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Abstract
vein endothelial cells (HUVEC) under hypoxia condition. Methods

RT — PCR was used to detect differences of miR —26a and PTEN expression between the groups, and the expression of PTEN/AKT/VEGF

Objective To observe the miR - 26a expression and PTEN/AKT/VEGF pathway factor expression of human umbilical
HUVEC were divided into normoxia group and hypoxia group.
pathway factors at the protein level was detected by Western blot. Results After 48 hours, the cells in the hypoxic group expressed much
lower miR —26a and PTEN than the normoxia group at the RNA level (P <0.05). Western blot analysis showed that the hypoxic group
expressed increased HIF — 1 and VEGF protein level and decreased AKT and PTEN protein level. Conclusion

Low expression of miR —

26a can trigger PTEN/AKT/VEGF pathway factor chain reaction in HUVEC under hypoxia conditions in vitro, which indicates miR - 26

may be a potential treatment target for chronic ischemic wounds.
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