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Effect of integrin 3-1 on drug-resistance of solid tumor cells
LI De-ming, IIANG Howjie, ZHANG Yan-lin ZHOU Lan, RUAN Zhi-hua (Department of Oncobgy and Hematology, Southwest Hospital. Third Military
Medical Unviersity, Chongqing 400038, China)

Abstract Objective To study the effect of the adhesion molecule(3-lintegrin on the dug resistance of tumor. Methods The dg resistance
model of human lung adenocarcinoma cell line was established with adriamy cin of different concentrations. The impact of tumor cells after binding to
fibronectin and blocking integrin 3-1 on the drug resistance of tumor cells was monitored by MTT. Results The inhibition rate of the dmg sensitive
tunor cells and the rate of the drug resistance cell line were 97. 1% and 45. 2% after the use of adiiamycin at the lethal dose, 68.5% and 56. 4%
after binding to fibonectin and 94% and 49. 4% after blocking the binding of -1 integrin to fibronectin respectively. After binding with fi-
bronectin,  the inhibition ratio of tumor cells decreased significantly (A< 0. 05), but after blocking the binding of $-1 integrin to fibronectin, the inhi-
bition ratio increased significantly(P<0.05). Conclusions The action of cell via matrix is one of the causes for the tumor cells to develop dug
resistance which may be reversed by blocking the action between cell and matrix
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