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Detection of HBV DNA YMDD mutation in patients with chronic hepatitis B and the

significance

LI Ling, MAO Qing, HUANG Yan-ping, WANG Yu-min (Department of Infectious Diseases, Southwest Hospital, Third Military Medical
University, Chongiqng 400038, China)

Abstract: Objective To investigate the existence of HBY DNA YMDD mutation in patients with chronic hepa-
titis B and the related significance. Methods HBV DNA YMDD mutation was detected in 90 patients with hepatitis
B. The liver function, HbeAg, HBVDNA, and HBV DNA YMDD mutation in patients with HBY DNA YMDD muta-
tion were analyzed. Results HBV DNA YMDD mutation was found in 20 out of 90 patients with hepatitis B ( posi-
tive rate 12.00% ) . HBV DNA YMDD mutation was found in 9 out of 36 patients receiving lamivading therapy ( posi-
tive rate 25.00% ), but HBV DNA YMDD mutation was found in 11 out of 54 patients without lamivuding therapy
(positive rate 20.37% ). In the 20 patients with HBV DNA YMDD mutation, 5 patients were negative in HBeAg.
HBV DNA, ALT, and Tb of the 20 patients with HBV DNA YMDD mutation were 3.0221 x 10° - 2.369 x 10° (5.41
+7.75% 10") copies/ml, 34 -1 216 (288.20+ 338.07) IU/L, and 8.9 — 326.7 (48.74 +72.20) pmol/L, re-
spectively. Conclusion HBV DNA YMDD mutation may occur during the process of lamivuding therapy or may exist
naturally. YMDD mutation may co-exist with pre-C gene mutation, suggesting that mutation often occurs in many sites
m HBV genes. The reproduction level of HBV DNA ranges from the middle to the high levels. The pathogenicity of
YMDD mutation species is various. The liver function may be normal and may also be abnormal in various degrees in
these patients with HBV DNA YMDD mutation.
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