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Nitrative stress participates in Hcy-induced autopahgic deficiency
in vascular endothelial cells

ZHOU Yi, YAN Wenjing, ZHEN Panpan, ZHANG Shangyue, WANG Wen
( Department of Physiology and Pathophysiology , School of Basic Medical Sciences ,
Capital Medical University, Beijing 100069, China)

Abstract: The aim of the study is to explore the relationship between nitrative stress and autophagic deficiency in-
duced by homocystein (Hey) in vascular endothelial cells. In diet-induced hyperhomocysteinemia (HHey) rat model, the
expression of nitrative stress-related and autophagy-related proteins was detected with immunohistochemistry in thoracic aor-
ta. HUVECs were challenged with Hey, then the total proteins were exiracted to evaluate the autophagy level with Western
Blot. Moreover, HUVECs were pre-treated with FeTMPyP, and the expressions of autophagy-related proteins were
examined. The diet-induced HHey rat model was established successfully. As the results showed, the autophagy level was
decreased in thoracic aorta of HHey rats. Meanwhile, the autophagy level was decreased significantly evidenced by de-
creased LC3 I/ I expression and increased p62 expression. Moreover, the expression of NT were increased in both HHey
rats and Hey-treated HUVECs. More importantly, pretreatment with FeTMPyP alleviated Hey-induced autophagic deficiency
significantly. These results indicated that elevated nitrative stress was involved in Hey-induced autopahgic deficiency in vas-
cular endothelial cells.
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