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Functional analysis of PANK4 and elucidation of an onset mechanism in
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Previously, we identified Pank4 as a gene responsible for the susceptibility
to rat retinal photic injury, and also demonstrated that the haplotype in the human homologue PANK4
is associated with the onset of age-related macular degeneration. During this study period, we

confirmed that the PANK4 protein is not expressed in a resistant strain of rats. We produced
Pank4-knockout rats and Pank4-normalised rats by genome editing technology, and compared the degree
of the retinal photic injury (phenotype). It was found that a four-base to five-base substitution

mutation in the exon 19 of the rat Pank4 gene suppressed the gene expression, which changed the
phenotype to resistant.
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