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It is of significant importance to elucidate the molecular mechanisms
underlying cardiac hypertrophy and consequent heart failure, especially for the development of novel
strategies for the therapeutic treatments. In this study, we aimed to comprehensively characterize
cardiac hypertrophy/heart failure-related alterations in protein glycosylations, which have pivotal
roles in the modulation of protein functions. We characterized glycosylation alterations in the cell
surface of cardiac myocytes treated with hypertrophic agonists, which exhibited discrete
consequences depending on the type of agonists. Using a heart failure mouse model, we also
identified cardiac fibrosis-related glycosylation alterations, which had discrete characteristics
from the changes observed in cardiac myocytes. These findings are expected to contribute to
elucidation of the significance of protein glycosylations in the molecular mechanisms underlying
myocardial impairment that leads to heart failure.
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