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Supplement Figure 1. Isotype control immunohistochemistry staining of p-NFkB in lung
tissues. Either SB (control, top) or VILI (bottom) mouse lung sections were stained with
the same immunohistochemistry protocol/reagents as previously reported minus the
selective p-NFkB primary antibody, which was replaced with a non-selective 1gG control
antibody. No clear positive staining were identified in any of these slides.

Representative images shown. Scale bar = 100uM.
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