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Inhibitory Effects of Sulforaphen on Starvation-induced Apoptosis of Endothelial Cells
ZHENG Lai-shuang,MA Yu-lian(Henan Provincial Center for Medicine Purchase, Zhengzhou 450000, China)

ABSTRACT OBJECTIVE: To study the inhibitory effects of sulforaphen on starvation-induced apoptosis of endothelial cells.
METHODS: The apoptosis of HUVECs was induced by starvation culture method. The apoptotic HUVECs were randomly divided
into normal control group (complete culture solution), model group (model culture solution) and sulforaphen high-concentration
and low-concentration groups (10,5 umol/L). The morphology of HUVECs was observed, and the survival rate of HUVECs was
detected by SRB method. The apoptosis of HUVECs was observed by Hoechst 33258 staining. The change of HUVECs autophagy
was observed by acridine orange staining and Western blot assay. RESULTS: The sulforaphen could inhibit the phenomena that the
edge of HUVECs became shiny and isolated from vessel bottom as time went on, enhanced the survival rate of HUVECs; inhibited
the apoptosis of HUVECs in dose and time-dependant manner; improved HUVECs autophagy. CONCLUSIONS: The sulforaphen

can inhibit the apoptosis of HUVECs by inducing HUVECs autophagy.
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Fig 1 Effects of sulforaphen on the morphology of model cell
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Tab 1 Effects of sulforaphen on survival rate of model cell

(n=6)
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Fig 2 Effects of sulforaphen on the apoptosis of model cell
(Heochst 33258 staining)
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Tab 2 Effects of sulforaphen on the apoptosis of model cell

24h

(n=6)
i SR, %
A 2h %h
IERIRAL 6.1 83
g 264° 4557
B MEEES 145 256
B MiERRES 116 2017

5 IEH 0 BT B P<<0.05, " P<0.01; SHIBIZ AL . 'P<
0.05,%P<<0.01
vs.normal control group: * P<<0.05, * * P<<0.01; vs.model group:
"P<0.05,"P<<0.01
IR A B LR, B4 HUVECS H R 1 B3 Y] 8 43
Z ;s [y, g AR BE S B R AT Lk — 205 i a7 240 0 v I 1

China Pharmacy 2014 Vol. 25 No. 39 - 3657 -



WHYA R . S50, ¥ MK A RES | HUVECs A, &
N7 2 XA A 4 1 g K SF 52 i DL 3
IE AL Fim B MEEIREA ¥ MR Ak

B3 2 NRERIEEYME A KR R0 (Y REE e )
Fig 3 Effects of sulforaphen on model cell autophagy (acri-
dine orange staining)
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