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[ABSTRACT] Aim  To investigate the effects of tetrahydroxystilbene2-O-B-D- glucoside (TSG) on the apoptosis of
human umbilical vein endothelial cells (HUVEC) and its molecular mechanisms induced by hydrogen peroxide (H,0,) .
Methods The model of apoptosis HUVEC was induced by 300 pmol/L H,0,, MTT assay was used to detect the cell prolif—
eration, flowing cytometry was used to measure the effect of apoptosis.  The expression of Bel2 and Bax was detected by
Western blot. Results H, O, could inhibit the viability of cells, decrease the expression of Bel2 and the ratio of Bel2/
Bax, and increase the apoptosis ratio and the expression of Bax.  On the contrary, treatment of TSG could improve the rate
of cell proliferation, inhibit cell apoptosis, up-regulate the expression of Bel2 and increase the ratio of Bel-2/Bax, down-reg—
ulate the expression of Bax significantly (P <0.01). Conclusions TSG could inhibit H,0,-induced apoptosis of HU-

VEC, and the mechanisms might be associated with regulating the expression of Bel2, Bax and the ratio of Bel2/Bax.
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Table 1. Effects of TSG on HUVEC proliferation

a5 oD {#

7 X IR A 1.437 +0.095
300 pmol/L H,0, 4

0.1 pmol/L TSG + H,0, 4
1 pmol/L TSG + H,0, 4

1. 147 £0. 076
1. 142 £0. 054°
1. 153 £ 0. 046"
10 wmol /L TSG + H,0, #41

100 wmol /L TSG + H,0, 41

1.248 +0. 125%
1.282 +0. 105®

a iy P<0.01, 55 AxHBALLE b N P<0.05,5 H,0, HIh#.

300 pmol/L H,0-48 0.1 umol/L TSG+H,0,4

1 umol/L TSG+H,0-£H 10 pmol/L TSG+H-0.4H 100 ymol/L TSG+H.0.48

P 1. TSG % Py B4 i 25 R (% 200)
Figure 1. Effects of TSG on HUVEC morphology
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Table 2. Effects of TSG on the apoptosis rates of HUVEC
induced by H, O,
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Figure 2. Effects of TSG on the expression of Bcl2 and
Bax in HUVEC
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Table 3. The relative ratio of Bcl2/Bax in HUVEC
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