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Effects of Indol-2, 3-dione on the Proliferation of Rat Aortic Vascular Smooth Muscle A7r5 Cells Induced
by TNF-a

LIU Zhan-tao, YANG Zhi-hong,ZHAO Yong-juan,JI Li-xia, GUO Xi-chun, YUE Wang, YIN Lei(School of Phar-
macy, Medical College of Qingdao University, Shandong Qingdao 266021, China)

ABSTRACT OBIJECTIVE: The investigate the effects of indol-2, 3-dione on the proliferation of rat thoracic aortic vascular
smooth muscle A7r5 cells induced by TNF-a. METHODS: A7r5 cells at exponential phase were collected and divided into blank
control group (20% DMEM medium), model group (TNF-a 5 ng/ml) and 107°, 1077, 107°, 10° mg/ml indol-2, 3-dione groups
(relevant concentration of indol-2, 3-dione+TNF-a 5 ng/ml). The optical density of A7r5 cells was detected by MTT method to
evaluate proliferation effects, and the cell cycle of A7r5 cells proliferation was monitored by flow cytometry propidium iodide stain-
ing. RESULTS: Compared with blank control group, optical density of A7r5 cells was increased significantly in model group; the
proportion of A7r5 cells at S phase and G»/M phase increased significantly, and that of A7r5 cells at Go/G, phase decreased signifi-
cantly; there was statistical significance (P<<0.05). Compared with model group, optical density of A7r5 cells in 10~7, 10~° and
107" mg/ml indol-2, 3-dione groups decreased significantly; the proportion of A7r5 cells at G/M phase decreased significantly in
107" mg/ml indol-2, 3-dione group, and that of A7r5 cells at S phase decreased significantly in 10~ and 10™° mg/ml indol-2, 3-di-
one groups; there was statistical significance (P<C0.01 or P<C0.05). Other difference had no statistical significance (P>0.05).
CONCLUSIONS: Indol-2, 3-dione can inhibit the proliferation of A7r5 cells induced by TNF-a.

KEYWORDS Indol-2, 3-dione; Aortic vascular smooth muscle cells; TNF-a; Cell proliferation; Cell cycle
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WEIREL 22 1P (PBS) : S IE4H 0.10 o/L BR H —4h 1.75 g/L 54
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