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Clinical efficacy of entecavir in treatment of chronic hepatitis B

LI Dan, LONG Yun-zhu, ZHAO Bin, TAN Ying-zheng, FU Jing-li (The First Hospital of
Zhuzhou , Zhuzhou 412000,China)

[Abstract] Objective To investigate clinical efficacy and safety of entecavir for chronic hepatitis B (CHB) pa-
tients. Methods Sixty-two CHB patients were randomly divided into treatment group and control group, treatment
group (30 cases) were given entecavir (). 5mg/d, control group (32 cases) were given lamivudine 100mg / d, serum
alanine transaminase (ALT) normalization rate, rates of HBV DNA value below the detection limit , HBeAg sero-
conversion rate, and adverse effect rate were observed at week 4,12,24 and 48 of treatment. Results At week 4,
12,24 and 48 of treatment, rate of serum HBV DNA value below the detection limit was 63. 33%. 76. 67%,
86.67%, and 93.33% in treatment group and 37. 50% , 50. 00% , 56.25% , and 65. 63% in control group, respec-
tively, the difference was statistically significant (P<Z0. 05 or P<C0. 01); there was no statistical difference in ALT
normalization rate, HBeAg negative seroconversion rate, and the adverse effect rate between two groups (both P>
0. 05). Conclusion Entecavir can rapidly reduce the serum HBV DNA value of patients with CHB, effectively in-
hibit hepatitis B virus replication, and with good safety.
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Table 1 Comparison in general information and HBV DNA, ALT levels of two groups of patients

Characteristics Treatment group(n =30) Control group(n=32) 1/t P
Sex(Male/Female, No. ) 25/5 26/6 0. 05 =0. 05
Age(years) 45.71+6.50 44,827, 21 0.27 =0.05
HBeAg Positive(No. , %) 22(73.33) 24(75.00) 0. 02 =>0. 05
HBV DNAC(log copies/ml.) 8.52%0. 41 8.41£0.39 1.17 =>0. 05
ALT(U/L) 171. 84 £ 130. 21 178. 93 £ 140. 52 0. 04 =>0.05
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Table 2 Comparison in serum HBV DNA below the detection limit of two groups (cases %)
Treatment time (weeks) Treatment group(n =30) Control group(n=32) Xj P
4 19(63. 33) 12(37.50) 4.13 <20. 05
12 23(76.67) 16(50. 00) 4.72 <0. 05
24 26(86. 67) 18(56. 25) 6. 95 <0. 01
48 28(93.33) 21(65. 63) 7.17 <0. 01
F 3 RITA M AR ERITIE I ALT &8 R (6, 20
Table 3 Comparison in serum ALT normalization rates of two groups (case, %)
Treatment time (weeks) Treatment group(n = 30) Control group(n=32) ba P
4 5(16. 67) 4(12.50) 0.22 =>0. 05
12 11(36. 67) 9(28.13) 0.52 =>0. 05
24 18(60. 00) 15(46. 88) 1. 07 =>0. 05
48 22(73.33) 19(59. 38) 1.35 =>0. 05
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Table 4 Comparison in serum HBeAg negative seroconversion rates of two groups (case, %)
Treatment time (weeks) Treatment group(n=22) Control group(n=24) ba P
4 000. 00) 000. 00) 0. 00 =>0. 05
12 2(9.09) 3(12.50) 0. 14 =>0. 05
24 5(22.73) 5(20. 83) 0. 02 =>0. 05
48 8(36. 36) 7(29.17) 0.27 =>0. 05
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