










and heterozygous mutants were unaffected. (K-M) In contrast, their optic nerve heads appeared 

to be normal. (N-P) Histological analysis showed retinal damage (asterisk) in homozygous but not 

heterozygous lens-specific mutants. (Q-S) Despite lens abnormalities in aged mice, anterior 

chambers and iridocorneal angles were free of phagocytizing macrophages that are 

characteristic of phacolytic glaucoma. 
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Supplementary Figure 7. UPR activation was not detected i n lens epithelium or corneal 

endothelium using the  ERAI genetic reporter. (A-C) Anti-GFP labeling (green) showed a 

stronger signal in lens epithelium of eyes from P10 Col4a1+/+ and Col4a1+/! ex41 mice that carried 

the ERA1 transgene (A and B) compared to Col4a1+/!ex41 mice that did not (C). However, there 

was no clear difference in labeling intensity between Col4a1+/+ and Col4a1+/!ex41 eyes that both 

carried the reporter (A compared to B). (D-F)  Panels A-C merged with DAPI labeling (blue). (G-I) 

Similarly, GFP labeling intensities of corneal endothelium from Col4a1+/+ and Col4a1+/! ex41 eyes 

that carried the ERA1 transgene (G and H) were greater than Col4a1+/!ex41 eyes without the��

transgene (I) but did not appear different from each other. (J-L) Panels G-I merged with DAPI��

labeling (blue). (n = 4 eyes per genotype). Scale bar = 100µm. 
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