Table S1. Molecular identities of all mutant alleles used in this study.

	Gene
	Allele
	Molecular lesion
	Additional notes
	References

	trx-1
	ok1449
	863bp deletion / 4bp insertion
	Deletion removes part of the proximal trx-1 promoter and all but the last exon of the trx-1 gene: null mutant.
	[1]

	daf-11
	ks67
	G-to-A substitution
	Missense mutation of D770 to N in the guanylyl cyclase domain; loss-of-function mutation.
	[2]

	
	m47
	unknown
	Nonsense mutation in the predicted kinase domain, leads to deletion of the entire guanylyl cyclase domain; loss-of-function mutation.
	[2]

	
	sa195
	C-to-T substitution
	Nonsense mutation at Q450; predicted to truncate DAF-11 before the kinase domain; best candidate for a daf-11 molecular null allele.
	[3]

	tax-4
	p678
	C-to-T substitution
	Nonsense mutation at Q82; predicted to truncate TAX-4 before the first putative transmembrane domain. Null mutant.
	[4]

	daf-7
	e1372
	G-to-A substitution
	Splice site at exon2/intron2 transition changed from GT to AT; results in a loss-of-function mutation.
	http://www.

wormbase.org

	daf-1
	e1287
	G-to-A substitution
	Nonsense mutation at W202; results in a loss-of-function mutation.
	[5]

	daf-8
	e1393
	C-to-T substitution
	Missense mutation of S391 to L in the Mad homology 2 (MH2) domain; loss-of-function mutation.
	[6,7]


Table S1. (continued).

	Gene
	Allele
	Molecular lesion
	Additional notes
	References

	daf-2
	e1370
	C-to-T substitution
	Missense mutation of P1465 to S in the tyrosine kinase domain; results in loss-of-function. Class 2 allele.
	[8,9]

	
	e1368
	C-to-T substitution
	Missense mutation of S573 to L in the ligand binding domain; results in loss-of-function. Class 1 allele.
	[8,9]

	
	m577
	G-to-A substitution
	Missense mutation of C1042 to Y in exon 13 (at tyrosine kinase domain or right before it); results in loss-of-function. Class 1 allele.
	[8]
http://www.

wormbase.org

	pdk-1
	sa680
	G-to-A (or C) substitution
	Missense mutation of G295 to R in the kinase domain; results in loss-of-function.
	[10]
http://www.

wormbase.org

	daf-28
	sa191
	C-to-T substitution
	Missense mutation of R37 to C in the probable proteolytic cleavage site. sa191 is a dominant-negative allele that poisons daf-28(+) function.
	[11,12]

	
	tm2308
	156bp deletion
	Deletion removes part of the 3'-end of the first exon, including the proteolytic cleavage site, and the 5'-end of the only intron, which introduces two in-frame stop codons. Predicted to be null.
	http://www.

wormbase.org
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