#= C-19
HEMREMBIEHRARBREE
Wk 23 4 6 A 17 HEUE

HEES : 13101
HZeiEE - B8R ()
AZTHEAR] - 2008 FF E ~ 2010 & &
REES ;0 20591185
MEEiRER (FIXX)
AR A FIFERZET 528Kl EEATOS A I —DEBGEE N RDIREL
MRiRER (EX)
Inspection of receptor—-Ig protein heterodimer for inhibition of its l|igand
MRERERE
15 W54 (HANAWA HARUO)
FRXE - EEER - HED
MEEES : 40282983

WFEER R OB E (Fn30)

IL-1 P I RIEN D 2B OIRRE L LTI SN D, Fixid, IL-1 /KT 784U —
EA Acp)-fE 77Uy (gl IL-IR ¥4 7 11 (L-1R2)Ig O ~T v ¥ A < —
(Acp-Ig/IL1IR2-Ig ~T a0 & A ~— L MESR) ZAEp L, = @ IL-1 FLEER 2 BEfF o IL-1 fRESK &
kT U7z, Acp-Ig/IL1R2-Ig ~7T u ¥ A ~— (7 v ,IC50=1.95pM; t h,IC50=0.14
pM)iZ IL1RA (5 v b, IC50=1,935 pM)=° Acp-IL1R type I AL1R1)-Ig REX A ~— (5
v, IC50=73.7 pM; t I, IC50=4.48 pM). Acp-IL1R2-Ig &~E&¥ A ~— (7 v b,
IC50=72.8 pM) L ¥ R JIC IL-1 ZFfHE L, 2T IL-1a B L ONIL-1 8 KT < FHE L
7,

WFZERCR OB (3530) -

Interleukin (IL)-1 inhibitor may be a candidate anti-inflammatory drug. We examined
the effect of a heterodimer of IL-1 receptor accessory protein (Acp)-immunoglobulin (Ig)
and IL-1R type II (IL1R2)-Ig named AcP-Ig/IL1R2-Ig heterodimer, and compared its
effects with other IL-1 inhibitors reported previously. Our results demonstrated that
the AcP-Ig/IL1R2-Ig heterodimer (rat, IC50=1.95 pM; human, IC50=0.14 pM)
inhibited IL-1 response to a greater extent than IL1RA (rat, IC50=1,935 pM),
Acp-IL1R type I IL1R1)-Ig homodimer (rat, IC50=73.7 pM; human, IC50=4.48 pM)
and Acp-IL1R2-Ig homodimer (rat IC50=72.8 pM) and strongly inhibited responses of
both IL-1« and IL-18.
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