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Fig. S1. Validation of CRISPR constructs insertion
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The insertion of CRISPR constructs into BRIN-BD11 and Jurkat T cells was confirmed via
three independent methods. Visual inspection for the presence of the fluorescent GFP tag (A).
Restriction digest enzymes TspRI (rs1534422), HPY188Ill (rs10517086) were used to
establish presence or absence of wild type/variant type (B). Part of cell population for each
cell type and treatment (variants and controls) was harvested and DNA extracted. The pool of
DNA for each condition and cell type was screened through end point genotyping with
independent TagMan genotyping probes (rs1534422, assay ID: C___ 418159 10;
rs10517086, assay ID: C__30562980_20). Cells expressing the variants were expanded for
functional studies (Grey circle- water control; Green triangle -Test samples: Homozygous for
allele 2; Red triangle — Test samples: Heterozygous for both alleles; Blue triangle — Known
Negative controls — homozygous for allele 1) (C).



Fig. S2. Maintenance of variants upon further HNF1a silencing
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rs10517086 and rs1534422 were induced in BRIN-BD11 cells and the presence of the variants
confirmed visually through the fluorescent GFP tag. The cells were allowed to recover for 48
hours and then were treated with 100 ng siRNA against HNF1a for 72 hours. Both variants
were stably present in BRIN-BD11 cells following HNF1A silencing - confirmed by presence
of GFP tag



Fig. S3. Transfection efficiency
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Gene/18S relative expression

BRIN-BD11 cells were treated with 30 ng siRNA against HNF71a or a negative control
(scrambled siRNA) and the expression of HNF17a mRNA measured by gPCR.
Relative expression against 18S was calculated using 2*ACt. Data are presented as mean *
SEM (n = 4 independent experiments). ****P<0.0001 compared with negative control (f-test).



