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Fig. 1. A low-grade cervical intraepithelial neoplasia
showing survivin-positive cells scattered in the lower
third of cervix (x200).
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Fig. 3. Nuclear immunreactivity of p53 in a poorly
differentiated invasive squamous cell carcinoma of
cervix (x200).

Fig. 2. A high-grade cervical intraepithelial neoplasia
showing nuclear and cytoplasmic staining of caspase
3 (x200).

Fig. 4. Immunostaining of Ki-67 showing nests of
squamous cell carcinoma (%200).
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Table 1. Expression of survivin, caspase 3 and p53
ptrotein in the squamous neoplasia of uterine cervix

No (%) of positive cases

Histologic diagnosis No

Survivin - Caspase 3 p53
Low-grade CIN 32 14437 4125 6 (187
High-grade CIN 30 18 (60.0) 16 (533 7 (233
Invasive SCC 31 22709 11 (354) 13 (419
p value 0.019 0.051 0.042

CIN; cervical intragpithelial neoplasia, SCC; squamous cell
carcinoma

Table 2. Ki-67 index in the squamous neoplasia of
uterine cervix

Histologic diagnosis  No  Ki-67 index mean£S.D. (%)
Low-grade CIN 32 136+47 (6~23.3)
High-grade CIN 30 34.7£14.3 (11.5~61)
Invasive SCC 31 66.5+20.9 (23.2~90.5)

p value 0.000

CIN; cervical intragpithelial ceoplasia, SCC; squamous cell
carcinoma
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2]&} #}o]7} ¢l eh(p=0.000, Fig. 4, Table 2).

3 Mg ¥ 158 ASEF AuyELnt
2HS0f| M survivin, caspase 3 12|11 p53

of e Ki-67 EX| X|F=2te| 24
%55 CIN®llA survivin, caspase 3, 12| p53 AT
I FATeIA Ki-67 #A] AleE wlagk Ay 7zt
13.30+5.19, 14.09£3.75; 12.78+5.59, 13.98+4.25; 13.00+
2.06, 13.70+5.14.22 survivin, caspase 3, ZL2] 3L p53 3l
el w2 Ki-67 34| 2] Apo]= fisitiTable 3).
TE§F 75 CINol|A survivin, caspase 3, 123 p53 ¥4
T3 SATelA Ki-67 A A, 2 36.66+15.39,
30.14+11.91; 35.19+12.43, 32.43+15.45; 38.41+13.28,

Table 3. Relationship between Ki-67 labelling index and
survivin, caspase 3, and p53 in low grade cervical
intraepithelial neoplasia

Expression state Ki-67 index p value
Survivin (n=32) 0.659
Positive (n=14) 13.30%5.19

Negative (n=18) 14.09+3.75

Caspase 3 (n=32) 0.500
Positive (n=4) 12.78+£5.59

Negative (n=28) 13.98+4.25

P53 (n=32) 0.747
Positive (n=6) 13.00+2.06

Negative (n=26) 13.7045.14

Table 4. Relationship between Ki-67 labelling index and
survivin, caspase 3, and p53 in high grade cervical
intraepithelial neoplasia

Expression state Ki-67 index p value
Survivin (n=30) 0.237

Positive (n=18) 36.66+15.39

Negative (n=12) 30.14+11.91

Caspase 3 (n=30) 0.628

Positive (n=16) 35.19+12.43

Negative (n=14) 32.43+15.45

P53 (n=30) 0.071

Positive (n=7) 38.41+13.28

Negative (n=23) 28.87+14.12
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Table 5. Relationship between Ki-67 labelling index and
survivin, caspase 3, and p53 in squamous cell
carcinoma of uterine cervix

Expression state Ki-67 index p value
Survivin (n=31) 0.634
Positive (n=22) 68.52+20.50

Negative (n=9) 63.94+27.68

Caspase 3 (n=31) 0431
Positive (n=11) 65.62+22.42

Negative (n=20) 72.85+20.73
p53 (n=31) 0.000
Positive (n=13) 7450+17.73

Negative (n=18) 43441777
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=ABSTRACT=

Analysis of expression of survivin, caspase 3, and p53 protein in
cervical neoplasia comparing with Ki-67 index

Ji-Young Cha', Tai-ll Cho', Tae-Yang Park', Jae-Sung So', Se-Kyoung Choi', Eon-Sub Park?

Department of Obstetrics and Gynecology, Sungae Hospitalj, Department of Pathology, College of Medicine,
Chung-Ang University'?, Seoul, Korea

Objective : The aim of this study was to determine the role of survivin, caspase 3, p53 and Ki-67 expression in the
carcinogenesis of cervical carcinoma and aggressiveness of cervical intraepithelial neoplasia (CIN).

Methods : The pathology specimens of 94 patients with a diagnosis of Low grade CIN (31 cases), High grade CINL
(32 cases) and squamous cell carcinoma (31 cases) were evaluated immunohistochemically for the expression of survivin,
caspase 3, p53 and Ki-67 in paraffin sections.

Results : Survivin, p53 and Ki-67 expressions were progressively increased in accordance with the increasing degree
of malignancy, but caspase 3 immunoreactivity was higher in high grade CIN than in low grade CIN and invasive cervical
cancers. There was no significant difference between Ki—67 index and survivin, caspase 3 and p53 expression with the
increasing degree of malignancy. The Ki—67 index was closely related to p53 overexpression in invasive cervical carcinoma
group.

Conclusion : A sequential increase of survivin, p53, and Ki-67 was observed in paralleling the progression of grade
of CIN and cervical cancer. In addition, caspase 3 expression increased proportionally to the low—grade CIN to high grade
CIN.

Key Words : Survivin, Caspase 3, p53, Ki-67, Cervical neoplasia
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