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Our research revealed that when ADAMTS9/GON-1 is deactivated, it
triggers an unusual release of calcium ions from the endoplasmic reticulum (ER) through the IP3
receptor, leading to a rise in cytosolic calcium levels. Subsequently, we identified that directly
interact with the GON domain. Furthermore, we searched for genes that suppress the above-mentioned
phenotype and found ERAD-related factors. This suggests that the GON domain plays a crucial role in
regulating the degradation of IP3 receptors.

There is a link between aging and mitochondrial function. We showed that FBX protects
mitochondria and prevents age-related muscle deterioration in C. elegans. We used C. elegans as a

model for Duchenne muscular dystrophy (DMD), Parkinson’ s disease, and tauopathy. We demonstrated
that FBX is a candidate drug for treating all these models.
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