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RNA-seq data successfully genotype known SNPs

We used our genotyping approach (see Methods) to analyse Heap and colleagues’
RNA-seq data [1], which are based on human primary CD4" T cells from 4 in-
dividuals. After mapping the reads to the reference genome, we could genotype
our 755 candidate SNPs that are mono-allelic in the Hapmap CEU population,
since the 4 individuals are known to be Caucasian. Of the 755 x4 = 3020 possi-
ble genotypes, 1650 were correctly classified as homozygous with the expected
Hapmap allele, 1360 could not be classified because of the lack of reads (unex-
pressed genes), only 3 were misclassified as heterozygous, and 7 were misclassi-
fied as homozygous with the unexpected allele (minor allele frequency (MAF)
allele) (Table S2). We also took the intersection between the known heterozy-
gous SNPs reported in Heap et al. [1], and our candidate SNPs (26 genotypes,
19 SNPs), and could classify all of them as heterozygous (Table S2).

We also analysed the Burge Lab’s RNA-seq data [2], which are based on
22 unrelated individuals; specifically, 7 cancer cell lines and 15 tissue samples.
Again we genotyped SNPs that are mono-allelic in the CEU population and
got similar results as for the Heap data (Table S2). Discarding samples that
are not Caucasian increased the fraction of correctly classified genotypes (Ta-
ble S2), which is consistent with us using the CEU Hapmap population to assess
correctness. Specifically, by using the Hapmap CEU population to evaluate our
genotyping approach, we got an upper-bound estimate of our method’s accuracy,
as the CEU population only approximates our samples’ true genetic variations.
Table S3 shows the number of classified genotypes in the 2 datasets for our
candidate SNPs, which exclude mono-allelic SNPs. Based on the CEU-based
validations, we expected most of these genotypes to be correct.
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