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Elucidation of the mechanism of mitochondrial disease cell death inhibition and
drug discovery
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We found that apomorphine inhibits BSO-induced cell death by inhibiting
ferotosis and, as a molecular mechanism, binds to and activates the enzyme X, reducing NADH stress
seen in mitochondrial diseases and improving mitochondrial function. Furthermore, since the
ferotosis inhibitory effect of apomorphine 1s different from that of dopamine agonists, we
synthesized and explored apomorphine derivatives without dopamine receptor binding ability, and
created a number of ferotosis inhibitors with reduced side effects caused by dopamine agonist
activity. The research results were compiled and a patent application was filed.
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