.
CONCLUSION In patients with HBeAg-positive chronic hepatitis B, Lam ivudine plus thymosinal offers superior efficacy over lam i

vudine alone, on the basis of HBeAg seroconversion, HBV DNA suppression, ALT nomalization and YMDD mutant
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Tab 1 HBeAg seroconversion of two groups treatment after1, 2 and 3 years

HBeAg( - ) HBeAg( - ) /HBeAb( +)
E4: R I n
14 24F 34E 14E 24F 34E
LAM + Tal 41 24 12(50.0%) 16(66.7% ) 14(58.3%) 11(45.8%) 15(62.5% ) 11(45.8%)
LAM#4L 21 4(19.0%) 7(33.3%) 6(28.6%) 2(9.5%) 6(28.6%) 3(14.3%)
* 4.68 4.98 4.02 7.19 5.18 5.20
P <0.05 <0.05 <0.05 <0.01 <0.05 <0.05
® o2 WHBERYIT 1,20 3L HBV-DNAZALA YMDD AR 5 1% i
Tab 2 HBV-DNA loss and YMDD mutan of two groups treatment afterl, 2 and 3 years
HBV-DNA( - ) YMDD % 5
E4: I I n
L4F 24 34 14 24F 34
LAM + Tal 41 24 20(83.3%) 19(79.2%) 15(62.5%) 0 2(8.3%) 4(16.7%)
LAM#4L 21 13(61.9%) 10(47.6%) 5(23.8%) 1(4.8%) 7(33.3%) 11(52.4%)
» 3.14 4.26 6.79 0.005 4.38 5.63
P >0.05 <0.05 <0.01 >0.05 <0.05 <0.05
® 3 WHBEWRIT 1,2/ 3L ALTIAZR
Tab 3 ALT nomalization of two groups treatment afterl, 2 and 3 years
ALT(u/L) ALTE ' H
4 5l n
L4F 24 34F: 14 24F 34
LAM + Tal 41 24 27.5 +12.3 53.1 *17.4 72.8 £27.6 22(91.7%) 20(83.3%) 17(70.8% )
LAM% 21 31.7 £15.6 85.3 £20.9 122.7 £42.7 19(90.5%) 11(52.4%) 8(38.1%)
2/t £=0.99 t=4.01 t=4.58 ¥ =0.15 ¥ =5.01 ¥ '=4.86
P >0.05 <0.01 <0.01 >0.05 <0.05 <0.05
* 4 WALET R
Tab 4 The sustained response rates of two groups treatment after1, 2 and 3 years
IR VESE S 2R N
4l n
SEA N il o3 N TEA N Bl o3 Y SEA N H
LAM + Tal 41 24 11(45.8%) 8(33.3%) 14(58.3%) 4(16.7%) 10(41.7%) 4(16.7%)
LAM4] 21 2(9.5%) 11(52.4%) 6(28.6% ) 4(19.0%) 3(14.3%) 3(14.3%)
* 7.19 1.67 4.02 0.03 4.22 0.04
2 <0.01 >0.05 <0.05 >0.05 <0.05 >0.05
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