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ABSTRACT

Endometriosis is characterized by the presence of abnormally located tissue resembling the
endometrium with glands and stroma. Several hypotheses have attempted to explain the
development of such tissue. The most often cited theory, “implantation”, proposes that the
physiological phenomenon of endometrial reflux in the fallopian tubes during menstruation may
overcome local defense mechanisms, implant, and proliferate. Retrograde menstruation is a so
common phenomenon that over 90% were found with menstrual tissues in the pelvic cavity via
laparoscopy. But, endometriotic lesions were not so common. Through our previous studies on
the workup of the pathogenesis of endometriosis, we have explored some mechanisms of local
immunological dysfunction. However, we are still not to answer whether it is a true cause or just
an effect of endometriosis. In this study, we tried to use a model of the transplantation of
cultured explants of human endometrium and the transplantation of human endometrium into
SCID mice to answer those questions. In the 1% year of this study, we have set up a promising
model to take human endometrium on the SCID mice. We also demonstrated
adenomyosis/endometriosis tissue had higher taking rates than tissues from myoma or normal
controls. To avoid trauma, we created a minor incision form the posterior muscle to introduce
1-2 mm-sized endometrial tissue. Due to the 60-day release of E2 implant, it is better to take a
look at the tissue implantation before 50 days. In the 2" year, we have tried to inject 10’ PBMCs
into each SCID mouse. However, it is not easy to trace them after 5 to 6 weeks. So we can not
evaluate the “in vivo” interactions between the PBMCs and endometriotic tissue. In the 3" year,
we also injected some green tea extracts (GTE) into the SCID mouse abdomen. There were not
significant differences on the tissue implantation between GTE users and controls. However,
prominent intraabdominal adhesions were noted in GTE users that might indicate the GTE itself
was not suitable for the route of intraperitoneal use. From the above, we have learned (1)
accurately predict the taking rates of endometrial tissue on the SCID mice. (2) Less trauma leads
higher survival rates of mice. (3) The transfusion of PBMCs may need some improvements to
make it possible to test the in vivo immunological alterations in SCID mice just like in human
body. (4) A modified therapeutic test may result in better and reasonable treatments for
endometriosis.
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