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Mechanism of endothelial dysfunction in the acute brain ischemia
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to maintain endothelial function. Although eNOS expression was increased in the brain

: Endothelial nitric oxide synthase (eNOS) is one of key molecules

small vessels after cerebral ischemia, phosphorylation level of Ser1177 of eNOS molecule
was significantly reduced, indicating eNOS dysfunction. Rho—kinase inhibitor can
ameliorate ischemic injury via increasing eNOS phosphorylation. Hypertension also
decreased eNOS phosphorylation in the brain small vessels and deteriorated ischemic
injury, and anti-hypertensive therapy could preserve eNOS phosphorylation. Additionally,
phosphodiesterase3 could preserve eNOS phosphoryaltion and function and ameliorated

cerebral ischemic injury. These results may contribute to develop new therapy for acute

brain ischemia and brain small vessel disease.
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