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The NF-kB pathways in connective tissue diseases
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RHD: Rel-homology domain, ANK: ankyrin-repeat motifs
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X2 NF-kB canonical pathway.
BCR: B cell receptor, TCR: T cell receptor, TLR: Toll-like
receptor
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X3 NF-kB non-canonical pathway.
LTPBR : LTP recepter, RANK : recepter activator
of NF-xB, BAFF-R : BAFF recepter
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EFI T IAD BRI BT, CD3* CD4- CDS8 THiliZ
MIL1TEEALT WAL E SN TV A, IL-17
L 75— D37 FIVALER R O FEIZ S AT 2%
WS, NF-B. c¢-Jun NH2-terminal kinase (JNK), MAP
kinasefR G e E DS b A LR ST W ABY,

Wu b3, fE4DRLEDRFON—T AET IV I TA
DOBMIEE T, E D&% 7 FNARERE I ANE AL
LTWa72, #fENICHE L7z, €04 PI3K/
AKT/mTORAE %, MEK 1/Erk1/2#% . p38. NF-xB.
ffi% DBcl-2 77 3) =431 Mg E S T-75E %
(DT D ZHEDO~ I ATHBITIEE(L LT W
B EDSHHL 22 &7z, mTOR kinase [ 3£ RADO01
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anti-f2GPI Ab

» CCLS — platelet aggregation

CX3cL1 —» platelet adhesion

anti-fi2GPI Ab

vascular endothelial cells
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