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Effects of Nox5 Expression Disorders on Circulatory Endothelial Progenitor Cells Ability in Patients with Ischemic Cardiomyopathy. Li
Hong, Liu Qiang, Bai Xiaojuan, Wang Ningfu. Department of Cardiology, The First People’ Hospital of Hangzhou, Zhejiang 310006 ,
China

Abstract Objective To detect if circulatory endothelial progenitor cells (EPCs) of ischemic cardiomyopathy(ICM) were in an a-
nomalous position, and to find if the mRNA and protein expression of nox5, as a irreplaceable gene that related to the production of reac-
tive oxygen species (ROS) , has effects on EPCs function. Methods 7 patients of ICM and 7 heatlhy people as control, were taken pe-
ripheral venous blood to isolate mononuclear cells, then CD34 * /KDR * cells were counted. Proliferation, migration and vascularization of
EPCs cultured in vitro were detected, together with protein and mRNA expression of nox5. Further studies were done to investigate if silen-
cing nox5 gene expression would improve EPCs function and decrease ROS produnction. Results There was no significant difference in
quantity, proliferation and migraton between ICM group and control. KDR expression and vascularization ability declined in ICM group,
accompanied by increasing gene expression of nox5 and ROS production. Silencing nox5 gene expression decreased ROS produnction and
improved EPCs vascularization ability of ICM patients. Conclusion The study found circulatory EPCs of ICM patients may have dysdif-
ferentiation to endothelial cells, togethered with protein exprossion of nox5 increased and ROS production elevated. Sliencing nox5 gene ex-

pression decreased ROS produntion and made EPCs vascularization ability better.
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