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Factors inducing final cardiomyocyte maturation in newborn mice
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Mammalian ventricular cardiomyocytes are still premature at birth and
continue to differentiate by weaning. Mouse ventricular cardiomyocytes also undergo physiological
cell division several times within approximately one week after birth, it is, however, still unclear

what roles this proliferation plays in the postnatal cardiac maturation. Here, we examined a role
of gpl130, a main subunit of receptors for the interleukin-6 family of cytokines in this process.
Pharmacological and genetic ablation of gpl30 dramatically impaired physiological proliferation of
cardiomyocytes in the left ventricle. These mice have the smaller number of the left ventricular
cardiomyocytes and indicated significant weak contractility of the left ventricle. Taken together,
we found that gpl30 played a crucial role in the physiological proliferation of ventricle
cardiomyocytes in postnatal developing stage, which is important for the functional development of
mammalian heart.
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