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Clinical Significances of Serum TGF-#8; and MMP-2 Levels in the
Patients with Cervical Cancer and Cervical Intraepithelial Neoplasia

Hye Sung Moon M.D., Seung Cheol Kim M.D.

Department of Obstetrics and Gynecology, College of Medicine, Ewha Womans University,
Seoul, Korea

Objectives: The TGF- 8 ((transforming growth factor- 8 ), which has been shown to inhibit
cellular proliferation in vitro as a growth regulator, has been demonstrated to enhance tumori-
genicity in vivo. The proteolytic processes of cancer are thought to be the crucial point in
tumor invasion and metastasis, mainly by matrix metalloproteinases.(MMPs)

We investigated the serum TGF- 8, and MMP-2 levels in patients with cervical cancer in
contrast to those of normal, patients with benign myoma, and cervical intraepithelial neoplasia
(CIN). And we questioned whether these serum levels are different according to the therapy of
cancer or not.

Methods: We measured serum TGF- 8, MMP-2 concentrations by ELISA in 34 patients
with cervical cancer, as well as 5 normal volunteers, 14 patients with benign myoma and 23
patients with CIN. Especially in 7 patients with cervical cancer, we measured serum TGF-8,,
MMP-2 levels before and after therapy.

Results: The serum TGF- 8, levels in patients with cervical cancer(37.8+15.4pg/ml) were
significantly lower than those of the patients with CIN(46.2:+9.2pg/ml)(p<0.05). But there is no
differences among the serum MMP-2 lelvels in the patients with cervical cancers(680.30+
116.6pg/mi), CIN(715.2%+150.0pg/ml), and benign myoma(682.4 +112.5pg/ml)(p>0.05). Patients
undergoing cancer therapy did not have different values of serum TGF-f£, and MMP-2 levels
as those without cancer therapy.(p>0.05)

Conclusion: So we suggest that serum TGF-£; may be helpful in differential diagnosing
cervical cancers from CIN.
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transforming growth factor A (TGF-3), basic fibro-
blast growth factor(bFGF), acidic fibroblast growth
factor(aFGF), epidermal growth factor(EGF), hepa-
tocyte growth factor(HGF), vascular endothelial
growth factor(VEGF), tumor necrosis factor a (TNF-
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Fig. 1. The circulating levels of serum TGF-8, in
nomal controls, patients with benign myoma, CIN and
cervical cancer. The cut off level of serum TGF-8
concentrations was decided to be 45.5pg/ml, which
was calculated as the mean£2SD of normal controls
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Fig. 2. The circulating levels of serum MMP-2 in
nomal controls, patients with benign myoma, CIN and
cervical cancer. The cut off level of serum MMP-2
concentrations was decided to be 747.4pg/ml, which
was calculated as the mean+2SD of normal controls
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ble 1, p<0.05)

83 MMP2E A3EEY AN 68030t
116.6pg/ml, AZZFA3ANFY SN E 7152
+1500pg/ml, ¥4 AFZF FAAME 6824+
112.5pgiml2 FAHoE Z#e {9 Hoje
gl ch.(Table 1, p<0.05)

Table 1. Serum TGF-# and MMP-2 levels of each

groups
Caselp) TGF-8, MMP-2
(MeantSD)*  (MeantSD)
Normal 5 457+39gml  607.71702pgml
Myoma 14  460+85pgmi  682.4+1125pgml
CIN 23 462492pgml'  715.2£1500pg/ml

Cervical cancer 34 3781 1S4pgml'  680.301116.6pg/ml

* p<0.05 Anova with multiple comparison
CIN=cervical intraepithelial neoplasia
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ke ¥A TGF-4.9% MMP2x AF3EY X
B A7 A8 Fo FAHLE {o@ AojE B
oA & gtrt.(Table 2, p>0.05)
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Table 2. Comparison of serum TGF-8: & MMP-2
levels according to treament and clinico-
pathologic characteristics in cervical cancer

patients
Case(n=7)
Stage
b 5
Ma 2
Tx
Radiotherapy 5
Operation with Adj. 2
Tumor
< 4em’ 3
> 4cm’ 4
Histology
Keratinizing, large cell
Nonkeratinizing, large cell 3
Small cell 2
Before treatment(MeantS.D.)
TGF-8, 49.2:10.5pg/ml
MMP-2 757.01225.7pg/ml
SCCA 45.3187.8"pg/ml
CEA 28.0+22.5pg/ml
After treatment(Mean+S.D.)
TGF-8, 347422 4pg/ml
MMP-2 655.34336.9pg/ml
SCCA 19.3:36.7 pg/ml
CEA 9.4114.2pg/ml

* p<0.05 Wilcoxon signed rank test
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