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Acid-B-glucocerebrosidase (GBA1) contributes to the formation of ceramide and signal that
suppresses p384 activation and IL6 formation. In this project, the Pl uncovered that p383 is
involved in inducing the formation of proteases including MMP1 and MMP13. Moreover, in
GBAl-deficient Gaucher disease model, the activation of inflammatory kinase p38 was
significantly increased. Taken together, GBA1l-ceramide pathway is suggested to account for
suppressing p38d-mediated inflammatory responses.
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