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WFZERC R OB (Z3L) : Many plasma membrane-resident proteins collaborate with other
molecules by molecular interactions in a variety of biological events. Herein, we have
studied interacted molecules associated with CD20-rituximab complex on B cell lymphoma
cells. We found some cell surface molecules, such as FGFR3, HLA class II, and HSP-90 are
interacted with CD20-rituximab complex. Above all, FGFR3 possibly plays important role
for efficacy of rituximab—dependent cytotoxic effect through cell cycle signaling

pathways.
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ADP/ATP tranzlocaze 2

ADP/ATF translocaze 3
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ATP-dependent DMA helicase 04
Breakpoint cluster reglon protein
ETB/POZ domain-containing protein 17
Calpain-15
Cardiomyopathy-associated protein 5
cld-binding protein
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omplement component C8 alpha chain
Complement component C8 bata chaln
DL-5TAMP domain-containing protein 2
Cynein heavy chain 10, axonama

Heat shock protein HSP 90-alpha
growth factor
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Hephaest

HLA clazz | histocompatibility antigen, B-57 alpha chain
HLA clazz 1T histocompatibility antigen, DR alpha chain
HLA clazz Il histocompatibility antigen, DR-1 beta chain
HLA clazz 1T histocompatibility antigen, DREL-11 beta chain
Homeobox protein Meis3

Iggamma-1 chain C region

Iggamma-2 chain C regon
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Ig gamma-4 chain C reglon

Igkappa chain Creglon

Igmu chainC reglon

Immunaoglobulin J chain
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Laminin subunit alpha-3

Macrophage migration inhibtory factor
Melanoma-assoclatzd antigen B1
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Protein CASF
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Ras-rzlated proteln Rag-10
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