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This study demonstrated that Lipopolysaccharide (LPS) induced an
inflammatory response in TM4 Sertoli cells, potentially increasing their sensitivity to apoptotic
signals. However, LPS treatment did not stimulate the production of apoptosis-inducing ligands in
the TM4 Sertoli cells, and as a result, apoptosis was not induced in response to LPS treatment.
Additionally, our study showed that recombinant IL-18 did not induce apoptosis in Sertoli cells.
This study suggests that Sertoli cells may have some tolerance to apoptosis in response to
infectious inflammatory stimulation (tested using LPS) and inflammasome-mediated cytokine
stimulation (tested using IL-18). These results suggested that Sertoli cells do not easily undergo
apoptosis despite strong inflammatory stimuli. Additionally, Sertoli cells may resist inflammation
and play a larger role 1In protecting testicular homeostasis than other component cells of the

testis.
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