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Experimental study of Artemin on proliferation and invasion of

pancreatic ductal adenocarcinoma cell line
GU Sai,ei al
(Department of Gastroenterology ,the First A ffiliated Hospital , Chongqing Medical University)

[ Abstract ]Objecti’ve: To investigate the effect of Artemin on the proliferation and invasion of pancreatic ductal adenocarcinoma (PDAC)
cell line. Methods: PANC cells were treated with 0,10, 100 ng/ml Artemin for 24,48 ,and 72 h, respectively. Proliferation of cells were
measured with MTT assay. Invasion of cells were evaluated with Transwell chamber. Results: After being treated with Artemin, the

proliferation of PANC cells was slightly inhibited, but not in a time and dose—dependent manner. The invasion of PANC cells was

increased. Conclusion: Artemin may not associated with proliferation in PDAC, but increased cancer cell invasion.
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