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Investigating the Migration and Invasion of Human Squamous Cervical
Carcinoma Line Siha Stimulated by TGF-f1 and Its Underlying Mechanisms

Mao Min, Cai Liuyun, Hu Jianguo, Hu Lina*
(Department of Obstetrics and Gynecology, the Second Affiliated Hospital of Chongqing Medical University,
Chongging 400010, China)

Abstract  This research investigated the influence of transforming growth factor-betal (TGF-B1) on invasion
and metastasis of human squamous cervical carcinoma cell line Siha, and might revealed some possible mechanisms.
Cultured human cervical carcinoma cell line, Siha, was stimulated with 5 ng/mL of TGF-B1 for 72 h. The morpholog-
ic changes were observed under inverted microscope. Cell proliferation, clone-formation, adhering ability, migration
and invasion ability changes were evaluated by CCK-8, colony-forming, cell adherence and Transwell assays, respec-
tively. The expressions of matrix metalloproteinase-2 (MMP-2), MMP-9, VEGF, CFTR, P50, P65, E-cadherin and
Vimentin were detected by Western blot. We found that after TGF-B1 stimulation, Siha cells converted to an elongat-
ed spindle-like shape from a “cobblestone” epithelial structure. The migration and invasion ability of Siha cells were
promoted dramatically. The expressions of MMP-2, MMP-9, VEGF, CFTR, P50, P65 and Vimentin were increased
and E-cadherin was down-regulated than those of control groups. These results indicated that TGF-1 might promote
the migration and invasion of Siha cells through EMT and up-regulation of MMP-2, MMP-9 and VEGF.
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A,C: morphology of Siha cells in control group for 24, 72 h; B, D: morphology of Siha cells after 5 ng/mL of TGF-f1 treatment for 24, 72 h.
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Fig.1 Morphological changes after 5 ng/mL of TGF-$1 treatment for 24, 72 h in Siha cells (100%)
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A, B: XA 25 ng/mL TGF-B1AE I Sihall 172 b/ fiEF%(200%); C. D: 55 AR HRAL 5 ng/mL TGF-B 14 FH SihaZll f1 72 h/m K4 22(200%);
E: Transwell4l ffl 3T 7% 9256 R 22 S UG AR i B4k . *P<0.05, **P<0.01, 5% 4 L .
A,B: migration of Siha cells in control group and 5 ng/mL of TGF-B1 treated group for 72 h (200x%); C,D: invasion of Siha cells in control group and

5 ng/mL of TGF-P1 treated group for 72 h (200%); E: Transwell cell migration assays and invasion assays were scanned and quantified. *P<0.05,

**P<0.01 compared with control group.
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Fig.2 TGF-P1 promoted migration and invasion of Siha cells
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A: TGF-B14L#SihaZlll 1172 h, Western bloth il SihaZlll il FMMP-2. MMP-9FIVEGF & [ 17K F; B: =37 Western blot3 4T S5 56 [ AH X 5 i 4
R, PALFFRIRMMP-2, MMP-OFIVEGF 5 GAPDHAK L4 HT I LLAE, *P<0.05, **P<0.01, 53 AL L .

A: expressions of MMP-2, MMP-9 and VEGF were determined by Western blot in Siha cells after TGF-B1 treated for 72 h; B: Western blot was
scanned and quantified. Data presented densitometric analyses of MMP-2, MMP-9 and VEGEF relative to GAPDH for 3 independent experiments.

*P<0.05, **P<0.01 compared with control group.

El3 TGF-B14IESihaZlif172 hEMMP-2, MMP-9X VEGFHIE B3Rk
Fig.3 Expressions of MMP-2, MMP-9 and VEGF proteins after TGF-p1 treatment for 72 h in Siha cells
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A: TGF-B14LPESihaZil 172 h, Western blothé il SihaZiJfi CFTR. NF-kB(P50f1P65). E-cadherinfllVimentinff] 7K F; B: Western blot} T 525 1]
A Bt L, AR RCETR. NF-kB(P50FIP65). E-cadherinflVimentinK & 23 M (I EL{E . *P<0.05, **P<0.01, 5%+ LA LE

A: expressions of CFTR, NF-«kB (P50 and P65), E-cadherin and Vimentin were determined by Western blot in Siha cells after TGF-B1 treatment for 72 h;
B: Western blot was scanned and quantified. Data presented densitometric analyses of CFTR, NF-kB (P50 and P65), E-cadherin and Vimentin relative

to GAPDH. *P<0.05, **P<0.01 compared with control group.

El4 TGF-14tIESinaZliff172 h/ECFTR. NF-kB(P50F1P65). E-cadherinFlVimentinZg HHIFRIA
Fig.4 Expressions of CFTR, NF-kB (P50 and P65), E-cadherin and Vimentin proteins after
TGF-B1 treatment for 72 h in Siha cells
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