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Effect of cryptotanshinone on human lung adenocarcinoma cells YANG Xinghui;,, WANG Haibing. The First Clinical Medical
College, Zhejiang Chinese Medical University, Hangzhou 310053, China

[ Abstract ] Objective To investigate the effect and related mechanism of cryptotanshinone (CPT) on human lung
adenocarcinoma cells. Methods Human lung adenocarcinoma A549 and PC-9 cells were incubated with various
concentrations of CPT for 24 and 48h, and cell viability was measured by CCK-8 assay. Cell apoptotic rate was detected by
Annexin V-FITC/PI staining assay. Mitochondrial membrane . potential (MMP) was evaluated by JC-1 staining assay. Levels of
apoptosis related proteins and phosphorylation level of protein in Key signaling pathways were examined by Western blot.
Results CPT reduced the viability of A549 and PC-9 cells inva.dose— and time—dependent manner. According to FCM analysis,
the apoptotic rate increased with the increase of the concentration of CPT, and MMP also was decreased by CPT treatment. The
protein expressions of cleaved Caspase-9, cleaved Caspase-3 and cleaved PARP were up-regulated, while the protein
expression of p—STAT3 was down-regulated” after CPT treatment. Conclusion CPT can inhibit the proliferation and induce
apoptosis of human lung adenocarcinoma,A549 and PC-9 cells, and mitochondrial apoptosis pathway and STAT3 signal pathway
might be involved in the process.
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