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Integrated analysis of human genetic association study and mouse transcriptome suggests LBH and SHF genes as novel
susceptible genes for amyloid— 8 accumulation in Alzheimer’s disease.
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Atlas stumbled: kinesin light chain—1 variant E triggers a vicious cycle of axonal transport disruption and amyloid— 3
generation in Alzheimer’s disease.

Gan KJ, Morihara T, Silverman MA.

Bioessays. 2015 37(2):131-41.

Transcriptome analysis of distinct mouse strains reveals kinesin light chain—1 splicing as an amyloid— 8 accumulation modifier.
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