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We have been worked about the elucidation of the pathogenesis of endometriosis and the
development of new drugs for this disease. This time, we detected that Bufarin, S -HIVS,
and, BAY had the function to stop the cell cycle of endometriotic cells. The patterns
of arrest of the cell cycle were GO-GI.

In addition, we focused on the new agents, semaphorin which is the anti—factor for neuron
cells, and we detected that this agents also induced apoptosis for the endometriotic cells
as well as Bufarin, B -HIVS, and BAY.
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