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Figure S1 RORα deficiency does not influence normal retinal vascular development.  
A. Representative retinal whole-mount images from P5 Sg/Sg and WT mice were stained with 
isolectin IB4 (red) for vasculature. B. Enlarged images of retinal whole-mounts from P5 Sg/Sg 
and WT mice showed retinal vascular growth front with endothelial cell filopodias. Retinas were 
stained with isolectin IB4 (red) for vasculature. C. There were comparable numbers of retinal 
vessel tip cell filopodia, vascular branching points, and vascular areas between Sg/Sg and WT 
retinas at P5. Vascular areas were expressed as percentage of total retinal areas; D. There was 
no significant difference in the mRNA levels of Sema3e between Sg/Sg and WT retinas at P5; 
Data are presented as mean ± SEM. no significance; n=5-6/group. Scale bar: 500 μm (A) and 
25 μm (B). 
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