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Abstract To determine the alteration of p , a novel antioncogene, in human primary hepatic

carcinoma, 34 cases of primary hepatic carcinoma and tumor-adjacent tissue were examined by

Differential PCR. One case was showed as homozygous deletion of p° Exonl and 15 cases as ho—

. 16 S 16 . : .
mozygus deletion of p Exon2 ltis indicated that p = gene deletionis associated with the occur—

ing and development of primary hepatic carcinoma and provides an evidence of gene deletion of

chromosome 9p in the human primary hepatic carcinoma.
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