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[ Abstract |
liver cirrhosis, hepatocellular carcinoma (PHC). Methods
hospital from 2014 March to 2015 March,and used real-time fluorescence quantitative PCR to detect the HBV DNA load. According

Objective To investigate the correlation between hepatitis B virus deoxyribonucleic acid (HBV DNA) load and

We chose 552 cases with hepatitis B virus infection in Leshan people’s

to the results, patients were divided into DNA positive group and DNA negative group. The two groups of patients with liver cirrho-
sis and primary liver cancer patients were statistically analysed separately. Results There were 345 patients in DNA positive group
while 207 patients in DNA negative group. Cirrhosis prevalence rate of DNA positive group was 44. 93% , while the rate of DNA
negative group was 35.75% ,and there was significant difference between them (P <C0. 05). Hepatocellular carcinoma prevalence
rate of DNA positive group was 8. 12% , while the rate of DNA negative group was 7. 25% ,and there was no significant difference

between them(P>>0. 05). Conclusion Hepatitis B virus DNA load in the patients infected by HBV is connected with the occurrence

of liver cirrhosis,but the relationship with the hepatocellular carcinoma is still need to be further discussed.
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