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Angiogenesis and p53 Protein Expression

in Squamous Cell Lesions of the Uterine Cervix.

Jee Hwan Ko, M.D., Kwang Sun Suh*, M.D., Hung Tae Noh, M.D.

Department of Obsteritics and Gynecology,
Department of Pathology* College of Medicine,

Chungnam National University, Taejeon, Korea

Objective : Tumor angiogenesis is essential for the progression and metastases of solid
tumors. Microvessel density(MVD), a measure of tumor angiogenesis, has a prognostic significance
in many types of tumors for predicting metastasis and survival. This study had two primary goals:

1. To determine how MVD correlates with tumor invasion in early squamous cell

carcinoma(SCC) of the uterine cervix, and

2. To compare p53 protein expression in normal tissue with squamous cell lesions of the

uterine cervix.

Methods : Quantification of MVD was performed on 59 specimens of cervical squamous cell
lesions by immunohistochemical staining for factor VIII-related antigen. MVD was counted in a
x200 field in the most active area of neovascularization. The same tumor sections were also

immunohistochemically stains for p53 protein.

Results : 1. Compared with nonneoplastic areas, the degree of MVD was significantly
increased in low-grade squamous intraepithelial lesion, high-grade squamous intraepithelial lesion,
and squamous cell carcinomas(p=0.045). Microinvasive squamous cell carcinoma showed the highest
MVD value. 2. p53 protein expression was increased in greater severity cases compared with mild

cases(p=0.000).

Conclusion : In the uterine cervix, MVD was significantly increased in microinvasive
squamous cell carcinoma. p53 protein expression was well correlated with progression of squamous

cell lesions.
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Table 1. Patient's characteristics and microvessel density

Fig 1. Microvessels in high grade squamous
intraepithelial lesion identified by
immunochemical staining for factor VIl (X200)

Fig 2. Microvessels in microinvasive squamous cell
carcinoma identified by immunochemical staining
for factor VII. (X200)

Microinvasi Tnvasi
Characteristics Control LSIL* HSIL T c;(():uév;slve gzagl;e p-value
=59 =18 =8 =8
(n=59) (n=18) (n=8) (n=8) (1-16) (1=9)

Age(years) 38.2 36.9 409 46.4 51.1 NS
Microvessel Density 433 71 52.3 71.3 46.1 0.564
NS : non-significant
*: LSIL; Low-grade squamous intraepithelial lesion
T: HSIL; High-grade squamous intraepithelial lesion
T: SCC; Squamous cell carcinoma
Table 2. Microvessel density difference of control vs. microinvasive SCC.

Characteristics Control Microinvasive SCC* value
(n=34) (n=18) (n=16) pvaiu
Microvessel Density 433 71.3 0.564

*: SCC; Squamous cell carcinoma
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Fig 3. Microvessels in invasive squamous cell
carcinoma identified by immunochemical staining
for factor VII. (x200)

(p=0.449). &AW, o) %7} LSIL, HSIL, WA
AGAELE, AE AGHLLEFo g s}
Ao AR H 59 S AHE 9
A Hp= 0045 A3 nAAE AHAEY

RS Woll = AR 5] ST
o7 9 17P A AT} (p=0.006)
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Table 3. p53 protein expression

Fig 4. Immunochemical staining for p53 protein in
microinvasive squamous cell carcinoma. (X 200)

Fig 5. Immunochemical staining for p53 protein in
invasive squamous cell carcinoma; Most of
tumor cells shows nuclear staining. (X 200)

M= (H)7F del, (+0)7F 49, (++4)7F 691903, H

>

g T

As

o

AGAZGF LA

(H)7F Lell, (++4)7F T 2

d HHAEYETLOR A5E ps3 vl g

o AR Eol AT

0.000)

Characteristics Control LSIL* HSIL + Microinvasive Invasive
(n=59) (n=18) (n=8) (n=8) scct scct
(n=16) (n=9)
0%(-) 18(100%) 6(75.0%) 5(62.5%) 2(12.5%) 1(11.1%)
5% ~10%(+) 2(25.0%) 1(12.5%) 4(25.0%) 1(11.1%)
11~30%(++) 1(12.5%) 4(25.0%)
31% 0173 (+++) 1(12.5%) 6(37.5%) 7(77.8%)

NS : non-significant

*: LSIL; Low-grade squamous intraepithelial lesion
T: HSIL; High-grade squamous intraepithelial lesion
T: SCC; Squamous cell carcinoma
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Fig 6. Comparison of p53 protein expression: LSIL; Low-grade squamous intraepithelial lesion,
HSIL; High-grade squamous intragpithelial lesion, MISCC; Microinvasive squamous cell
carcinoma, ISCC; Invasive squamous cell carcinoma.
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