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The concept of cardiovascular-kidney-metabolic (CKM) syndrome has been pro-
posed by the American Heart Association, highlighting the interactions among meta-
bolic factors associated with obesity and diabetes, cardiovascular disease (CVD), and
chronic kidney disease (CKD), which can exacerbate one another. Epidemiological stud-
ies indicate that the characteristics of CKM syndrome differ between Asian or Japanese
populations and those in Western countries. Japanese individuals are at a higher risk for
worse outcomes.

Finerenone is a non-steroidal selective mineralocorticoid receptor antagonist
(MRA). In the FIGARO-DKD and FIDELIO-DKD trials, the addition of finerenone to
renin-angiotensin system inhibitors (RASi) significantly lowered the risk of cardiovas-
cular and kidney events in patients with CKD and type 2 diabetes. In the FINEARTS-HF
trial, finerenone significantly reduced the incidence of cardiovascular death and worsen-
ing heart failure events compared to placebo in heart failure patients with a left
ventricular ejection fraction of 40% or greater. As more evidence supporting finerenone
accumulates, new advancements in the treatment of CKM syndrome are anticipated.
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