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Inhibitory Effects of Ampelopsin Sodium Combined with Carboplatin on the Proliferation of Human Lung
Adenocarcinoma Cell Line GLC-82

ZHANG Yan-xia"*, WU Yong-jie’, LI Wen-guang®(1.Center of Research and Test, Gansu College of TCM, Lan-
zhou 730000, China; 2.Institute of Pharmacology, School of Basic Medical Science, Gansu Key Laboratory of
Preclinical Study for New Drugs, Lanzhou University, Lanzhou 730000, China)

ABSTRACT OBJECTIVE: To study the inhibitory effects of ampelopsin sodium (AMP-Na) combined with carboplatin on the
proliferation of human lung adenocarcionma cell line GLC-82. METHODS: After treated with 25, 50 and 100 pg/ml AMP-Na,
3.12, 6.25, 12.5, 25 and 50 pg/ml carboplatin, 25, 50, 100 pg/ml AMP-Na+3.12, 6.25, 12.5, 25 and 50 pg/ml carboplatin for
48 h, the inhibitory rate of GLC-82 cell proliferation was determined by MTT assay. After treated with 25 pg/ml carboplatin, 12.5,
25, 50, 100 pg/ml AMP-Na, 12.5, 25, 50, 100 pg/ml AMP-Na+25 pg/ml carboplatin for 48 h, flow cytometry (FCM) was adop-
ted to detect cell apoptotic rate. RESULTS: 25-100 pg/ml AMP-Na could inhibit the proliferation of GLC-82 cells in concentra-
tion-dependent manner. The inhibitory effect of AMP-Na (12.5, 25, 50, 100 pg/ml) combined with carboplatin (25 pug/ml) was
stronger than that of carboplatin alone on the proliferation of GLC-82 cells. CONCLUSIONS: AMP-Na alone can inhibit the prolif-

eration of GLC-82 cells to certain extent, it also streghened inhibition of cell prolifertion when conbined with carboplatin.

KEYWORDS Ampelopsin sodium; Carboplatin; Human lung adenocarcionma cell line GLC-82; Cell apoptosis
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Fig 1 The change of cell apoptosis and necrosis in each group (48 h)
A. negative control group;B. carboplatin group; C. AMP-Na @ group; D. AMP-Na (3 group; E. AMP-Na ) group; F. AMP-Na (D group;G. drug combi-
nation @ group; H. drug combination 3 group;1. drug combination (2) group;J. drug combination (D group
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