Sources of Transcriptome Datasets

Alzheimer’s:

Publication: PMID17845826[1]

Source: Author maintains on a private server. Details provided by email.

Brain regions: frontal pole, occipital cortex primary visual cortex, inferior
temporal gyrus, middle temporal gyrus, superior temporal gyrus,
posterior cingulate cortex, anterior cingulate, entorhinal cortex, temporal
pole, precentral gyrus, inferior frontal gyrus. dorsolateral refrontal
cortex, superior parietal lobule, superior frontal gyrus, caudate nucleus,
hippocampus, putamen

Technology platform: Affymetrix Human Genome U133A + U133B Arrays

Analysis notes:

Raw data was read into R from .cel files using the affy package[2] and
normalized using the RMA package. Probe annotations were obtained
through Biomart. Linear models were fitted to the expression values for
each probe using limma[3], with Braak stage as the independent variables
and sex, age, and ancestry taken as extraneous variables. The U133A and
U133B arrays were analysed separately and then merged by combining
the rows from both studies into one table.

Autism:

Publication: PMID25494366[4]

Source: http://www.arkinglab.org/resources/

Brain regions: associative visual cortex, frontal pole, inferior frontal gyrus

Technology platform: RNA-Seq

Analysis notes:
The preprocessed data was downloaded from the lab webpage as
‘Samples104BGenes-EDASeqFull.txt’. A linear model was fitted to
the expression values for each probe using limma[3], with disease
status as the independent variables and brain region, age, and
processing site and sex taken as extraneous variables. Age was treated
within the model as a spline with three degrees of freedom.

Publication: PMID21614001[5]

Source: GSE28521

Brain regions: superior temporal gyrus, dorsolateral prefrontal cortex

Technology platform: [llumina HumanRef-8 v3.0

Analysis notes:
Normalised data was obtained from GEO. Probe annotations were
obtained through Biomart. A linear model was fitted to the expression
values for each probe using limma[3], with disease status as the
independent variables and brain region as an extraneous variable.

Schizophrenia:
Publication: PMID25796564[6]
Source: GSE53987
Brain regions: prefrontal cortex, hippocampus, striatum
Technology platform: Affymetrix Human Genome U133 Plus 2.0



Analysis notes:

Raw data was read into R from .cel files using the affy package[2] and
normalized using the RMA package. Probe annotations were obtained
through Biomart. Linear models were fitted to the expression values for
each probe using limma[3], with disease status as the independent
variables with sex and age as extraneous variables. Schizophrenia and
Bipolar Disorder samples were both studied and the later treated as
schizophrenia samples in the later analysis.

Publication: PMID16139990[7]

Source: Author maintains on a private server. Details provided by email.

Brain regions: frontal pole, occipital cortex primary visual cortex, inferior
temporal gyrus, middle temporal gyrus, superior temporal gyrus,
posterior cingulate cortex, anterior cingulate, entorhinal cortex, inferior
frontal gyrus, dorsolateral prefrontal cortex, superior parietal lobule,
superior frontal gyrus, caudate nucleus, hippocampus, putamen

Technology platform: Affymetrix Human Genome U133A + U133B Arrays

Analysis notes:

Raw data was read into R from .cel files using the affy package[2] and
normalized using the RMA package. Probe annotations were obtained
through Biomart. Linear models were fitted to the expression values for
each probe using limma[3], with disease status as the independent
variables and sex and age taken as extraneous variables. The U133A and
U133B arrays were analysed separately and then merged by combining
the rows from both studies into one table.

Publication: PMID22868662[8]

Source: Author maintains on a private server. Details provided by email.

Brain regions: middle temporal gyrus, anterior cingulate, temporal pole,
dorsolateral prefrontal cortex

Technology platform: Affymetrix Human Genome U133 Plus 2.0

Analysis notes: Raw data was read into R from .cel files using the affy
package[2] and normalized using the RMA package. Probe annotations
were obtained through Biomart. Linear models were fitted to the
expression values for each probe using limma[3], with disease status as
the independent variables with sex and age as extraneous variables.

Publication: PMID21538462[9]

Source: GSE21935

Brain regions: superior temporal gyrus

Technology platform: Affymetrix Human Genome U133 Plus 2.0

Analysis notes: Raw data was read into R from .cel files using the affy
package[2] and normalized using the RMA package. Probe annotations
were obtained through Biomart. Linear models were fitted to the
expression values for each probe using limma[3], with disease status as
the independent variables with sex and age as extraneous variables.

Publication: PMC2783475[10]
Source: GEO21138



Brain regions: dorsolateral prefrontal cortex

Technology platform: Affymetrix Human Genome U133 Plus 2.0 Array

Analysis notes: Processed data was downloaded from GEO. Probe annotations
were obtained through Biomart. Linear models were fitted to the
expression values for each probe using limma[3], with disease status as
the independent variables. Actual ages were not provided with the dataset,
however three catagories of how long the disease had been diagnosed for
were provided. These three catagories were used as a proxy for age as an
extraneous variable.

Publication: PMID19255580[11]

Source: GEO17612

Brain regions: frontal pole

Technology platform:

Analysis notes: Raw data was read into R from .cel files using the affy
package[2] and normalized using the RMA package. Probe annotations
were obtained through Biomart. Linear models were fitted to the
expression values for each probe using limma[3], with disease status as
the independent variables with sex and age as extraneous variables.
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