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[Abstract] Objective
HCV,HDV infection and their relationships. Methods

To explore the infection status of patients with chronic liver disease, including HBV,
We used ELISA to test the HBV, anti-HCV, anti-HDV of
236 cases of chronic liver disease patients. And analyzed the infection rates of chronic hepatitis, severe hepatitis and
liver cirrhosis, liver cancer. Results The infection rate of HBV was 61. 8% , which was higher than the infection rates
of HCV(8.5%) and HDV (0. 4%). The HDV infection rate was very low,but the overlapping infection rate of HBV
and HDV was high (12.3%) ,and the overlapping infection rate of HBV and HDV in chronic hepatitis infection, se-
vere hepatitis and liver cirrhosis, liver cancer were in ascending order. The overlapping infection rate of HBV and

HDV in liver cancer group was 12. 5% ,combined with that of chronic hepatitis group(4. 9%) ,there was a signifi-

cant difference. Conclusion The main infection of patients with chronic liver disease is the HBV, which often happen

with the overlapping infection of HCV and HDV,that would make liver disease aggravated.
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