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Supplemental data 
 
Figure S1: screen design and controls 
 
(A) Transgenes used in the three screens: In Yki and EGFR screens, there were 5 transgenes involved 

including RNAi in the final larvae that were screened for phenotypes. In case of EGFR-SOCS screen, 

there were 6 transgenes in the final larvae that were screened for phenotypes. To faciliate fast, reliable 

and reproducible testing, we combined all transgenes (as shown below), except the VDRC KK RNAi 

line being tested, to produce stable stocks. These stocks were then crossed to the KK library of UAS-

RNAi stocks (see methods for genotypes). The integrity of these stocks was verified weekly. 
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(B) Screen workflow: 
 
The figure illustrates how the screen was done. To ensure that the screen (which involved close to 

30,000 crosses) is fast, reliable and reproducible, we strictly adhered to a predtermined schedule for 

all steps and temperature regimes. The schematic below shows when the virgins were collected, 

when the crosses were set up, when the larvae were shifted to higher temperature to induce GAL4 

expression and when the larvae were scored for the phenotype. Each cycle took 21 days to 

complete.  
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Figure S2: Quality control. From Left to Right.  

Left: w; ap-Gal4; UAS-GFP + UAS-Yki, UAS-EGFR or UAS-EGFR+SOCS36ERNAi expression 

after 24h induction at 29°C. Center panel: same combinations after 8d at 29°C. This phenotype was 

tested on a weekly basis to control for the quality and integrity of the test stocks. Right panel: same 

combinations crossed to indicated RNAi lines as positive controls.  
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Supplemental Table 1: Markers of neoplasia.  

The table summarizes the results of immunohistochemistry to assess epithelial polarity using 

antibody to E-Cadherin and Rhodamine-phalloidin to assess apical adherens junctions and actin 

localization. Antibody to MMP1 was used to assess activation of the JNK pathway during 

neoplasia, as described (Herranz et al 2012, 10.1016/j.cub.2012.02.050). 

  
  



	 6	

Figure S3: Markers of neoplasia. Sample images.  
 
Control and experimental wing imaginal discs of genotypes as shown on the images were stained 

for F-actin using Phalloidin, E-Cadherin using anti-Cadherin antibodies and MMP1 using anti-

MMP1 antibodies. Note disrupted and irregular organization of F-actin and E-Cadherin an 

indication of loss of apico-basal polarity and cell adhesion properties in neoplastic wing discs. 

Increased MMP1 in those discs is an indication of epithelial-mesenchymal transition.  

 
 


