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[Abstract] Objective To investigate the expression level of IFN-inducible transmembrane protein 5(IFITM5) in 15 different
cancer cell lines. Methods RT-QPCR and Western blot were performed to detect the expression level of IFITM5 in
SAOS2,3A0, SKOV3, HEPG2, HEP2, ACCM, HT29, MDA-MB-231, H7402, HELA, HEK-293, HL-60, K562, THP1 and
RD cancer cell lines. Results There was remarkable difference in the expression of IFITMS5 in this cancer cell lines.The
lowest expression level of mRNA and protein were detected in H7402,RD and HEP2 cell lines .The highest IFITM5
expression was observed in SAOS2 cells,followed by 3AO. Conclusions Significant differential expression of IFITM5 in
15 cancer cells was observed, which laid the foundation for further research on the relationship of IFITM5 and tumor.
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