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R RO (L) : Deep and painless ulcers are formed in Buruli ulcer
(Mycobacterium ulceransinfection). However, mechanism of painless nature was unknown.
By the injection of toxic lipid mycolactone produced by M. ulcerans into murine footpads,
initial hyperesthesia and subsequent hypoesthesia were observed. Histologically, Schwann
cells showed swelling and necrosis. Cultured Schwann cells showed necrosis and apoptosis
after the addition of mycolactone. Furthermore, nerve damage was observed in the skin
biopsies of Buruli ulcer. These results indicate that nerve damage induced by mycolactone
1s responsible for the painless nature of this disease.
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Cell death by synthetic mycolactone A/B remote diastereomer
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