J Med Res,Dec 2019, Vol. 48 No. 12

microRNA - 132 & 13183 VEGF & &3] $) & 1 4%
i I &5 9 2B & I B A A BRI ML H B 3R

IR B 4

N

2 #0055 # AR &

# E B# T microRNA(miRNA) — 132 5 53 #5345 M55 4 Bz 2B & Al F (vascular endothelial growth factor, VEGF ) 5 f 1]
) e A I R LA AR B PL . AR AR WK R AN A B A S SR A A AR AT g A S
SEH 4 Lipofectamine2000 %% Ju i BUBLLY) K miRNA — 132 B8, % A MTT 3k 4 0 20 M 38 7, =X 200 M A A 00 48 e 04 1=,
real — time PCR 4l RNA ik, Western blot ¥ 5l 4 (1 % ik, 458 5 Ye/5 24h 15 36h, S 419 miRNA - 132 K Ak 41
MR R ERTIMA S E R H (P <0.05) K15 5 B 7 (hypoxia inducible factor, HIF) — 1o #1 VEGF RNA 54 1 &5 K
F A I T e B R AR T I 5 A (P <0.05) FIPEA 55 A L, Z R LS ITHE L (P >0.05), £if miRNA -
132 Al i i i) HIF - Lo \VEGF [3R 3K, 00 A JBF 0 Ik A B 20 M 9 B, 408 a2 JFC 00 o, DA 2% 4% 300 0 e ot 4 oy ot 65 9 288 5 ol 5 A ok
e o

KW  microRNA -132 MW EAERKKE T SROCPERG AR M H AT

FESES R4 XERtRiIRES A DOI 10.11969/j. issn. 1673-548X.2019.12.014

Mechanism of MicroRNA - 132 Inhibiting Angiogenesis in Patients with Ischemic Cerebrovascular Disease by Regulating VEGF Pathway.
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Abstract Objective To investigate the mechanism of microRNA (miRNA) - 132 inhibiting angiogenesis in patients with ischemic
cerebrovascular disease by regulating the vascular endothelial growth factor ( VEGF) pathway. Methods Human umbilical vein endothe-
lial cells were divided into blank group, negative group and experimental group. The blank group were not transfected, and the negative
group and the experimental group were transfected with control mimics and miRNA — 132 mimics by Lipofectamine2000. Cell proliferation
was detected by MTT assay. Apoptosis were detected by flow cytometry. RNA expression was detected by real — time PCR, and protein ex-
pression was detected by Western blot. Results At 24h and 36h after transfection, the expression level and apoptosis index of miRNA —
132 in the experimental group were significantly higher than those in the negative group and the blank group (P <0.05), and the expres-
sion levels of hypoxia inducible factor (HIF) - 1o and VEGF RNA, protein and cell proliferation index were significantly lower than those
of negative group and blank group (P <0.05). There were no significant differences compared between the negative group and the blank
group (P >0.05). Conclusion MiRNA - 132 can inhibit the proliferation of human umbilical vein endothelial cells and promote its ap-
optosis by inhibiting the expression of HIF — 1o and VEGF, thereby inhibiting the angiogenesis of patients with ischemic cerebrovascular
disease.
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