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Supplementary Figure. S1 A, B) Percentage of erythroid, megakaryoid and myeloid
cells in HSPCs generated by hematopoietic differentiation of indicated iPSC lines

with or without GATAL and/or STAG2 mutation.
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Supplementary Figure. S2 A) Representative images of CFU-GEMM, CFU-GM and
BFU-E colonies in a Methocult colony-forming assay. (B) The average number of CFU-
GEMM, CFU-GM and BFU-E colonies from 3-5 independent experiments were plotted.

Error bars indicate SD of the Mean. Asterisk denotes statistical significance (P<0.05).
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Supplementary Figure. S3 (A) CD56 cell surface expression in megakaryocytes
generated from hematopoietic differentiation of iPSCs. Average data from three
independent experiments was plotted. *P <0.05. (B) Heatmap showing NCAM1
expression. (C) CD117 cell surface expression in megakaryocytes generated from

hematopoietic differentiation of iPSCs. Average data from three independent experiments

was plotted. *P <0.05.
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Supplementary Figure. S4 Heatmaps showing the expression of genes belonging
to ‘platelet activation, signaling and aggregation’ pathway (A) and

‘erythrocyte differentiation’ pathway (B).
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Supplementary Figure. S5 A) Heat map showing the expression of genes belonging to
the C-MYB transcription factor network. B) Wes immunoblot analysis of key
protein belonging to the C-MYB transcription factor network in megakaryocytes. Total
protein was quantitated using total protein analysis kit and used for normalization. C)

Heatmap showing the expression of myeloid markers.
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Supplementary Figure. S6 A) Gene set enrichment analysis showing suppressed type
| interferon response in GATAl1 mutant megakaryocytes. B) Heat map showing
the expression of genes belonging to the RIG-I/MDA5 mediated induction of interferon
B/a signaling pathway. C) Gene set enrichment analysis showing increased toll-like
receptors signaling in GATA1l mutant megakaryocytes. D) Heat maps showing the

expression of genes belonging to the Toll-like receptors cascade and interleukin

signaling.
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Supplementary Figure. S7 Heatmap showing the expression of genes belonging

to ‘extracellular matrix organization’ pathway.

Supplementary Table S1 List of differentially regulated genes in indicated

mutant megakaryocytes compared to wild type.
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Supplementary Table S2 List of pathways identified by Enrichr analysis.

Supplementary Table S3 List of ‘biological processes’ identified by Enrichr analysis



