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Metabolic syndrome (MetS) is a strong risk factor for the initiation and development of
chronic kidney disease (CKD). One possible factor that could explain this link seems to
be endothelial dysfunction (ED). In CKD patients, ADMA levels were associated with
metabolic factors and eGFR. Further, increased ADMA levels were associated with surrogate
markers for cardiovascular disease as well as annual reduction rates of GFR. Animal models
of MetS revealed that dysregulation of DDAH, an enzyme for ADMA could account for ADMA
elevation, and therefore could contributed to the development and progression of
cardiovascular disease as well as renal injury in Mets.
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