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[Abstract] Objective To investigate the effect of pyruvate kinase isozyme type M2 (PKM2) on the
proliferation, migration, invasion and apoptosis of HepG2 cells, and to discuss the effect of PKM2 expression
on chemosensitivity of hepatocellular carcinoma (HCC). Methods Western blotting(WB) and real - time
quantitative polymerase chain reaction (RT-qPCR) were used to detect the expressions of PKM2 protein and
mRNA in normal liver cell line HL-7702 and HepG2 cell line. Targeted PKM2 gene recombinant plasmid
(PKM2-siRNA) and control plasmid (siRNA-NC) were constructed and transfected into HepG2 cells. WB
and RT-qPCR were used to check the knockdown of PKM2. Cell clone formation assay, Transwell chemotaxis
assay and TUNEL assay were used to analyze the effects of PKM2 expression on cell proliferation, migration,
invasion and apoptosis. Cell viability and apoptosis were tested by CCK-8 assay and TUNEL assay after all
groups of cells were treated with different concentrations of doxorubicin(DOX). Results The expression of
PKM2 protein and mRNA in HepG2 cells was significantly up - regulated when compared with HL -7702
[mRNA (1.01£0.01)% versus (5.04+0.02)% ; protein (1.34+0.04)% versus (4.03+0.02)% ; P<<0.05]. The
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expression of PKM2 in the HepG2 cells transfected with PKM2 - siRNA was significantly decreased at the
transcriptional and translational levels. The cell clone formation rate and cell invasion number were lower than
those in the blank transfection group and in the control group transfected with siRNA-NC. The apoptotic rate
was higher than that in the blank transfection group and in the control group transfected with siRNA-NC. The
half-inhibitory concentration(ICsy) of DOX was 7.25 pg/mL, and the 1C of the control group transfected with
siRNA - NC was 18.51pug/mL. With the concentration of DOX increasing, the apoptosis rate increased
significantly. The number of apoptostic cells in transfected PKM2-siRNA cells group was significantly higher
than that in the control group transfected with siRNA-NC(P<<0.05). Conclusion PKM?2 is highly expressed
in HepG2 cell line. Knockdown of PKM2 expression can inhibit cell proliferation, migration and invasion,

which can also promote the apoptosis and enhance the chemosensitivity of HCC to DOX. PKM2 may be a

potential target in treating HCC. (J Intervent Radiol, 2019, 28 855-860)
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