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Inhibitory effects of wogobin on proliferation, migration, and invasion of
gastric cancer SGC-7901 cells in vitro

ZHANG Yonghai
(Tnspection Technology College of Xinyang Vocational and Technical College ,Xinyang 464000, China)

[ Abstract] Objective To investigate the effects of wogobin on the proliferation, migration, and invasion of gastric
cancer cells and their molecular mechanisms. Methods Different concentrations (20, 50, and 100 mol/L) of wogobin
were used to treat the hepatoma cell line SGC7901 cells for 24, 48, and 72 h. In the blank control, no treatment was
performed. MTT assay was used to determine the cell proliferation. The migration ability of cells was observed by a scratch
test. The Transwell method was used to observe cell invasiveness. Cell cycle and apoptosis were determined by flow
cytometry. The mRNA and protein expression levels of cellular MMP2, MMP9, ICAM-1, and TIMP2 were determined by
RT-gqPCR and western blotting, respectively. Results MTT assay showed that the different concentrations of wogobin
inhibited the hepatoma cell line SGC7901 in a concentration- and time-dependent manner. After 48 h, wogobin arrested the

cell cycle at S-phase and induced the apoptosis in gastric cancer cells (P<0.05). Transwell assay showed that wogobin
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inhibited the invasion of the SGC7901 cells in a concentration-dependent manner. The RT-qPCR and western blotting
analyses showed that wogobin inhibited the mRNA and protein expression of MMP9, MMP2, and ICAM-1 in SGC7901

cells, but upregulated TIMP2 ( P<0.05). Conclusions

the hepatoma cell line SGC7901 cells and induces its apoptosis.
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Table 1 Effects of wogobin on proliferation of the SGC-7901 cells in vitro

5341 Groups 24 h 48 h 72 h
Xt B4 Control group 1.04£0. 11 1.05+0. 12 1. 02+0. 10
20 pmol/L Y #2420 wmol/Lwogobin group 0.70+0. 15 * 0.61+0.13* 0.57+0. 08 **
50 wmol/L Y H % 24 50 wmol/Lwogobin group 0.64+0.09 * 0.52+0.08"* 0.45+0.07**
100 wmol/L I %24 100 wmol/ Lwogobin group 0.52+0. 08 * 0.44£0. 06 ** 0. 34+0. 06 ***

L SRR LA, * P<0.05; 5 [F4H 24 h LA, *P<0. 05; 5[4 48 h [L#¢, 4 P<0. 05,

Note. Compared with the control group, * P<0.05. Compared with the same group at 24 h,*P<0. 05. Compared with the same group at 48 h,* P<0. 05.
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TE: A-D Jg4b3E 48 h i, A X HRZAL; B:20 pmol/L I #E 24 ; C: 50 wmol/L I E A 341 ;D: 100 wmol/L I 434,
B H AR S LA (% 100)
Note. A-D for 48 h treatment; A. control group; B. 20 pmol/L wogobin group; C. 50 wmol/L wogobin group; D:100 pwmol/L wogobin

group.

Figure 1 Comparison of the scratch test results for gastric cancer cells

WA RHHRZ B, 20 pmol/L I EE R4 ; C. 50 pmol/L I FHAFAH ; D.100 wmol/L I HA- K H
B2 AR AR A S B Transwell SCEE5 5 (x400)
Note. A. control group, B. 20 wmol/L wogobin group, C. 50 pwmol/L wogobin group, D. 100 pmol/L wogobin group.

Figure 2 Results of transwell assay of gastric cancer cells treated with different concentrations of wogobin
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Figure 3 Effect of wogobin on cell cycle of the SGC-7901 cells
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group, * P < 0.05.

Figure 4 Effect of wogobin on apoptosis in the SGC-7901 cells
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g2 DA EN SGCTI01 4l TIMP-2 ICAM-1, MMP-2 A1 MMP-9 mRNA HYEEI (x+s)
Table 2 Effects of wogobin on TIMP-2, ICAM-1, MMP-2, and MMP-9 mRNA in the SGC7901 cells

4340 Groups TIMP-2 MMP-2 MMP-9 ICAM-1
XF B84 Control group 1. 0420. 11 1. 0320. 26 0.99+0. 18 1.12+0. 13
20 pmol/L LA K4 20 wmol/ Lwogobin group 1.59+0.15* 0. 65+0. 10 0. 830. 12 0.76+0.17 "
50 wmol/L I XK 4 50 pmol/ Lwogobin group 3.1220. 44" 0.57+0.06 " 0.58+0. 11" 0.49+0. 14"
100 pmol/L Y # %24 100 wmol/ Lwogobin group 4.49+0.52* 0.38+0.05* 0.34+0.04* 0.33+0.04*

S XA, * P<0. 05,
Note. Compared with the control group, * P<0. 05.

R3IUEBEN SGCT01 4UfiI TIMP-2 ICAM-1 MMP-2 H1 MMP-9 & [ (K54 (£+s)
Table 3 Effects of wogobin on TIMP-2, ICAM-1, MMP-2, and MMP-9 proteins in the SGC7901 cells

I3 Groups TIMP-2 MMP-2 MMP-9 ICAM-1
X REZH Control group 0.35+0.07 0. 85+0. 13 1.14+0.22 1.11+0. 17
20 pmol/L I H# A 241 20 pmol/ Lwogobin group 0.44+0. 08 0.62+0.09 " 0.79+0. 18 0.62+0. 14"
50 wmol/L I %24 50 pwmol/ Lwogobin group 0.76+0. 14" 0.4320.04" 0.60+0.10* 0. 45+0. 06 *
100 wmol/L I %4 100 wmol/ Lwogobin group 0.92+0. 13" 0.30+0. 05 * 0.42+0.07 0.34+0.04 "

X AL, * P<0. 05,
Note. Compared with the control group, * P<0. 05.
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Note.1. Control group, 2. 20 wmol/L wogobin group, 3. 50 wmol/L
wogobin group, 4. 100 wmol/L wogobin group.

Figure 5 Effects of wogobin on TIMP-2, ICAM-1,

MMP-2 and MMP-9 proteins in the SGC7901 cells
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