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Mechanism of salvia miltiorrhiza extract inhibiting high glucose-induced apoptosis of human
retinal vascular endothelial cells Quan Lianjiao , Qin Jingjing , Quan Yuanding. Qingyang People’ s
Hospital , Qingyang 745000, China

[ Abstract] Objective To observe the effect of salvia miltiorrhiza extract on apoptosis of human
retinal vascular endothelial cells ( HRECs ) induced by high glucose and its mechanism. Methods
HRECs were divided into control group(5.5 mmol/L glucose) ,high glucose group (30.0 mmol/L glucose)
and salvia miltiorrhiza extract low concentration group(30.0 mmol/L glucose +5 pg/ml salvia miltiorrhiza
extract) ,medium concentration group(30.0 mmol/L glucose + 10 pg/ml salvia miltiorrhiza extract) and
high concentration group(30.0 mmol/L glucose +20 pg/ml salvia miltiorrhiza extract). Cell activity was
detected by cell counting kit (CCK-8). Apoptosis rate of HRECs was detected by flow cytometry. The
levels of tumor necrosis factor ( TNF ) -a, interleukin (IL)-1B and IL-8 were detected by enzyme-linked
immunosorbent assay ( ELISA ). The expression levels of related proteins in HRECs were detected by
Western blotting. Results  Compared with the high glucose group, the OD value and cell activity of
HRECs in low,medium and high concentration groups of salvia miltiorrhiza extract increased in turn, the
apoptosis rate, the content of TNF-a,IL-1B3 and IL-8 of HRECs decreased in turn, the activated cysteine
aspartic acid protease ( Caspase ) -3, B lymphoma-2 gene(Bcl-2) related protein(Bax) and phosphorylated
nuclear factor-kB ( p-NF-kB) protein expression decreased in turn, Bel-2 protein increased in turnt
(P <0.05). Conclusion Salvia miltiorrhiza extract inhibits high glucose-induced apoptosis of HRECs
by inhibiting the activation of NF-kB signaling pathway.

[ Key words | Salvia miltiorrhiza extract; Human retinal vascular endothelial cells;  Nuclear
factor-kB signaling pathway signaling pathway; Diabetic retinopathy; Apoptosis
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