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[Abstract] Objective To observe the effects and signalling pathway of taurine on high glucose
induced endothelial apoptosis. Methods The umbilical cord from the healthy puerperal woman delivered in
12 hours was taken and the human umbilical vein endothelial cells (HUVECs )were isolated. HUVECs
were cultured and divided into 5 groups : normal glucose group (5 mmol/L D-glucose, NG group ) , high glucose
eroup (30 mmol/L. D-glucose, HG group ) ,NG+TAU group (5 mmol/L. D-glucose+5 mmol/L taurine) , HG+TAU
group (30 mmol/L D-glucose+5 mmol/Ltaurine ), HG+TAU+Wo group(30 mmol/L D-glucose+5 mmol/Ltaurine+
50 nmol/L wortmannin ). After 48 hours , the apoptosis was tested by Flow Cytometry and expression of phospho-
rylated - protein kinase B(p-Akt)was examined by Western blot. At the same time, the relative content of
reactive oxygen species (ROS ) was tested by 2'-7-Dichlorofluorescein diacetate ( H2DCF-DA ) probe
technique and fluorescent inverted microscope. Results  Compared with NG group , apoptosis rates in HG
group were markedly enhanced (P<0.05).Compared with HG group, the apoptosis rates in HG+TAU group
were decreased (P<<0.05). Compared with HG+TAU group , apoptosis rates in HG+TAU+Wo group were
increased ( P<<0.05 ).Compared with HG group, expression of p-Akt protein in NG+TAU group was increased
(P<0.05). Compared with HG+TAU group, expression of p-Akt protein was reduced in HG+TAU+Wo
group (P<0.05).Taurine could decrease the production of ROS induced by hyperglycemia (P<0.05),
and the effects were blocked by wortmannin (P<<0.05).Conclusions Taurine can regulate the generation of
intracellular ROS by PI3K/Akt pathway , then prevent apoptosis of endothelial cell induced by high glucose.
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