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Mechanism of suppressive effects for atherosclerosis by Angiotensin
Receptor-Neprilysin Inhibitor

Yasunori, Suematsu
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We investigated the effect of angiotensin receptor neﬁrilysin inhibitor
(ARNI) for atherosclerosis with apolipoprotein-E knockout mice were fed a high-fat diet. Male
apolipoprotein-E knockout mice were fed a high-fat diet. Mice were divided into control (CTL),
valsartan (30 mg/kg), sacubitril (30 mg/kg), and valsartan plus sacubitril (30 mg/kg each) (ARNI)
groups after 4 weeks of pre-feeding and treated for 12 weeks. But this model mouse did not show
mature atherosclerosis and we could not investigate the effect of ARNI for atherosclerosis and
browning of adipose tissue enough. But in this model, early stage of cardiac dysfunction was also
observed. ARNI preserved LV systolic function in apolipoprotein E knockout mice fed a high-fat diet,
and myocardial angiogenetic factors induced by ARNI might reflect cardioprotective effects.
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