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Comprehensive And Therapeutic Strategy for Heart Failure Via Dipepidylpepidase-4 (DP
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Heart failure caused by diabetes has been designated as diabetic cardiomyopathy an
d the underlying pathophysiology remains uncertain. Our group has focused and clarified the molecular mech
anisms underlying diabetic cardiomyopathy both in preclinical and clinical settin?s and has found the prim
ary role of incretin, particularily glucagon-like peptide (GLP-1), and its proteolytic regulator dipeptidy
I peptidase-4 (DPP4) in pathogenesis of microvasculopathy and mitochondrial remodeling observed in diabeti
c cardiomyopathy. Moreover, we have recently obtained important clues implicating the potent role of incre
tine-insulin axis in diagnosis, thepeutic intervention, and prevention of heart failure. We thus aimed to
establish the comprehensive system for managing heart failure via modulating incretine-insulin axis to red
uce mortality and ameliorate quality of life.
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accelerates cardiac fibrosis via
MMP2/TIMP2 axis in diabetic heart.
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