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ST: DNA s 1~ 3,
Fig. 1 The result of the second exons 5 — end amplifica
tion of p21 gene in ovary tumor of Yunnan women

ST: T he amplification product of the standard plasmid DNA;

1—3:T he amplification product of the tumor tissue
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2 p21 2 3
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s 1~ 4
Fig.2 The result of the second exons 3 = end sequence
SSCP analysis of p21 gene in ovary tumor of Yurr

nan women
ST: T he amplification product of the standard plasmid DNA;

1—4:T he ampltification product of the tumor tssue
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44 ,p21VAF : 44.4%; 6
1.35 15 1 16. 7% .
, 42.9%,:9 4
1 p21"AF
Tab. 1 The comparison of p21" " gene mutation and tumor pathology
1 + 18 - 35 -
2 - 19 + 36 -
3 - 20 + 37 -
4 - 21 - 38 -
5 - 2 + ) 39 -
6 + 23 + 40 + ( )
7+ 24 - 41 -
8 + 25 - 42 -
9 - 26 + ( ) 43 -
10 - 27 + 44 -
11 - 28 + 45 -
12 + 29 + 46 +
13 - () | 30 - ( ) 47 +
4 - ( ) 31 - ( ) 48 +
15 - 32 - ( ) 49 +
6 - 33 + ( ) 50 _
17 + 34 _
3 p21WAF
22 \ 2 ,
p21"AF pS3
. p53 , p33 14%.
=101, p21 35 15 ,
p21 CKI , CDKs- Cy- 9 .6
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(PCNA) DNA L~ 131 , 16.7%,
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L 44.4%.
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A high codon 31( Ser/Arg) mutation frequency of

p21V*" in ovary tumor of Yunnan

JIANG Yan', LAI Jiarrhua', DONG Yao-lan’, YU Ming', HE Yurrgang', ZHANG Hong', TAN Deyong',

(1. Department of Biotechnology, Yunnan University, Kunming 650091, China;
2. Department of Gynecology, First Peoples Hospital of Yunnan, Kunming 650030, China)

Abstract: Using the PCR— SSCP and sequencing technique, the codon 31( Ser/Arg) mutation of p21%**
of 36 ovary carcinomas samples were examined. The mutation was discovered in 41. 6% (15 of 44) malignant
ovary tumor and 50% (4 of 8) benign ovary tumor, only 16% (one of 6 ) normal ovary tissue. T hese results
show that there is polymorphism at this location in Yunnan women, and this mutation tends to result in tur
morigenesis.

Key words: p21"*" gene; mutation; ovary carcinoma



