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The Role and the Molecular Mechanisms of Homeostatic Inflammation in the
Pathophysiology of Cardiac Hypertrophy
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To investigate the role of homeostatic inflammation in cardiac hypertrophy, we
assessed the role of pattern recognition receptors in the pathophysiology of pressure overload-induced
cardiac hypertrophy. We clarified that Toll-like receptor 2-mediated interleukin 10 ﬁroduction, induced
by extracellularly released heat shock protein 70, is essential for adaptive cardiac hypertrophy in
response to pressure overload. In addition, we found that the NLRP3 inflammasome, a multiprotein complex
involved in the innate immune response, regulates active IL-13 production in the heart during pressure
overload and contribute to adaptive cardiac hypertrophy. These results revealed the essential role and
the underlying mechanisms of homeostatic inflammation in the pathophysiology of pressure overload-induced
cardiac hypertrophy.
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