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Figure S1: Determination of [Thiamet-G] sufficient to shift 0-GlcNAc levels in
HEK293T-Nod2-Myc: Treatment of Nod2 over-expressing cells with Thiamet-G at



conditions used for NF-kB luciferase assay (100 nM, 4 hours). A) Global GIcNAc
levels show a dramatic increase compared to DMSO when detected with GlcNAc
antibody CTD110.6, demonstrating that these conditions sufficiently raise global O-
GIcNAc levels. B) Immunoprecipitation of Nod2 over-expressing cells treated with
Thiamet-G. Nod2-Myc over-expressing cells were treated with 100 nM Thiamet-G
for 4 hours, immunoprecipitated using Myc antibody, and subjected to Western blot
analysis using CTD110.6 antibody to detect GlcNAc. Cells treated with 100 nM
Thiamet-G demonstrate an increase in GIcNAc levels on Nod2 compared to DMSO

control and empty-vector, demonstrating that these conditions sufficiently raise
Nod2 0-GIcNAc levels.



