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The Detection of the p53 Protein in Cervical Cancer and
CIN by Immunohistochemistry

Heung Gon Kim, M.D., Gi Uk Choi, M.D., Gi Youn Hong, M.D., Hee Sub Rhee, M.D.
Bu Kie Min, MD., Ki Suck Kim, M.D., Hyung Bae Moon, M.D."
Department of Obstetrics and Gynecology, Department of Pathology ’

School of Medicine, Wonkwang University, Iri, Korea

The cell cycle is composed of a series of steps which can be negatively or positively regulated
by various factors.

p53 gene aberrations are common in human malignancies, and recent studies suggest that in
cervical carcinoma p53 function is inactivated either by complex formation with human papilloma
virus (HPV) Es product or by gene mutation.

To study- the expression of p53 gene in the cervical cancer and cervical intraepithelial neoplasia,
immunchistochemistry for the pb3 protein was done in the 47 cases of squamous cell carcinoma, 6
cases of adenocarcinoma and 32 cases of cervical intraepithelial neoplasia.

1. The p53 protein was detected in the 31% of cervical intraepithelial neoplasia (10/32 cases).

2. The p53 protein was detected in the 35% of invasive cervical cancer (29/53 cases).

3. By the histologic type of cervical cancer, the pd3 protein was detected in the 57% of squamous cell
carcinoma (27/47 cases) and 33% of (2/6 cases) adenocarcinoma.

The pS3 protein was more frequently detected in the squamous cell carcinoma than in the
adenocarcinoma.

4, By the staging in cervical cancer, the pb3 protein was detected in the 31% of stage 0, 50% of
stage Ta, 0% of stage 1h, 75% of stage Ia and 50% of stage Ob.
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Fig. 1~2).

Table 1. Positivity of the p53 protein in the CIN
and invasive cancer of the cervix.

Positivity

. p3 p53

Total negative  positive (%)
CIN 1 10 7 3 30
CIN 2 10 7 3 30
CIN 3 12 8 4 33
Invasive
Carcinoma 53 24 29 55

# CIN : Cervical Intraepithelial Neoplasia

2. A AR '~1 p53 ©rd wE s HEA
AR 53¢] F 294(55%)90 A pS3 v ¥
q AHs E?ﬁﬂ(lablel Fig. 3~5).
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Table 2. Positivity of the p53 protein in the cervical
cancer by histologic clamﬁiﬁmtion.

PR ‘ p53 ~ Positivity
Type . Totd: nmauw positive (%)
Squamous |
Cell Carci- 47 2 57
noma:
Adenoc- 6 4 2 33

(31%), la”l Bell F 49)(50%), I'b7] 244) % 12
4 (509%), Ha?l Bﬂ % 694(75%), Ob7) 149 % 7
o (50%)9] pi3 B WE FUEE el P4y
of otg T Ax9 Aol HYATHTable 3).

Table 3. Positivity of the p53 protein in the cervical
by clinical clmmmmm ;

g g anmvit.v
Stage  Totl . ouive positive (%)
0 P % 0 31
la 8 4 4 : 50
b 2 12 50
Oa 8 2 6 7
ob 14 7 7 50
V. D &
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Fig. :1. A photomicrography shows positive
reaction of the pB3 in the moderate dyspla-
sia of the uterine cervix(400>, immunochist~
ochemical stain for pb3)
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Fig. 2. A photomicrography shows positive
reaction of the pS3 in the carcinoma in situ
of the uterine cervix(200x, immunohistoch~
emical stain for pb3)

Fig. 3. A photomicrography shows positive
reaction of the pfid in the microinvasive ca-
reinoma of the wrerine cervix{(200 =, irmmun-
ohistochemical stain for ph3)

Fig. 4. A photomicrography shows positive
- reaction of the pBd in the invasive carcino-
ma of the utering cervix(200 %, immunohist-
ochemical stain for p&3),
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“Fig. 5. A photomicrography -shows positive
reaction of the pb3 in the adenocarcinoma
L of the uterine cervix(400 >, immunohistoch-
emical stain for pi3).
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