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We performed immunohistochemistry for PON1 in rat 5/6 nephrectomy model. It showed
that PON1 expression in vascular endothelium was associated with renovascular injury.
Then we examined the association of PON1 genotype (rs662) and prognosis among patients
with end-stage renal disease. However, there was no significant difference between
survival rate and PON1 genotype, suggesting that PON1 gene was not associated with the
risk of cardiovascular disease and prognosis in end-stage renal disease.
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