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Temozolomide inhibits proliferation and invasion of glioma U87 cells by down-regulation of TFRC
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[Abstract] Objective To investigate the role of transferrin receptor (TFRC) in the inhibition of proliferation and invasion of U87
glioma cells by temozolomide. Methods U87 glioma cells were cultured in vitro, and treated with 50 p mol/L,,100 w mol/L, and 200 p
mol/L temozolamine. Control siRNA and siTFRC transfected into U87 cells were used to silence TFRC expression, and pcDNA3.1 empty
vector and pcDNA3.1 transfected into U87 cells were used to over—express TFRC expression. U87 cell proliferation was detected by
CCK-8 method. U87 cell invasion ability was detected by Transwell chamber assay. TFRC mRNA and protein expression in U87 cells
were detected by real—time fluorescent quantitative PCR and immunoblotting, respectively. Results Compared with the blank group
(without treatment of temozolomide), the proliferation and invasion ability of U87 cells reduced significantly (P<0.05) and the expression
of TFRC mRNA and protein decreased significantly (P<0.05) after temozolomide treatment, in a concentration—dependent manner. When
the concentration of temozolomide was 200 pmol/L, the inhibition ability of temozolomide to U87 cells was the strongest (P<0.05).
Compared with the U87 cells treated with pcDNA3.1 empty vector, the expression level of TFRC significantly increased in the U87 cells
treated with pcDNA3.1/TFRC (P<0.05). The inhibitory effect of temozolomide on cell proliferation and invasion was significantly
reduced in U87 cells treated with pcDNA3.1/TFRC compared to those treated with pcDNA3.1 empty vector (P<0.05). Compared with
the U87 cells treated with control siRNA, the expression level of TFRC significantly decreased in the U87 cells treated with siTFRC (P<
0.05). The inhibitory effect of temozolomide on cell proliferation and invasion was significantly increased in U87 cells treated with
siTFRC compared to those treated with control siRNA (P<0.05). Conclusion Temozolomide may inhibit the proliferation and invasion of
U87 glioma cells by inhibiting the expression of TFRC.
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