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1. Elucidate the 3°-promoting role of MIG-15
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e 3° promoting signals antagonize other vulval cell fate

MIG-15 and RAP-2 are 3° Promoting Proteins

A Wild Type B Increase in ectopic 1° with MIG-15 RNAI depletion C Increase in ectopic 2° with MIG-15 mutant and RNAI depletion D Increase in ectopic 2° with RAP-2 mutant
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3° Biomarker diminished in
MIG-15 mutant

MIG-15 is Expressed Ubiquitously and Localizes to Cytosol and

RAP-2 phenocopies MIG-15 Loss Junctions in VPCs

. . , _ Expression of mig-15 in VPCs
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Note: RAP-2 images were taken by the Zyla camera, while MIG-15
images were captured using the Nikon camera. Western Blot

Quantification of 3° Biomarker expression

3° biomarker: arls101[Pacds-10::yfp] .
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