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The role of Fatty Acid Transport Protein 3 in mitochondrial respiratory chain
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Mitochondrial diseases are inherited metabolic disorders, which caused by
the reduction in the enzyme activities of respiratory chain complexes. FATP3 gene was extracted as
causative gene for mitochondrial disorder by whole exome sequencing of a patient. In this study, to
clarify the physiological role of FATP3 in mitochondria, we generated FATP3-knockout (KO) hiPSCs
from healthy individual derive hiPSCs using a CRISPR-Cas9 system. The expression levels of assembly
factors for respiratory chain complexes and the amount of mitochondrial DNA in FATP3 KO hiPSCs were
compared with those of the wild-type iPSCs. There were no differences between wild-type and FATP3 KO

hiPSCs. These results showed that FATP3 deficiency was not affect the undifferentiated state and

the mitochondria respiratory chain complexes in hiPSCs.
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