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Fig.- 1 Effect of selenium on GSNO induced single cell [ Ca** ], increase
Cells were pretreated with or without sodium selenite (1 Bmol/ L) for 24 h. Different concentrations of GSNO (300 Emol/L, 500 Hmol/L,
800 Bmol/ L) soultion were }luffﬂl to the cells and mainteined for 30 s. The | Cuz' |iwas measured |):.' Fura 2 as a fluoresence |1m}|e. (a) normal cell;
(b) selenium supplied cell; (¢) normal cell puffed with 300 Bmol/ I, GSNO: (d) selenium supplied cell puffed with 300 B¥mol/ L. GSNO; (e) normal cell
puffed with 500 BEmol/ 1. GSNO; () selenium supplied cell puffed with 500 Bmol/ L. GSNO: (g) normal cell puffed with 800 Bmol/ L. GSNO; (h)
selenium supplied cell puffed with 800 Bmol/ L. GSNO; | : the time start to puff GSNO to the cell.
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7ig. 2 Statistical resuit of the effect of selenium on
GSNO-induced single cell [Ca* * ], increase
Cells were pretreated with or without sodium selenite (1 pmol/L) for
24 h. Different concentrations of GENO (300 pol /L, 500 pmol /L,
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Fig. 3 Effect of Hb on GSNO induced single cell [ Ca™ ];
increase
Cells were pretreated with or without Hb (5 Hmol/L) for 3 h.
500 Bmol/ 1. GSNO soultion was puffed to the cells and mainteined for
30 s. The [Ca®™ |; was measured by Fura 2 as a fluoresence probe. (a)
indicates the time starting to puff GSNO to

r(".:-il!l[ nf one Sil]g]ﬁ (‘If”. b

the cell; (b) statistical result of five cells { n= 5).
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Effects of Selenium on NO induced Intracellular Free Calcium
Concentration Change in Human Umbilical Vein Endothelial Cells"

DENG Ying, HUANG KarXun, XU HurBi

( Pharmaceutical Institute, Huazhong University of Science and Technology, Wuhan 430074, China)

Abstract The NO-induced intracellular free calcium concentration ( [ Ca’* ]:) rise and the inhibiting effect of
selenium on this process were determined by using Fura2/AM fluorescence measurement method in a human
umbilical vein endothelial cell line: ECV-304. Experimental results indicated that there was a fast rise of
[ Ca™ |; by the treatment of S-nitrosoglutathione (GSNO), a donor of NO. The rise of [ Ca® |; was inhibited
by Hb, a scavenger of NO. These results suggested that this rise of [ Ca®* ]; was induced by NO. There was no
effect on [ Ca® |; response to NO by removing calcium ion from bath, or by adding the nomselective calcium
channel antagonist, CdCl, (1 mmol/L) to the bath. When the cells were pretreated by sodium selenite
(1 Hmol/L), the rise of [ Ca™ ]; induced by NO was obviously inhibited. This result suggested that selenium

can inhibit calcium store release.

Key words NO, S nitrosoglutathione, ECV-304 cell, selenium, [Ca}' 1i
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