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[ Abstract] Objective To investigate the mechanism of microRNA-31(miR-31) in high-glucose in-
duced epithelial-mesenchymal transition (EMT) of podocytes. Methods According to different sugar con-
centrations , human glomerular podocytes cultured in vitro were divided into low glucose group (LG) , hyper-
osmolar group ( HM) and high glucose group (HG) ; according to whether transfected miR-31 mimics,
podocytes were divided into miR-31m group, negative miR-NC group and Mock group; according to whether
transfected si-FIH-1 and miR-31i, podocytes were divided into si-FIH-1 group, miR-31i group, si-FIH-1
+miR-31i group and NC group. Western blot was used to detect the protein expression levels of FIH-1,
TGF-B1, and a-SMA in podocytes of each group; qRT-PCR was used to detect the mRNA expression levels
of miR-31, FIH-1, TGF-B1, and a-SMA in podocytes of each group; double luciferase target experiment

was used to verify the targeting relationship between miR-31 and FIH-1 gene. Results Compared with the

- g -



[E| PR 4 iR 2 ks 2022 4F 9 A5 42 55 5 W] Int J Endocrinol Metab , September 2022, Vol. 42, No. 5 - 355 -

LG and HM group, the expression of miR-31 in the HG group was significantly increased ( F=146.8,
P<0.01), and the expression of FIH-1 was significantly decreased ( F'=54.23, P<0.01), and the expres-
sion of TGF-B1 and a-SMA were increased significantly ( F=360.6,P<0.01; F=193.7, P<0.01). The

results of the dual luciferase reporter gene experiment showed that FIH-1 was the target gene of miR-31.

When si-FIH-1 and miR-31i were co-transfected, the changes in the mRNA and protein expression of

FIH-1, TGF-B1, and a-SMA caused by si-FIH-1 or miR-31i alone were restored. Conclusion miR-31

can promote the EMT of podocytes by targeting FIH-1. Inhibiting miR-31 expression can reduce the EMT

induced by high glucose in podocytes.
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FHE4 5 miR-31 5 DKD Ayikia# L, REIHES
K- 1 #0461 577 ( FIH-1) 2 5 Z 8002 2 B s 9
£ , TargetScan Al miRanda 47 # 3& PRI #0000 | &
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BEAL (LG, 5.5 mmol/L 7 4 B ) | 5 & 41 ( HM,
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(t=4.807,P<0.01) ; 1M#F FIH-1 i 3'-UTR %487, FIH-1 41) .miR-31 inhibitor( miR-31i £H) , —#H L[]
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2 A Y miR-31 mimics 7 FIH-1 TGF-B1.a-SMA #J mRNA M2 £k 1f 5L

A B
15 | a
T Bl miR-iNC
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