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Clinical Significance of p53 Gene Expression with Immunohistochemical
Staining in Ovarian Cancer

Jae Wook Kim, M.D., Yeun Hae Lee, M.D., Young Tae Kim, M.D., Chung Pil Lee, M.D,,
Dong Kyu Kim, M.D., Chan Ho Song, M.D.
Department of Obstetrics and Gynecology, Yonsei College University, of Medicine

Mutation of pb3 gene is one of the commonest genetic changes in the development of
human cancer including ovary. We investigated the diagnostic usefulness of the demonst-
ration of p53 gene immunoreactivity in ovarian cancers, because immunohistochemical
demonstration of pi3 immﬂnor’eac:tivity is inexpensive, easily controlled and can be applied
in routine pathology laboratories.

p53 immunoreactivity ‘was not identified in any patients in whom there was no morp-
hological evidence of neoplasia. In contrast, in 46% of patients of ovarian cancer, p53
immunoreactivity was identified.

Overexpression of pb3 gene correlated with advanced stage but did not correlate with
grade, cell type and tumor size.
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Fig. 1. No expression of p53 in ovarian
cancer ‘

Fig. 2. Overexpression of pb3 in ovarian
cancer

Table 1. Expression of p53 Table 2. Expression of p53 according to stage
No. of No. of No. of No. of
. T
positive(%)  negative(%) O positive(%)  negative(%) |2

Ovarian tumor _ 1 3(33) 6(67) 9

malignancy 12(46) 15(54) 27 I 1 0 1

benign 0 5 5 m 4(44) 5(56) 9
Control 0 13 13 v 4(50) 4(50) 8
* p<0.05 Total 12(46) 15(54) 27

*» p>0.05
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(Table 5). Table 6, Expression of p53 according to tumer size
No. of .~ No, of
positive(%)  negative(%) OO0
Table 3. Expression of pb3 according to stage TS 10 9(43) 126657 21
No. of No. of Total <10 3(50) 3(50) 6
positive(%) negative(%) Total 12(46) 15(54) A4
1 &1 4(40) 6(60) 10 +p>005 ¥
mé& v B(47) A53) 17
Total 12(46} 15(54) 27
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