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Supplementary Figures and Figure legends 

 

 

 

 

 

 

 

 

 

 

 

 

Figure S1 SNX10 deficiency enhances bacteria killing but not phagocytosis of 

macrophages. (A) BMDMs from SNX10 KO or WT mice were subjected to an 

ex vivo phagocytosis assay against bio-particles, followed by flow cytometry 

analysis and quantification. (B) BMDMs from SNX10 KO or WT mice were 

exposed to E. coli, intracellular viable bacteria were quantitated by colonies 

after plating the lysates of the macrophages on Luria-Bertani agar. *P < 0.05, 

** P < 0.01 vs WT BMDMs. 

 

 

 

 

 

 

 

 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

Figure S2 Tracking of transplanted macrophages in vivo during progression of 

colitis. The fluorescent-labeled WT and SNX10-/- macrophages were injected 

via tail vein at day 3 after received clodronate- or control PBS-loaded 

liposomes at day 1 and 2, followed by DSS induction. Whole body 

bioluminescence was visualized at day 7. Representative fluorescence 

photographs show the transplanted macrophages migrated to the 

inflammatory colon.  

 


