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One of the central mechanism underlying male infertility has been assumed to be the
abnormal increase in testicular germ cell apoptosis. However, its detailed mechanism
remains unknown and the development of therapy inhibiting testicular germ cell apoptosis
has not been developed. In this study, to address the question as to whether and how the
Humanin/EH-mediated signal is involved in inhibition of germcell apoptosis, we have first
succeeded in developing a mouse assay system by which the administration of an
LHRH-antagonist Cetrorelix induces apoptosis in mouse testicular germ cells in vivo.
Second, we have found that EH plays a major role in vivo instead of Humanin and succeeded

in purifying a large amount of recombinant EH in bacteria.
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