i E A AE ) 2424 9] Chinese Journal of Cell Biology 2020, 42(11): 1987-1995 DOI: 10.11844/cjcb.2020.11.0009

miR-30a-5p7ESHE 5 [ AL E MR 1545 HHY
{ERHILE

BAKY KEL OKHS EBET
(HRER R IR S — BB 0 iR, EE K 400016; 25 PR ISR} R4 B I 5 — BE B,
FRARU M i b s 2 B TSI =5, K 400016)

WE AR 2R miR-30a-5pxt FAE 3 Fea Aot & ) B 40 A ) AT A 6 B em B
T ALE] . KA RT-qPCR A A EAELE . 5k R 28 4= 548 20 F miR-30a-5phd A& £ %, H
L+ miR-30a-5p, i@ iLEdU. Transwell 5. mE K. B-F FUAEH B4 4 & FWestern blotiMp21
A AR MG A, EHB. REFREHIL. FHLNPS3EE 69 &L, A miR-30a-5paf
BB IO AR E AN FAT A AT AT AR L AR GpS3ey, ERET, HBETRE
TR A K 400 F miR-30a-5p#d RX, AR iR %, R LI TS AORE fE ). L AmiR-30a-
SpIT BESMEEFH A R mIe R, STE—RARE LSS AT A RIER . #—
BRI, S B AT AAMAE A 400+ miR-30a-5p &L 69 B B, 2 E 384 T p53a & ik, {2
L IAmiR-30a-5p/5, pS3F A B E K K. vA L4 RRE T, miR-30a-5pxt S 54T W R e £ 45
AT 4 B EAE R T R A AR i), S A 4 ¥ed) A P pss.

X827 N 40 miR-30a-5p; A0 EEE; M4 TR

Mechanism of miR-30a-5p in Human Microvascular Endothelial Injury
Induced by High Glucose

BAI Youju'?, ZHANG Lu'?, ZHANG Jiao'?, ZHOU Bo'*

("Department of Endocrinology, the First Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China,
2The Chongqing Key Laboratory of Translational Medicine in Major Metabolic Diseases,
the First Affiliated Hospital of Chongqing Medical University, Chongging 400016, China)

Abstract This study was to investigate the effect of miR-30a-5p on the biological behavior of human mi-
crovascular endothelial cells cultured in high glucose and its possible underlying mechanism. RT-qPCR was used to
detect the expression of miR-30a-5p in the normal glucose group, osmotic pressure group and high glucose group
respectively. Meanwhile, the cell proliferation, migration, tube formation and senescence were observed with or
without up-regulated miR-30a-5p through EdU staining, Transwell assay, tube formation assay, f-galactosidase
staining and the expression of p21 analysis. Finally, the expression of p53 in each group was detected to explore
whether the protective effect of miR-30a-5p on human microvascular endothelial cells under high glucose condi-
tions is to directly target p53. Result shows that high glucose can significantly down-regulate the expression of

miR-30a-5p in endothelial cells, promoting cell senescence, and inhibit its proliferation, migration and tube forma-
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tion. Up-regulation of miR-30a-5p can reduce the cell senescence induced by high glucose, and reverse the inhibitory

effect of high glucose on its biological behavior to a certain extent. In addition, the study also found that although high

glucose significantly reduced the expression of miR-30a-5p and increased the expression of p53, there was no parallel

change in p53 expression after upregulation of miR-30a-5p. That suggests that miR-30a-5p may improve the biologi-

cal behavior of endothelial cells under high glucose through other mechanism, rather than directly targeting p53.
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