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Establishment of a new diabetic retinopathy model of mice
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We have focused on AMBRAL, a gene found to be essential for the development
of the nervous system and known to play an important role in autophagy progression.As the importance
of autophagy in diabetes and retinopathy has been reported, it was predicted that autophagy
deficiency would exacerbate diabetic retinopathy.We analyzed the effects on diabetic retinopathy
using the world"s first AMBRAl-conditional knockout (cKO) mice.We found that cKO mice are a model of
impaired autophagy and exacerbated inflammation in retina, and that cKO mice induce proliferation

of some retinal cells that appear to be retinal progenitor cells, which may alleviate retinal damage
due to diabetes.
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