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Effect of ginkgolide B on renal tubular epithelial cell apoptosis induced by
high glucose by regulating miR-155-5p
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[ Abstract] Objective:To explore the effect of ginkgolide B (GB) on renal tubular epithelial cell apoptosis and inflammatory fac-
tors induced by high glucose (HG) and its possible mechanism. Methods: Human renal tubular epithelial cells HK-2 were induced by
HG to establish a cell injury model. HK-2 cells were treated with different doses of GB,and anti-miR-NC and anti-miR-155-5p were
transfected into HK-2 cells, respectively, and then treated with 25 mmol/L glucose for 24 h, miR-NC and miR-155-5p mimics were
transfected into HK-2 cells and treated with 100 wmol/L GB and 25 mmol/L glucose for 24 h. Flow cytometry was used to detect the
rate of apoptosis, ELISA was used to detect the levels of IL-6 and TNF-a,qRT-PCR was used to detect the expression of miR-155-5p,
the expressions of Bel-2 associated X protein ( Bax) and B lymphoblastoma (Bel-2) were detected by Western blot. Results: After GB
treatment, the apoptosis rate,IL-6 , TNF-a,miR-155-5p expression and Bax protein expression level of HK-2 cells induced by high glu-
cose were decreased (P <0.05) ,and the expression level of Bcl-2 protein was increased (P <0.05) in a dose-dependent manner. Af-
ter transfection with anti-miR-155-5p, the apoptosis rate ,IL-6 , TNF-a , miR-155-5p expression and Bax protein expression level of HK-2
cells induced by high glucose were decreased (P <0.05) ,and the expression level of Bel-2 protein was increased (P <0.05). Trans-
fection of miR-155-5p mimics could attenuate the effect of ginkgolide B on HK-2 cell apoptosis and the expression of inflammatory fac-
tors induced by HG. Conclusion: GB can alleviate HG-induced renal tubular epithelial cell injury by inhibiting apoptosis and expression
of inflammatory factors,the mechanism of which may be related to inhibiting the expression of miR-155-5p.
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