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[ Abstract |

Soluble epoxide hydrolase ( sEH) which is widely distributed in mammalian tissues,

hydrates epoxyeicosatrienoic acid ( EETs) into their corresponding less effective substances. Since sEH is

closely related to hypertension, end-organ damage, cardiac hypertrophy and ischemia/reperfusion injury,

that it appears to be a promising target for the prevention and treatment of cardiovascular diseases.
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