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body’s attempt to express more ﬁbrosis-protective
mediators to prevent adverse cardiac remodeling.
Cardiac remodeling is a complicated process that
involves a number of molecular and pathological
alterations (5). A simple measurement of miRs at one
time point may not be enough to deﬁne molecular
changes. Identiﬁcation of miR-29a (and other miRs) in
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different cell types and at different time points is
necessary before recognizing it as a biomarker for
cardiac remodeling.
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Myocardial ﬁbrosis is characterized by pathological
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replaced by ﬁbroblasts; this phenomenon is usually
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referred to as cardiac remodeling. However, the
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pathogenesis of myocardial ﬁbrosis is still unclear
despite advances in our understanding of the
ischemic process.
MicroRNAs (miRs), small endogenous noncoding
RNAs, have a well-documented role in the regulation
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patients who may develop ﬁbrosis. However, it is
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important to know where miR-29a comes from and
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what types of cells, cardiomyocytes or ﬁbroblasts,
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secrete it. Previous studies have shown the opposite
effect of miR-29 in different types of cells (2–5).
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a critical regulatory role. As stated in the letter, this
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though not yet proven, that miR-29s play a role in
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cardiomyocytes. As previously noted, more experi-
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mental studies need to address these important
questions. The published data today show that a
nonselective, ubiquitous knockout of miR-29s affects
cardiac ﬁbrosis in mice. To determine which cell
type is responsible for this phenomenon, miR-29 cellspeciﬁc knockout approaches are needed.
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