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ABSTRACT Objective: To investigate the effect of hypoxia-inducible factor gene silencing on microangiogenesis and expression of
vascular endothelial growth factor in gastric cancer cell BGC-823. Methods: BGC-823 cell lines in logarithmic growth phase were divided
into three groups-experimental group, control group and blank group, respectively transfected with 200 ng/mL shRNA-HIF-1q, 200
ng/mL shRNA-NC and equal volume phosphate buffer. Cell proliferation were detected by CCK method, cell apoptosis were detected by
flow cytometry, cell migration and invasion were detected by Transwell cell experiment, protein expression were detected by Western
blot, and gene expression were detected by qRT-PCR. Results: 24 h and 48 h after cell transfection, the relative expression level of
HIF-1aq, cell proliferation index, cell migration and invasion index in the experimental group were significantly lower than those in the
blank group and control group (P<0.05), and the apoptosis index were significantly higher Blank group and control group (P<0.05). At 48
h after cell transfection, compared with the control group and the blank group, the relative expression level of VEGF protein in the exper-
imental group were significantly reduced (P<0.05). Conclusion: Silencing the expression of HIF-1a can inhibit the microangiogenesis
and VEGF expression of gastric cancer cell BGC-823, thereby inhibiting the proliferation, metastasis and invasion of gastric cancer cells
and promoting apoptosis.
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Table 1 Comparison of relative expression levels of three groups of HIF-1a (xt s)

Groups n 24 h 48 h
Experimental group 3 0.15+ 0.02** 0.14% 0.01**
Control group 3 2.03+ 0.09 2.11% 0.12
Blank group 3 2.00+ 0.04 2.02+ 0.03

F 72.034 78.204
P 0.000 0.000

Note: Compared with the control group, *P<0.05; compared with the blank group, “P<0.05, same below.
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Table 2 Comparison of cell proliferation index of the three groups (xt s)

Groups n 24h 48 h
Experimental group 3 0.42+ 0.03** 0.53% 0.03*"
Control group 3 1.07+ 0.21 1.12+ 0.12
Blank group 3 1.11+ 0.18 1.17¢ 0.14

F 14.092 12.045
P 0.000 0.000

23 WRATIERITEE
MY 24 h 55 48 h, 5B N Es HH A L, SC64H
B4R BR PR T FR B B, A 1A HUA G L (P<<0.05),

xR 525 (B Y5 24 h 5 48 h, 4R AT Fe 5ont
TG 245 L (P>0.05), W3 3.

3 ZEMMATIEHITE (%, 5)
Table 3 Comparison of apoptosis index of the three groups (%, xt s)

Groups n 24h 48 h
Experimental group 3 42.58+ 1.49* 4829+ 1.48**
Control group 3 13.21+ 1.22 15.32¢ 1.77
Blank group 3 11.60+ 2.14 17.45+ 2.44
F 14.583 12.013
P 0.000 0.000
24 HREBSEFELI 0.05), X HAZH 528 LA % e 24 h 15 48 h, AT A8 5

MY 24 h 5 48 h, 5% R4 Flas (AR L, S50 4H
FI AT RS 5 1R 28R B B R, AR LA G2 L (P<

1RZEFBO ETCGE T L (P>0.05), Lk 4.

*® 4 ZHAMIBS5EERBBIILE (%, xt 5)

Table 4 Comparison of cell migration and invasion index of the three groups (%, xt s)

Cell migration index

Cell invasion index

Groups n
24 h 48 h 24 h 48 h
Experimental group 3 6.77+ 1.30** 8.92+ 1.22* 4.99+ 1.03* 9.02+ 1.44**
Control group 3 2420+ 2.48 29.72% 3.15 21.38+ 3.14 2248+ 2.57
Blank group 3 2498+ 3.18 28.99+ 2.57 22.01% 2.57 23.00+ 3.15
F 9.483 8.474 12.030 10.001
P 0.002 0.008 0.000 0.001
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Table 5 Comparison of relative expression levels of VEGF protein in three groups of cells (xt )

Groups n JAK STAT
Experimental group 3 0.65+ 0.11* 0.48+ 0.12**
Control group 3 2.78+ 0.12 3.20+ 0.14
Blank group 3 291+ 0.14 3.00% 0.15

F 7.933 10.943

P 0.011 0.000

Control group Blank group Experimental group
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Fig.1 Three groups of cells VEGF protein expression level
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