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The purpose of this study is to reveal the mechanism of alopecia after transient ischemia
in the skin flaps.

Under ischemic stress with skin flaps, the tolerance for ischemic stress was difference
between anagen follicles which got into subcutaneous tissue and telogen follicles which
staid in dermis tissue. This made it clear that transient ischemic stress with anagen
follicles caused alopecia selectively. And this study suggest that one of a factor made
these differences of tolerance with anagen and telogen follicles was the endoplasmic
reticulum stress response
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