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Effect of lenti-siRNA against BRD4 on energy metabolism in non-small cell lung cancer A549 cells by inhibiting SHH
pathway LIU Ji-dong* , YANG Yan, LIU Ying. Panzhihua Central Hospital, Panzhihua 617067 , China

Abstract Objective: To investigate the effect of lenti-siRNA against BRD4 on energy metabolism in non-small cell
lung cancer A549 cells by SHH pathway. Methods: The expression of BRD4 in A549 and HLF-1 cells was detected by RT-
qPCR. After BRD4 siRNA was transferred into A549 cells, the effects of BRD4 siRNA on the growth and proliferation of
A549 cells were detected by CCK8 and cell cloning assays. The effects of BRD4 siRNA on the glucose uptake and lactic acid
production of A549 cells were detected by 2-NBDG and lactic acid test kit. The expression levels of SHH, GLI1 mRNA and
protein were detected by RT-qPCR and Western blotting respectively. Results: The expression of BRD4 mRNA was up-regu-
lated in A549 cells (P <0.05), and BRD4 siRNA inhibited the proliferation, cloning, glucose intake and lactic acid pro-
duction of A549 cells (P <0.05), and promoted the significant down-regulation of mRNA and protein expression of SHH
and GLI1 genes (P <0.05). Conclusion: The lenti-siRNA against BRD4 could reduce the level of energy metabolism in

non-small cell lung cancer A549 cells by inhibiting the SHH pathway.
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