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Experimental autoimmune orchitis (EAO) is one of
the models of immunological male infertility. Classi-
cally, the murine EAO was induced by a testicular ho-
mogenate +adjuvant. Previous studies demonstrated
that tumor necrosis factor (TNF)-o was the most impor-
tant cytokine to the development of classical EAO. We
previously established that two subcutaneous injections
of viable syngeneic testicular germ cells (TGC) alone
can induce CD4 + T cell-dependent EAO in mice. By
the analysis of this EAO model, we showed that interfer-
on (IFN)-y secreted from spleen cells were involved at
both induction and development of EAO. However, the
changes of IFN-y and TNF-a in the EAO lesion in situ
have not been yet investigated. In present study, we in-
vestigated the expression of intra-testicular IFN-y and
TNF-a in TGC-induced EAO using real time RT-PCR
and immunohistochemical staining. The results showed
that the expression of TNF-a and IFN-y increased, while
that of IL-1a decreased and that of IL-10, IL-6 and
TGF-B did not change in the clinical stage of EAO. Tt
was also found that much TNF-a and IFN-y were detect-
ed with many inflammatory cells in the clinical stage of
EAO. These results suggest that the both secretion of
IFN-y and TNF-a with inflammatory cells in the testes is

an important factor for development of EAO.
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