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[ Abstract] Objective To investigate the correlation of changes of serum ALT and AST level with HBeAg and
HBV DNA in the patients with chronic hepatitis during treatment process. Methods 137 patients with chronic hepa-
titis and normal serum ALT and AST were divided into four groups, HBeAg and HBV DNA simultaneously positive
group (46 cases), HBeAg and HBV DNA simultaneously negative group (48 cases), HBV DNA positive group(35
cases) and HBeAg positive group(8 cases). The level of HBV DNA,ALT and AST, and number of abnormal ALT
and AST cases after 3—6 months before and after relapse were compared among groups. Results The levels of ALT
and AST before relapse were (22. 93418, 45)U/L and (24.124+15. 67)U/L in the HBeAg and HBV DNA simulta-
neously positive group, (21.74416.48)U/L and (17. 87+18. 05)U/L in the HBV DNA positive group, and (20. 55
+17.33)U/L and (19.72416.91)U/L in the HBeAg positive group, which after relapse were (529. 654252, 42)
U/L and(434. 18+218.53)U/L,(419. 064204, 26)U/L and(476. 63+189. 43)U/L,and(326.48+187.95)U/L and
(347.27+198.15)U/L respectively, showing statistical difference among them(P<C0. 05). The levels of ALT and
AST before and after relapse in HBV DNA simultaneously negative group had no statistical difference. Conclusion
The serum HBeAg and HBV DNA detection has important role in diagnosis, treatment and prognosis of chronic hep-
atitis B. It is suggested that HBeAg negative converting and HBV DNA undetectable during treatment can maintain
low recurrence rate.
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