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HEREE R (EX) Regulatory mechanisms of hydrogen sulfide in gastrointestinal
functions: Is H,S an endogenous transmitter?
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WFZER I OBEEE (J£30) : The effects of an hydrogen sulfide (H,S) donor, NaHS, on the sensory
neurons and model cells (RIN14B) for enterochromaffin cells were examined. H2S increased
intracellular Ca* levels via the activation of TRPAl, resulting in neuronal excitation
and secretory responses. The neuronal model PC12 cells expressed AST (aspartate
aminotransferase) /MPST (mercaptopyruvate sulfurtransferase) and generated H,S. In the
intestine, it is suggested that neuronal cells not only respond to intraluminal H,S but
also synthetizes H,S to regulate gastrointestinal functions.
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