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Apelin—APJ system 92D THD I ENREBINT,

FFFER R OMEZE  (F3) @ In a mouse model of unilateral ureteral obstruction—induced renal
fibrosis, the experiments with subcutaneous administration of apelin suggested that the
apelin—AP]J system exerts renoprotective effect through increased NO production via
Akt—eNOS pathway. Furthermore, treatments with losartan and an APJ receptor antagonist
in this model suggested that the renoprotective effect with losartan treatment is, at
least in part, through the apelin—APJ system.
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