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Effect of Sodium Cantharidinate Injection Targeting PI3K/AKT/mTOR Signaling
Pathway on the Migration Ability of Human Lung Adenocarcinoma Cell A549

FANG Chuanci QIAN Yayun
Yangzhou University Yangzhou Jiangsu China 225001

Abstract: Objective: To investigate the effect of sodium cantharidate injection on the invasion and metastasis of human adenocarci—
noma cancer cell A549 and its mechanism. Methods: Lung cancer A549 cells were treated with sodium cantharidate injection of
0.3125mg*L7" 0.625mg* L™ 1.25mg+L™" 2.5 mg+ L™ and 5 mg * L' respectively. The effect of sodium cantharidate
injection on the proliferation of lung cancer A549 cells was detected by MTT method and the half maximal inhibitory concentration
(IC50) was calculated; according to the MTT results in the follow-up experiment the cells were divided into control group low—
dose group high-dose group and cisplatin ( DDP) group. The effect of sodium cantharidate injection on the invasion and metastasis
of lung cancer A549 cells was detected by cell scratch test; the effect of sodium cantharidate injection on the expression of phos—
phatidylinositol 3 kinases/protein kinase B/mammalian target of rapamycin PI3K/AKT/mTOR) pathway related proteins in lung
cancer A549 cells was detected by Western Blot. Results: Sodium cantharidate injection significantly increased the cell proliferation
inhibition rate of A549 cells ( P <0.05) in a concentration and time-dependent manner; compared with the control group different
doses of sodium cantharidate injection could significantly reduce the migration rate of A549 cells and the protein expression of

PI3K AKT mTOR P70S6 and VEGF-C in a concentration dependent manner. Conclusion: Sodium cantharidate injection can sig—
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nificantly inhibit the proliferation and migration of lung adenocarcinoma A549 cells and its mechanism may be related to its inhibi—

tion of the activation of PI3K/AKT/mTOR pathway and angiogenesis.
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