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Development of mitochondria homing drug for kidney disease

Suzuki, Takehiro
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Mitochondrial dysfunction causes various mitochondrial diseases and various
organ injuries (nervous systems, heart, kidney etc.). Intracellular ATP depletion and increasing
mitochondria-derived reactive oxygen species (mitROS) are considered as major pathophysiologic
mechanisms of disease progression in mitochondrial abnormalities. But the definitive and specific
therapeutics for mitochondrial diseases have not yet been established. We established devices to
access cardiac muscle, vascular and kidney injury by mitochondrial disease, using iPS cells from
mitochondrial patients. 1. 96 well cardiac muscular organoid heart dynamometer(Heart-Dyno). 2.
Artificial vuscular model of bilayer collagenous tube with iPS induced endothel and vusclar smooth

mu??Ies. 3. Kidney organiod of iPS induced podocytes, tubular epithelial cells and endhothelial
cells.
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