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Supplementary Figure 8. DAF-19 does not regulate LAG-1 expression and
additional CSL sites are involved in tph-1 response upon bacterial
infection

A) DAF-19/RFX does not regulate /ag-1 expression in ADF neurons. Double
mutant daf-19(m86), daf-12(sa204) animals are used to avoid dauer constitutive
phenotype of daf-19(m86) animals, daf-12(sa204) single mutant is also included
in the scoring. See S1 Data for numerical values.

B) A partially conserved CSL site is found just before the start of the minimal
tph-1 CRM.

C) CSL mutational analysis in a longer tph-1 reporter that includes both CSL
sites shows that both are involved in the basal iph-1 gene regulation.

D) Young adult ADF GFP intensity quantification in tir-1(yz68gof) gain of
function mutants shows that both CSL sites are involved in the upregulation of
tph-1 transcription upon bacterial infection. See S1 Data for numerical values.



