©
2017 2019

Research to elucidate novel molecular mechanism in Alzheimer®s disease

Morihara, Takashi

3,500,000
AB KLC1 slice variant E
X KLC1
CLIP-seq
X KLC1
X( KLC1
AB KLC1
KLC1
KLC1

Alzheimer®s disease is a complex disease and the patients are heterogeneou.
We have addressed this difficulty by noting that the susceptibility of Alzheimer®"s pathology to

mouse strains varies greatly. We have identified KLC1 slice variant E as a regulator of the amount

of AR accumulation by comprehensive gene research in mice. In this study, we found that the risk

gene X (not open to the public) of Alzheimer®s disease, whose function was unknown, strongly

regulates KLC1 splicing. Omics study uncover the connection betseen Alzheimer risk gene X and KLC1.
in vitro and in vivo studies confirmed the regulation of KLC1 splicing by gene X.
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Lbh -0.6941 0.000042 LBH 0.046239 0.000017
St6galnac4 0.5970 0.000797 ST6GALNAC4 0.011877 0.000033

Arsj 0.6609 0.000129 ARSJ 0.045099 0.000037
AW549877 -0.6009 0.000722 C5orf51 0.019214 0.000052

Shf -0.6455 0.000208 SHF 0.044829 0.000053
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