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Antiproliferative Effect of Combined Treatment with v — Tocotrienol and 5 - FU on Gastric Cancer SGC - 7901 Cells. Jiang Jiajia, Sun
Wenguang , Tu Yuehua ,et al. Department of Clinic Nutrition ,The First Clinical College of Harbin Medical University , Heilongjiang 150001 ,
China

Abstract Objective To investigate the suppression of cell proliferation of SGC — 7901 gastric cancer cells by combination y - toco-
trienol(y = T3) with 5 — FU in vitro. Methods The effect of y — tocotrienol (0, 5, 10, 20, 30, 40pmol/L) and 5 - FU (0, 30, 50,
70, 90, 110pmol/L) on proliferation of gastric cancer cell lines for 48h was examined by Cell Counting Kit -8 (CCK -8). To determine
if the combined effect of y — tocotrienol (20 or 30 wmol/L) and 5 — FU (30umol/L) is synergistic,we calculated the value of coefficient of
drug interaction (CDI). The apoptosis assay were tested by flow cytometric analysis. Results The treatment with y — tocotrienol or 5 —
FU alone induced a significant dose — responsive growth inhibition( P <0.05) ,whereas combination treatment with these agents synergisti-

cally inhibited the growth of SGC - 7901 cells(P <0.05). The results of flow cytometric analysis showed that the treatment with y — tocot-

rienol or 5 — FU alone initate apoptosis (P <0.05), and combination treatment had more significant effect in apoptosis than these agents

alone (P <0.05). Conclusion The finding indicates that y — tocotrienol can potentiate the effects of antiproliferative and apoptosis — in-

ducing in SGC -7901 cells treatment by 5 — FU.

Key words SGC -7901; y-T3; 5 - FU; Combination treatment
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