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=Abstract=

Expression of the mutant p53 gene in the carcinoma of the cervix uteri
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The nuclear accumulation of p53 protein is known to correspond with mutation of the pdS3
fumor supressor gene.

To investigate the relationship between clinico—pathologic features and expression of p53 muta-
tions, 65 cases of primary cervical carcinoma were analysed by an immunochistochemical method
using monoclonal antibody of p53.

Immunostaining demonstrated various nuclear stinings of cancer cells in 484% of squamous
cell carcinoma(51.9% in large cell carcinoma and 25.0% in small cell carcinomas) and 235% of
adenocarcinoma.(p<0.05) No differences in clinical stage and p53 positivity were found.

There was no significant correlation between p53 positive cases and status of recurrence.

This data suggests that p53 mutation plays an important role in carcinogenesis of the cervical
cancer. The nuclear accumulation of p53 protein is not correlated with the disease progression and

Prognosis.
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Table 1. Relationship between p53 mutation and histologic

types of carcinoma of the cervix

Histology No. of patients No. of positivity( %)
Squamous carcinoma 31 14(484)

Adenocarcinoma 3 8(23.5)*
Aderosemows cranoma 2 1(50.0)

*p=0.03
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Table 2. Relationship between p53 mutation and subtypes of

squamous cell carcinoma of the cervix

Histology No. of patents No. of positivity(%e)

Large cel 27 14(51.9)
Keratinizing 17 9(52.9)
Nonkeratinizing 10 5(50.0)

Small cell 4 1(25.0)
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Table 3. Immunchistochemical staming of p53 protein I squa-
mous cell carcinoma and adeno-carcinoma of the cervix

according o the stage

No. of patients No. of pasitive( %)
Stage
LC adenoca SCC adenoca
Ib 6 15 4 2
lla 19 16 11 4
I1b 8 0
llb 2 3 1 1
\y ! 0

SCC : Squamous cell carcinoma,

Adenaca ;. Adenocarcinoma
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Table 4. Immunohistochemical staining of pd3 protein in stage I
b and lla squamous cell carcinoma of the cervix ac:

cording to recurrence except small cell cancer.

Status No. of patients No. of positivity(%)
Recurrence 6 3(50.0)
No recurrence 16 10(62.5)
P>0.05
V. 121 2k
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