Alzheimer disease, Dementia with Lewy bodies, Parkinson disease, ALS

Cellular and Animal Models of Neurodegenerative diseases

~ efficient evaluation of medicine~

O Accumulation of abnormal protein that cause neurodegeneration
O Useful for the development and evaluation of medicines

€ Neurodegenerative diseases: Aging and spread of abnormal protein € Our disease models for screening
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Novel medicine
Target
@ Cellular models “Accumulation” of abnormal protein as seen in patient’s brain
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1.Seed-dependent cellular models show the pathology of accumulation of abnormal protein, such as tau,
alpha-synuclein, and TDP-43.
2.These models are useful for the evaluation of medicine that inhibit the progression of AD, DLB, PD, ALS, etc.
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@ Animal models

alpha-synuclein
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“Propagation” of abnormal protein as seen in patient’s brain
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# Lab's website & patents |

Tokyo metro. Inst. Med. Sci. Dementia project |
URL: http://www.igakuken.or.jp/dementia/
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