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Simvastatin protect RLE-6TN cells from LPS induced injury

via HO-1 up-regulation through PI3K/AKt pathway
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Abstract Objective: To observe the protective effects and mechanisms of Simvastatin (SIM) on lipopolysac-
charide (LLPS) induced alveolar epithelial cells type [ (RLE-6TN) injury. Method: The expression of HO-1 and
the phosphorylation of Akt after SIM treatment in RLE-6 TN were detected by RT-QPCR and/or western blot. U~
sing lactate dehydrogenase release assay and cell counting kit-8 assay, the injury induced by LPS was determined
and compared among RLE-6TN treated with SIM with or without HO-1 inhibitor. Result: The phosphorylation of
Akt after SIM treatment was significantly increased. RT-QPCR results showed that the mRNA levels of HO-1 sig-
nificantly increased and reached highest at 6 h and western blot further showed that HO-1 significantly increased
and reached highest at 12 h following SIM treatment and reversed by PI3K/Akt inhibitor .Y294002. SIM signifi-
cantly increased the cell viability and decreased the medium lactate dehydrogenase content in cultures treated with
LPS. Pretreatment with zinc protoporphyrin 1X, a specific inhibitor of HO-1, significantly blocked the protective
effects of SIM. Conclusion: These results suggested that SIM could protect RLE-6TN against LPS injury mostly by
up-regulating of HO-1 expression through PI3K/Akt pathway.
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