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Correlation of coexist pattern of hepatitis B surface antigen and anti-HBs antibodies with liver cancer LEI Ming,
YANG Li* ,JIANG Yu-e . TAO Peng-zuo (Department of Clinical Laboratory, Third Af filiated Hospital of
Kunming Medical College/Yunnan Provincial Tumor Hospital , Kunming ,Yunnan 650031 ,China)

[Abstract] Objective To explore the correlation of both positive hepatitis B surface antigen(HbsAg) and HB-
sAb markers with liver cancer. Methods The serum specimens in outpatients and inpatients were quantitatively de-
tected HBsAg and HBsAb by the time resolved fluoroimmunoassay. The results of both positive HBsAg and HBsAb
markers were collected for analyzing their patterns. Results The patients with liver cancer had higher proportion of
both positive HBsAg and HBsAb cases, which accounted for 33. 33 %. Conclusion This coexist pattern of both posi-
tive HBsAg and anti-HBs antibodies is caused by several reasons.
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