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The elucidation of the molecular mechanisms of heart failure after myocardial
infarction and the proposal of novel therapeutic targets for heart failure
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Cardiac remodeling is positively and negatively regulated by inflammatory
immune cells; however, the molecular mechanisms are not fully understood. In the present study,
novel myeloid cells expressing TGF-3 3 and Glycoprotein A Repetitions Predominant (GARP) were found
by single cell RNA-sequencing. The expression of TGF-f3 3 and GARP was increased in murine hearts
after myocardial infarction (MI). Moreover, anti-TGF-f3 3 antibody treatment suppressed cardiac
dysfunction and adverse cardiac remodeling 14 days after MI. Therefore, the myeloid cells expressing

TGF-B 3 and GARP may play a crucial role in cardiac remodeling. Future studies will assess the role
of TGF-B 3 and GARP in myeloid cells in cardiac remodeling using cell specific knockout mice.
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Maresin 1, an anti-inflammatory lipid mediator, induces physiological hypertrophy in neonatal rat cardiomyocytes.
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Inhibition of transcription factor OASIS attenuated kidney fibrosis.
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Development of a screening system for the compounds that induce the cell cycle activity in mammalian cardiomyocytes.
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B 2-adrenergic stimulation induces Arid5a through cAMP/PKA/CREB axis to promote IL-6 upregulation.
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B 2 adrenergic signaling of cardiac fibroblasts induces cardiac hypertrophy through paracrine system.
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