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Drug screening for Retnitis pigmentosa by using reporter knock-in human iPSCs
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In this study, we examined (1) signal gene expression associated with
retinal photoreceptor cell death caused by each causative gene. (2) By using disease iPSCs from the
mitochondrial disease MELAS patient, we examined the effects of metabolites involved in the disease
and found that oxidative stress is involved, and that taurine alleviates these signals. (3) We
conducted drug screening using the vulnerability of MELAS diseased iPSCs to 2-deoxyglucose and
established a system that can screen candidate compounds.
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