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Study of mutation and expression of antioncogene P53 in cholangiocar-

cinoma

Wang Zhenxu, He Zhenping, Luo Yuanhui. Fang Dianchun, Lu Rong, Peng Zhiming (Department of Hepatobil-

iary Surgery, Southwest Hospital, Third Military medical University, Chongqing, 630038)

Abstract The expression of p53 protein and its mutation at codons 248 and 249 were observed in 32

specimens of fresh and formalin-fixed tissue of cholangiocarcinoma with immunochistochemistry and PCR-

RFLP. It was found that p53 was positive in 40. 6% cases of cholangiocarcinom, which was significantly

higher than that in chronic inflammatory cholangiomucosa ( P <{0. 05). Mutation of P53 at codons 248 and

249 was found in 25% (8/32) and 3. 1% (1/32) of cases respectively. There was no relationship of the muta-

tion of P53 with the location of the cancer, its histological types or its clinical staging. These findings indicate

that mutation of P53 might occur in the late stage of cholangiocarcinoma and is related to maintain the pheno-

type of the carcinoma, codon 248 of P53 may be the hot spot to have mutation and over-expression of p53

may be used as a supplementary procedure to diagnose cholangiocarcinoma.
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