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An Epidemiologic Study on the Aetiological Factors of Primary Liver Cancer in Shunde City of
Guangdong Province Wang Zhi-jin, Zhou Yuan-ping ,Cheng Bing et al. Department of Epidemiol-
ogys Sun Yat-sen University of Med. Sc. 510089 |

Abstract In order to investigate the aetiological factors of Primary Liver Cancer (PLC)1n
Shunde City of Guangdong province , 96 clinically diagnosed PLC patients and 1441 matched hospital
controls were interviewed and their blood samples were examined for HBV, HCV and other seven
indices. Monofactorial and multifactorial analyses were fitted by using Non-conditional Logistic Re-
gression model. The findings confirmed the strong association between HBV infection and PLC.
Histories of hepatitis and histories of eating raw fish,shrimp or salt fish were also noticed. The his-
tory of alcohol intake might have associated with PLC. The present study did not find associations
between PLC and drinking water, histories of blood transfusion and injection or exposure to Insec-
ticides. Antibody of HBV surface antigen seemed to be a protective factor with a relative risk of
0.3064 (0.1647—0.5701). The results showed that the combined effects of HBsAg infection and
HCYV infection were worthy for further study.

Key words Primary Liver Cancer Non-conditional Logistic Regression Case-control study
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