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Study of inactivation of P16 gene in 25 cases of primary hepatocellular

carcinoma

HU AN G Jian—zhao, SHEN Wen-i, LI Bo, LUO Yigang, LAO Shao=xi, ZHANG Wen, CHENG Niang ( De-
partment of General Surgery, Southwest Hospital, Third Military Medical University, Chongqing,400038)

Abstract Objective: To determine whether P16 is involved in the genesis of hepatocellular carcinoma

(PHCC). Methods: Specimens of PHCC and noncarcinomatous liver tissues were collected from 25 cases of

PHCC. The deletion of P16 gene exon 1 and exon 2 was identified with comparative multiplex PCR, the point



