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Elucidation of metabolic changes and molecular mechanism in cardiac fibrosis
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In the treatment of heart failure, significant progress has been made in
the pharmacological treatment of systolic failure. On the other hand, the treatment of diastolic
failure (reserved ejection fraction), in which contractility is preserved, has not progressed as
much as the treatment of systolic failure. The main pathogenesis of diastolic dysfunction is excess
fibrosis of myocardial tissue, but the complete picture of fibroblast activation is unclear.
Therefore, we decided to elucidate the pathogenesis of this disease by focusing on fibroblasts,
which cause organ fibrosis, and macrophages, which regulate inflammation.

We have shown that inflammatory macrophages inhibit fibrosis via Oncostain-M, and we will also
elucidate the molecular mechanism of fibrosis in fibroblasts alone, as hypoxia, acidic environment
and inhibition of mitochondrial metabolism may also promote fibrosis.
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