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EDITORIAL COMMENT

Putting the Heat on Cardiac Fibrosis
Hsp20 Regulates Myocyte-To-Fibroblast Crosstalk*
Jennifer L. Major, PHD, Timothy A. McKinsey, PHD
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F I G U R E 1 Model for Hsp20-Mediated Cardiomyocyte-to-Fibroblast Crosstalk

Stress signals lead to protein kinase A (PKA) mediated phosphorylation of heat shock protein 20 (Hsp20) in cardiomyocytes. Phospho-Hsp20
associates with the actin cytoskeleton and transmits activating signals to nuclear transcription factors (TFs) that stimulate production of
interleukin (IL)-6. IL-6, secreted from cardiomyocytes, functions in a paracrine manner to stimulate resident cardiac ﬁbroblasts.
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results in murine models by either blunting or exac-

interstitial ﬁbrosis before
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that, counter to the conclusions of the current study,
Hsp20 phosphorylation is cardioprotective (19,20).

Additional investigation of the mechanisms by
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In summary, the compelling study described by
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cover the protective effects of Hsp20 phosphoryla-
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stasis in the absence of stress.
It will also be important to determine if the
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