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Neuron-specific methylome analysis reveals epigenetic regulation and tau-related dysfunction of
BRCAL in Alzheimerd€™s disease. Proceedings of the National Academy of Sciences of the United States of 3.3 72
America, 2017, 114, E9645-E9654.
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Calcium-responsive transactivator (CREST) protein shares a set of structural and functional traits
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RNA binding mediates neurotoxicity in the transgenic Drosophila model of TDP-43 proteinopathy.

Human Molecular Genetics, 2013, 22, 4474-4484. 1.4 68

Microfluidic Chemotaxis Platform for Differentiating the Roles of Soluble and Bound Amyloid-i2 on
Microglial Accumulation. Scientific Reports, 2013, 3, 1823.

Distinct Dendritic Spine and Nuclear Phases of Calcineurin Activation after Exposure to Amyloid-i2
Revealed by a Novel Fluorescence Resonance Energy Transfer Assay. Journal of Neuroscience, 2012, 32, 17 54
5298-53009.

Apolipoprotein E4 effects in Alzheimera€™s disease are mediated by synaptotoxic oligomeric amyloid-2.
Brain, 2012, 135, 2155-2168.

Identification of Small Molecule Inhibitors of Neurite Loss Induced by Al peptide using High Content

Screening. Journal of Biological Chemistry, 2012, 287, 8714-8723. L6 20

Apolipoprotein E, Especially Apolipoprotein E4, Increases the Oligomerization of Amyloid 12 Peptide.
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