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Monogenic
*Fragile X Syndrome
*Tay-Sachs
*Dystonia
*Hereditary Ataxias
*Wilson Disease

*Huntington Disease

Complex

*Autism
*Schizophrenia
*Epilepsy
*Alzheimer disease
*Parkinson disease
*ALS
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Molecular Defects in Monogenic Disorders

Molecular Techniques:
Large-Scale Genetic Profiles
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Statistical Models:
Pinpointing Genetic Defect
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Molecular Defects in Early-Onset AD
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Molecular Defects in Late-Onset AD

Apolipoprotein E (APOE): €2, €3, €4 (ch19913.2)
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Molecular Defects in Complex Disorders

Molecular Techniques: Statistical Models:
Large-Scale Genetic Expression Profiles Pinpointing Molecular Defects
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Brain Microarray: Finding Needles in Molecular Haystacks

Nicole M. Lewandowski and Scott A, Small
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Model-Guided Microarray Implicates the
Retromer Complex in Alzheimer’s Disease

Scort A. Small, Kelly Kent, Aimee Pierce, Conrad Leung, Min Suk Kang, Hirokazu Okada, Lawrence Honig,
Jean-Paul Vonsattel, and Tae-Wan Kim
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Brain Microarray: Finding Needles in Molecular Haystacks
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Model-Guided Microarray Implicates the
Retromer Complex in Alzheimer’s Disease
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Statistical Models:

Molecular Techniques:
Pinpointing Molecular Defects

Large-Scale Genetic Expression Profiles
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