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Abstract Objective To compare the prevalence of abnormal liver injury and viral replication between hepatitis B virus (HBV) in-
fected patients complicated with type 2 diabetes mellitus ( T2DM) and those without T2DM. Methods This study enrolled 54 HBV - in-
fected patients with T2DM ( case group) and 58 HBV - infected patients without T2DM ( control group). The prevalence of abnormal lev-
els of alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST) , as well as HBV DNA levels were statistically compared be-
tween the two groups. Results  While the case and control groups had similar gender ratios. The average age in case group was higher
than that in control group (58.7 +12.6 years vs 41.6 £12.6 years, P =0.000). The prevalence of abnormal ALT in case group was
higher than that in control group (27.6% vs 9.3% , P =0.013), yet the median levels were comparable between two groups (60U/L vs
62U/L, P =0.934). The difference in the prevalence of abnormal AST (17.2% vs 9.3% , P =0.215) and median AST levels (65U/L
vs 48U/L, P =0.221) had no statistical significance respectively. The HBeAg positive proportions in two groups were similar (8.6% vs
5.6% , P=0.793). The HBV DNA level in case group was higher than that in control group (3.65 +1.12lg IU/ml vs 3.01 = 1. 81
lg IU/ml, P =0.028). Conclusion Compared with HBV - infected individuals without T2DM, HBV - infected patients with T2DM showed
higher viral loads and lower prevalence of hepatocyte injury, indicating that T2DM patients have relatively lower ability to clear the virus.
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