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Kurokawa, Junko

4,100,000 1,230,000

DNA

Cardiovascular disease (CVD) affects men at younger age than women, which has been
attributed to the loss of estrogen after menopause. However, recent clinical and basic studies unravel th
at the underlying mechanisms seem unlikely to be due to estrogen only and are more complex. Although it is
well established that aging is a risk factor for CVDs, many of the molecular pathways involved in CVDs ha
ve roots in cardiac developmental programs. Thus, we here seek biological sex differences in cardiovascula
r development of murine hearts to obtain clues to elucidate the sex differences in CVDs. We found sex diff
erences in morphological and physiological functions of coronary arteries in murine hearts at embryonic da
y 17.5, and the differece was abolished by vasodilators. These results suggest that sex differences in cor
onary arteries exist at a late embryonic stage in mice.
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