DOT :10. 160167j. 1000 5404. 2002. 10. (@5
24 10 Vol. 24 No. 10
1182 2002 10 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Oct. 2002

45 1000-5404(2002)10-1182-03

pl6
AL H LR, ke, R B C 400038 ® 304 :
, 100037;° , » 655000)
: B P16.P16 (Hepatocellular carcinoma, HCC) s HCC
. Tk PCR 33 pl6 ,
. R pl6 (63. 64%) (100%)(P< 0 05); pl6
85. 7% 25.0%; - 52 4%,28 6% 19.1%. pl6
(P< 0 05, (P< 00D, 33 HCC 11
p16 : : \ 245 p16 G pl6
; pl6; ;
. R3942; R735. 704 : A

Detection and significance of p16 and its methylation in primary hepatocellular carcinoma
ZHANG Yanlingg XIAO Wenrhua, ZHANG Yan-mei, IIANG Houjie (Department of Oncology, Southwest Hospital Third Military Medical Universitys
Chongqging 400038 China)

Abstract: Objective To investigate p16 gene expression and its methylation in primary hepatocellular carcinoma (HCC) and in the corre-
sponding tumor-adjacent tissues and evaluate their significance in biolagical behavioss of the tunor. Methods Immunohistochemical and PCR
based methylation analysis were performed on 33 HCC samples and their corresponding tumor-adjacent specimens for pl6 and its methylation. Re-
sults  The expression of pl6 was much lower in tumor tissues (63. 64 %) than tunar-adjacent tissues ( 100%) (P<0.05). The positive expression
of pl6 was 25.0% in the carcinoma with metastasis and 85. 7% without metastasis. pl6 gene expression in highly, moderately and poorly differenti-
ated HCC was 52. 4%, 28.6% and 19. 1% respectively. with an obvious difference between highly differentiated and poody differentiated HCC (P
<C0.05), and between groups with and without metastass ( P<< 0. 01). Methylation of pl6 was found in 11 53 samples obtained from the metastatic
tumors  including highly-differentiated (2), moderately-differentiated (4) and poorly-differentiated HCC (5). Howeves no methylation of pl6 was
detected in all the tumor-adjacent tissues. Conclusion Methylation of pl6 may be one of the main mechanisms of the inactivation of P16 protein and
play an important wle in the genesis and progression of HCC.
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