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Abstract:Objective To explore the clinical significance of RT mutations through analyzing the mutation patterns and their
biochemical parameters of the nucleotide analog treatment patients. Methods 634 plasma from HBV patients infected with
HBV were amplified by semi-nested PCR,and then analyzed by Sanger DNA sequencing. ALT, HBeAg and HBV DNA posi-
tive rate were compared between mutation group vs. wild group and different mutation pattern groups. Results Among the
622 patients who were amplified successfully,144 (23.15%) had RT gene mutations. They showed the following mutation
patterns in 11 sites: rtM204,rtLL180,rtA181,rtN236,rtV173,rtL.80, rtM250,rtS202, rtV207,rtV214 and rtV84. In the mu-
tated group, ALT,HBeAg and HBV DNA positive rates were significantly higher ( P<C0. 05). Phenotypic analysis showed
that lamivudine resistance was most frequently detected (52. 78 %) ,followed by adefovir resistance (27. 78 %) and entecavir
resistance (6. 94%). Multidrug resistance was detected in 18 cases (12.5%). The LAM+ADV resistant group had a higher
proportion of cases in ALT,HBeAg and HBV DNA positive rate,and the ADV-resistant group also had a higher proportion
of cases than other two grous. Conclusion The results in our study shows correlations between the mutation status of the
RT domain and biochemical parameters such as ALT,HBeAg and HBV DNA positive rates. The presence of RT gene muta-
tions could therefore be utilized as a predictor of clinical status.
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