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Insulin-like growth factor—1 induces migration and invasion

in hepatocellular carcinoma by activating EGR1
Ma Yang Cui Donggian Han Chenchen et al

( Institute of Clinical Pharmacology Anhui Medical University —Hefei

230032)

Abstract Objective To investigate the mechanism of insulindike growth factord ( IGF) -induced migration and

invasion of hepatocellular carcinoma ( HCC) . Methods

Two HCC cell lines HepG2 and HCCLM3 with different

metastatic potentials were used and IGF was added at 25 50 and 100 ng/ml respectively. Cell migration and in—

vasion were detected by transwell method. Western blot  RT-PCR and quantitative real-time were performed to de—
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tect the activation of intracellular signaling pathway and the expression of early growth response protein 1 ( EGR1) .

The EGRI1 siRNA was transfected to inhibit the expression and observed the effect of IGF4 on the migration and in—
vasion of HCC cells. Results 1GF- could promote the migration and invasion of HCC cell lines in a dose-de—
pendent manner. IGF increased the phosphorylation levels of IGF1R AKT and ERK in HCC cells without signifi—
cant changes in total expression and the protein and mRNA expression of EGR1 also increased with the increase of
IGF concentration. After the expression of EGR1 decreased by siRNA IGF- significantly reduced the migration
and invasion ability of cells. Conclusion  The migration and invasion of IGF- induced HCC cell line is mediated
by EGRI1.

Key words  hepatocellular carcinoma; insulindike growth factor; early growth response protein 1; cell migra—

tion and invasion



