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Supplemental Video 1, GFP-p40phoxp localized at EE accumulates on phagosomes during 

ingestion of BIgG (total time: 675 sec).  In supplemental videos (1-5), only indicated 

GFP-tagged protein is transiently expressed in HEK293Nox2/FcRIIa cells. 

Supplemental Video 2, GFP-p40phox weakly accumulates on phagosomes during ingestion of 

BIgG (total time: 395 sec). 

Supplemental Video 3, No accumulation of GFP-FYVE-p40phox on phagosomes during 

ingestion of BIgG (total time: 665 sec). 

Supplemental Video 4, GFP-PH(TAPP1)-p40phox accumulates on phagosomal cup and nascent 

phagosomes during ingestion of BIgG (total time: 445 sec). 

Supplemental Video 5, GFP-FYVE-p40phoxp localized at EE accumulates on phagosomes 

during ingestion of BIgG (total time: 665 sec) 


