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[Abstract] Objective To investigate the regulation of carnitine palmitoyltransferase 1A (CPT1A) in lung can-
cer metastasis. Methods Firstly, real-time quantitative PCR (qQRT-PCR) and Western blot were used to detect the ex-
pression of CPTIA mRNA and protein in 11 pairs of primary and metastatic tissues of lung cancer, and to determine
whether the expression of CPT1A in lung cancer metastasis changed. Secondly, scratch wound healing assay was used to
detect the effect of down-regulation of CPT1A expression on the migration ability of lung cancer cells (A549 cell line).
Finally, Transwell invasion assay was used to evaluate the effect of down-regulating CPT1A expression on the invasion
ability of lung cancer A549 cells. Results The expression level of CPT1A in lung cancer metastatic tissues was signifi-
cantly higher than that in primary tissues: mRNA level: (1.00+0.14) vs (1.83+0.75); protein level: (1.00+0.26) vs (2.25+
0.63); P<0.05. Compared with the control cells, down-regulation of CPT1A expression significantly suppressed the mi-
gration ability of lung cancer cells: siCtrl vs SiCPT1A—-1 vs siCPT1A-2 = (1.00+0.12) vs (0.39+0.04) vs (0.38+0.03), P<
0.05. Down-regulation of CPT1A expression also significantly inhibited the invasion abilities of lung cancer cells
compared with the control group: siCtrl vs siCPT1A-1 vs siCPTIA-2 = (23.00£3.00) vs (12.00£2.00) vs (13.00+
1.00), P<0.05. Conclusion The expression levels of CPT1A is significantly up-regulated during the metastasis of lung
cancer. CPT1A can simultaneously promote the migration and invasion of lung cancer cells, suggesting that CPT1A is a
potential molecular target for the treatment of lung cancer.
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