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Influence of PKM2 Gene Silencing on Biological Characteristics of Lung Cancer Cells. Zhang Haihong, Chen Hongyu, Wang Yanan. De-
partment of Physiology, Institute of Basic Medical Sciences, Chinese Academy of Medical Sciences, Beijing 100005 ,China

Abstract Objective To investigate the effect of pyruvate kinase M2 (PKM2) down — regulation on the biological characteristics of
human lung cancer A549 cells. Methods The expression of PKM2 in A549 cells was detected by immunofluorescence. The recombinant
plasmids of PKM2 — shRNA were transferred into A549 cells. The expression levels of PKM2 mRNA and protein were test by real — time
PCR and Western blotting respectively. CCK — 8 was used to detect the effect of PKM 2 gene silencing on the proliferation of A549 cells.
The glucose consumption was measured by glucose assay kit; Transwell test was used to detect the ability of cells to pass through the artifi-
cial basement membrane. Results The expression of PKM2 was found in cytoplasm and nucleus of lung cancer A549 cells. 48 hours after
PKM2 — shRNA plasmid transfection, PKM2 mRNA level and protein expression in A549 cells were significantly down — regulated, and
the cell proliferation ability of A549 cells was significantly inhibited. PKM2 shRNA can reduce the consumption of glucose and invasion a-
bility in A549 cells. Conclusion In lung cancer A549 cells, inhibition of PKM2 expression can significantly inhibit cell proliferation,
metabolic capacity and invasion ability.

Key words Lung cancer; Pyruvate kinase M2; shRNA interference; Biological function
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