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Abstract

A surface marker specific for cardiac progenitor cells (CPCs) is useful to robustly isolate them with
circumventing the necessity of genetic modification. However, no such a specific marker had been available.
Recently we have reported that a Glycosylphosphatidylinositol-anchor containing neurotrophic factor recep-
tor Glial cell line-derived neurotrophic factor receptor alpha 2 (Gfra2) is specifically expressed in CPCs of
both mice and humans. This molecule allows to isolate purer CPCs in a good quality than ever as well as iden-
tifies two distinct stages of CPCs, (1) relatively immature multipotent CPCs and (2) CPCs committed only
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to cardiomyocytes. More importantly, mouse Gfra2 mutants revealed a crucial role of GFRA2 for ventricu-

lar compaction via an alternative and novel signal pathway. In this review, we overview and discuss the char-
acter of GFRA2 * CPCs, the role of GFRA2 in the heart development and the importance of this molecule in
future development of regeneration/cell replacement therapies to treat the heart failure.
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