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The Protective Effect of hexarelin on the ox — LDL Induced Endothelial Injury in Rat Cerebral Microvasculature.  Xii Qthua, Ding Fan,
Dai Zhonghua, Xu Haifei, Hao Wei, Cao Jimin. Department of Physiology and Pathophysiology, Institute of Basic Medical Sciences Chi-
nese Academy of Medical Sciences, School of Basic Medicine Peking Union Medical College, Beijing 100005 ,China

Abstract Objective

To investigate the protective effects of hexarelin on ox — LDL induced endothelial injury in rat cerebral micro-
vasculature. Methods The endothelial cells of rat cerebral microvasculature were isolated and cultured with serum — free culture medium
for 12 hours at 37°C. The cultured endothelial cells were treated with either 50mg/L ox — LDL (ox — LDL group) or with 0. I pmol/L
hexarelin and 50mg/L ox — LDL (hex + ox — LDL group). Control cells were treated with PBS ( control group). Cell viability was as-
sessed by MTT assay and apoptosis was evaluated by TUNEL. The expression levels of endothelial nitric oxide synthase (eNOS) and pro-
tein nitrification in endothelial cells were measured by Western blot. Results Compared with the control cells, the apoptotic rate and pro-
tein nitrification level increased, and the eNOS expression level decreased in the ox — LDL treated endothelial cells. In cells with hexarelin
+ ox — LDL treatment, however, the apoptotic rate and protein nitrification significantly decreased and eNOS expression significantly in-
creased compared with the ox — LDL treated cells. Conclusion Hexarelin effectively protected the ox — LDL induced endothelial injuries
in rat cerebral microvasculature. These effects suggest that hexarelin may have a potential in treating cerebral atherosclerosis.
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