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[ Abstract] Objective To investigate the genotype and clinical characteristics of chronic hepatitis
C patients combined with type 2 diabetes mellitus (T2DM). Methods  Genotype distribution analysis was
taken place in 88 chronic hepatitis C patients combined with T2DM and 770 patients with barely chronic
hepatitis C, comparison has been made retrospectively upon glycosylated hemoglobin, fasting glucose,
fasting insulin, aspartate aminotransferase (AST), alanine aminotransferase (ALT), y-glutamyl (GGT), total
bilirubin (TBil), HCV RNA load and blood triglycerides, as well as investigated their diabetes mellitus
diagnosis time and antivirus therapy status. Results The occupation ratio of HCV 3a genotype in chronic
hepatitis C patients combined with T2DM was significantly higher than that of patients with barely chronic
hepatitis C (11.36% vs 3.38%; x°= 7.248, P = 0.002). Blood triglycerides of patients infected with HCV
genotype 3a combined with T2DM was significantly higher than other counterparts (¢ = 2.271, P = 0.028).
Diabetes mellitus diagnosis time precedes antivirus therapy in most of patients, while antivirus therapy took
place simultaneously with blood glucose control in part of them. Conclusions Patients infected with HCV
genotype 3a would be more likely to develop type 2 diabetes. These patients are advised to monitor blood
glucose on time and screen for diabetes mellitus.
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