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Mechanism of Endothelial Dysfunction in Chronic Kidney Disease
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Dimethylarginine (ADMA) 23 i NS REME F 4 0| S 29 2 &3, DEEBOEE /R A 1 =X
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m 7L L TOWNEA NO G RklEd (eNOS)FLEIEH & ITAHAZ L7 eNOS U U ER{LINHIEH 23, Z
O ADMA I[Z X 5N E A 2 2 L 2 ®E LT,

FFER F O (3£32) : Elevated circulating Asymmetric Dimethylarginine (ADMA) is a cause, not an
epiphenomenon, of endothelial dysfunction in chronic kidney disease. This effect is attributable to

inhibition of endothelial nitric oxide synthase phosphorylation, which is independent of the competitive

inhibition of nitric oxide synthase.
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