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PC1: 46% variance

Supplementary Figure 1: RNA sequencing principal component analysis and qRT-PCR validation. (A) Principal component analysis (PCA) scatterplot
showing the first and second principal components of RNA-seq samples, demonstrating sample clustering and variability. (B) gRT-PCR quantification of
CHCHDZ2 and GPNMB 1n the sequenced neurons validates the RNA sequencing results shown 1n Figure 6 (n= 2-4 per group). (C) gRT-PCR quantification of
PRKN mRNA expression 1n fibroblasts from healthy controls and biallelic PRKN mutation carriers. Similar levels indicate a lack of nonsense mediated decay of
mutated PRKN transcripts 1n certain carriers, likely explaining why PRKN 1s not differentially expressed on a transcriptional level in PRKN mutation carriers
compared to controls as shown 1n Figure 6 (n = 4 per group). p-values <0.05 were considered significant.
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