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THE PROTEOMICS ANALYSIS FOR ACUTE HEART FAILURE
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[Background] Heart failure is a heterogeneous syndrome, and elucidation of its underlying
pathophysiological mechanisms is essential for the development of novel therapeutic strategies.
Recent advances in proteomic technologies using antibodies and aptamers have enabled the
identification of a large number of proteins from small sample volumes, which is expected to
contribute to a deeper understanding of disease mechanisms. The aims of this study were to
construct a database serving as a foundation for comprehensive proteomic analyses and to
identify cardiomyopathy-specific signals through large-scale proteomic profiling in patients with
dilated cardiomyopathy (DCM).

[Methods] We established the multicenter, prospective acute heart failure cohort, JROADHF-
NEXT, to facilitate comprehensive proteomic analyses, and performed large-scale proteomic
profiling using serum samples from patients with DCM.

[Results] Among the 4,016 patients enrolled in JROADHF-NEXT, 528 were diagnosed with
DCM. Serum samples were available for 436 of these patients, and 150 patients were randomly
selected for comprehensive proteomic analysis. Cardiovascular death or hospitalization for
heart failure was significantly associated with levels of BNP, RAGE, renin (REN), and fibroblast
growth factor 23 (FGF-23). No strong correlation was observed between REN and BNP.
In multivariable analyses incorporating these four proteins, REN remained independently
associated with adverse outcomes, irrespective of BNP levels.

[Conclusions] REN was significantly associated with cardiovascular death or heart failure
hospitalization in patients with dilated cardiomyopathy.





