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FEE I, AT L CTEERD I R A A Y = 22 iR 2 EFBSRE & W2 B, &
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NA VEERX D Z AL Db HEN, HMREOBEFERICL) RENIERTET,
JEYHET ZPREBOFERIN TS, @R R RIEET A S A4 VI DIBRI LB 5RE
WL, 4 DEENTA F AL VICNT € 7a—Fubilkofkbic kb, R
FTEARZKEIEL 2 ENTE B K5Ik o %, IR, SEREEER R IR 4,
ZL T2 VA Y VEEEIHER BRI Z N TH 5. S, BENY A A4
VEADA N AL ERFAL T, ZOHEZK S IEFEEOBN BRI,
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DH BB (PRI REERIERRE) Y T3, Bm
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DERYE ) 13, M7 A L A% EDRIERDME IR S,
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BOEERE 2 E3 2N TH S,

NI WRDERNDOHNN T X F ALY — X%
Fid 28868 & 94U, RIERIE, Bl Efwcia
BB E, MR T2 & AR D R A L A5 —
SABRSFOHMEEFT AHERE L WA B, BRI S
TAEYIAERI BN, TR S A R e M BR i R
SR L TH LRI Z R L 72299, wWih g KIE
A b AL TN T BT 70 —F LPikeR
BZREEBFIL L 72D DT, SIEDH AR
WIS SN TRIREZRT LR, BERZOHD
DIESWEZFEHL 72D TH 5,

ZDFEETIE, RIEMEYA b AL Vo BRI
HBOBY B ICOWTHNEMA %,

I. REMY A MHA2ICEK D REREDORRK

BRI 2805 & 1%, 2EICHE, 22, &
BEARIRZ 2L, RIS FER, BuE, BER, &
i 2T 2WEIREETH 5. JNHAIVICIE, DS
Z Wb R & o FmE, B3
TR A & RRAEA L DHELT DM - T REEZ F7 T,
ZDXI) BWWERZEIRT 2HERELE LT, [RIFN
ERIEWEY A AL vbITon, ZDRELEDSY
FAAZRLDBWSIcENET, Thbb, K
Wiife e =7 v 7 7=, IEMfbans L i
5DOIEMEAZELET 2D, Z ORI
pathogen—associated molecular patterns (PAMPs,
M7 4 L R 7% EDWRJEER) & damage-associ-
ated molecular patterns (PAMPs, apoptosis/necro-
sis L LMo ER, BR, KBk L) b
h, Tz Y FET 5% (toll-like recep-
tors (TLRs), MDA-5, RIG-1 74 &) »FHE I
7o, MBENICS 7 FABAD &, BEREZEL
C interferon-responsive factors (IRF) % nuclear
factor-kB (NFkB) 7% £ DNA & &A% iEME
fLL, THRIIFN, RIEEEY A S A A v ORGSR
5. £, Z20¥ 7 F )VIFFAIKIC NLRP-3 72 £ D
AR AR 1A &2 3G AL UGB I T AR 2 T
& L (inflammasome), —#BD RAEMES A b A A
VHIEE (pro-1L-18, pro-1L-18) ZIGIE&HEHIC
a9 2 3% (caspase-1) % iGM:AL L CiGM:AL
A FAL v ELTHWT 3 (IL-16, IL-18)Y. T
bbb, RS EFE T IFN & AT A4 A
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A v RERL, MATICH L TEED R XF R
Y=L AT A TH L, TOVAT L%
ERS LR
WDHTEZTHD L, RIEDEKRE, WHIRI,
FHEFFHY PAMPs Thi, DAMPs TH1, [HLU
THHZEIZRDK., ZNRRBEZERLT UL
v R THN, HRIZEENTEREEORT,
[ BIIFN & REEMWEY A AL VI, 241
BRIEZBIERITHLETH S,

. ¥4 bHA2 EREDERKRE

FIEDRIEEY A b A4 Ik 2IEETH D L
T2L, 2MoR, FE, 7253, AR
ZRIEWY A P AA VCEHATE RN RS
\», Harden 51&7 v F 2 WA T, HED
IL-18 &£ IL-6 Z21EAT 2 L HELFENI I 2
CEEBRILEY, 7, FROEERRT, #HME
D IL-1B8 & IL-6 DIRAREGIZ LD 7 v  Oi#E)
BOVEL, AHEIE & AEOMD 2B L 720,
VA P AL Y TREFGIEREZFETCE RV
DT, RIEDRLHIEIRIF IL-18 & IL-6 D ILfH)
fEHTH % LS,

Ry P A FTRIEEZOREZIET 2D
12, CRP £73uA FADPHVSNS, 2008 4
IZ Yoshizaki & I3 A} primary culture system
ZHV, IFIFR[EWEYA ALV BREERR
HFIZIZ 2 2 ETYHA b AA v oFEIcO TR
a7, 2 OfGE, FFHIIEAY CRP 27 2
A FAZFEELET I, IL-18 & IL-6 OMi#HE
DWMMPHIETH 5 Z EBHS IS, £z,
RIEEIEALT 2 &, SHIRISIEDO SRR ZEE I
RO DM E IL-6 L L HICBET S L,
TEE B 72 i~ T > P v DFELREZRIRD, D
7Y IR ED S DO R IIHIL, WAk
Do DHOWINZ WG T 2 2 LHL I I
M, WHEPHE > THRZEEMIZES 2 L2
LM o712,

R 7 77 ADRHDER, 585D R IR I I
DV TIEFICEIIR I N T ELD, Z2DHTF R
ZRALDHS LI ENTDIETFED Z £ TH
%. Beutler, Hoffmann, Steinman @ 3 % 23HZ%A
FIERDIRT ) —~)VESE - PR 2 125X
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N7=nlx, 2011 FDZ ETHo 7z,
0. REEMYA bHA 2 OWEEE Z DR

IL-18 & IL-6 3L L <¥dy, 722 %, &
ANiR7e EORER % AT, IFNy (IS N IE %
1WEMEA L LT HLA class [ 71, BERTFOHEB %
FET B, F, BT 7 7Y EIEN:
L CIBkE R 2R L, #EERE L THRMD I3
WA, MR, Fifis LY TNFa 1352
“BEENALTHBANTE Fa vy FY ZIEHLT
BRI XD MK IE apoptosis 12 FE B,
% DRIEEY A AL I, ZokH)icEzNZE
NOEREZ LoD, I SILZNZTNOMAETIZ X
D7 e IES T 5. AP RERIRE &8
Il H 508, BIRSCIEEEL WIFZIEBINL T L
v, Fz, bR IS DY A AL VTN
%k, WEMBEEDY A b A A v AR A
LT, SIBIEHEDYA FAhA UHiirh i
22 kicknY,

RIEMET A N A A i FED X 9 &R i
HoTWVED, FAXTARAY =V A%2RT 570
WAHZ DA P AL VBRI H 5.
IL-18 %Pl > TA B E, W2HDIL-18Hll
fils 257 L SN TN, BfEbr>TWw3
72Ty 4 MEDH 29, OIL-1 receptor antago-
nist (IL-1Ra), @ T[VA14: IL-1 receptor I (sIL-
1-R1), ®IL-1receptorll (IL-1-RII) (AHfKaA
Fx A v l), @ &Y IL-1 receptor I (sIL-
1-RII) TH» 3. IL-1Ra IZ, IL-18 & ZHMEK% 5
& LCHEZ IL-18 D> 7 F L 2§ 2, sIL-
1-R 1%, MHFOZEEDIL-18 Z i L CHllE
FEORIZAME L DR G2 MIET 5, IL-1-RI1ZE
WOMZRETH 2 HODOMIEN K A A4 & /R\»
TED,IL-1BDMEA L TH T T FIUDBAL R\,
L7235 C, IL-1-R1 L BEMICHEERET 5 2 &
<, IL-18 i H 7> T 5, sIL-1-RI I,
SIL-1-R 1 & FRICHEEAIIC IL-18 0 &M ¢
%.TNFal2ld TNFR- 1 & TNFR-1I & 3% 17,
IL-6 (ZTEME IL-6 22554 & IAS AT TL-6 2%
RE TN RA2 LI THBY,

I 52, \cx DRIEMEY A F AL Ik IL-6
D& I ITHEHOERHBIMICHIEHATEHDE,
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IL-18 %> TNFa & X 9 I autocrine/paracrine 2 fE
AT2b0LH2. ZoGacx, pcily
EN S LB PEIM TR oRERE L TR D, I
PBERL IR WI EEZRLTVRDS, 7
v — VR TIEALAE O RAERITIZ IE TNFa O
EDGEHINTED, HLINF €/ 70 —F)Lfi
ORI FIEHICRBO S5 53, MHRE
FEEIZX e TH 5,

IV. BREREEYA MDA REENY N
1RFTRZS

B 22 A T2 d 2 RIEWY A AL v TH D
2, TEIEHBEHTIOHEET 2 EED
b5, ZOFEWR, IFNy & TNFa 25@RIC% 2 &
AN BRI IE AR B D © HiEIC R D, fiks
LN FED a5 =7 @@l T3 2k
12 X D von Willebrand T35 L, £z N
T THL DMUMD T 219, [FlEIC, 27—
FUARREENR AR 2 T S, N
& D S R T &0 EEE AR b IS
bz, ke L 7z NEGEaEsg 2 Il & 7 « 7
VOB LB, 747 OIS T
7 AL vEREE LS, 2 0fEE, ihici: FDP-
E & D-dimer 242 2 &b, L7cdi-o
C, FDP-E % D-dimer O &%, ffE L ZIMEN
KOMEZRST I LIckh s, 78R % [FNy I
I~ v 7 7 =3I iR IR
B, MM, FRERO IR DT
—7J, %7 TNFa« i apoptosis/necrosis % #ff L
D 2 I & 72 b, I bR B (AST/LDH)
DLEFADEL 5, ALT IZHFHIlEREE D72 IR D -
Fx7e <, FOHENSR I UE CK b ERT 3,
DllEXxb, Wz REEY A A4 VRE (2h
i T A b ALY - A b =4 LIER)
ORI IE, MRS, A IMERE DA, FDP-
E/D-dimer ® L5, AST/LDH/CK @ k5% €=
=TI EVMATHY, ZDfEH%E ATl
ARG, AT7a4F, ¥ 7uAR) v, MR
ffa7e &R A ORFERIHZ L COMEND 5,
78, FDP-E/D-dimer ® ERZEDH 7% 613,
miizE bbb, ~) Az FTIToTH LR
REHUR, ARG HEOIE 2T Z L2 MTTRE
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X1 BRLGREHEY A I ICLBIREORESE

I

inflammasome % 5§ % EH D
BB PRI X 2 SORE M BT

JE IR TE BARE e A
Kb b 3 A
TRAPS
AN g — X AR
CAPS

Proteasome % f§H 9 % B H DiH
BT AERIZ X B

e - VU RHE (A
CANDLE fi:fi it

LA

leading cytokine % "% & § % %8
TEMEEE R, F /0, BAEMEYA
N A v OIEBRIH EAE A

G By R AR MR PR B 48
B Y v < F

JIRHE

70— VH

m#A

LRSI RIENEY A F A v D
WREYE (A ALY - A —2)

MBRE it (FHL, HLH)
~ 7 a7 7 — DIEEGAERE

Vil

AN ARIERED T2 D GHAEVES A+
AA v OFEIARDFHE S UE

hemorrhagic shock syndrome
Bunyavirus, Eboravirus,

PIBZRINE - BEIIRIA % 2SR

Hantavirus, Denguevirus

ThHs9).
V. Y4 bHA2 « Ab—LESFE I HERIERRE

W e BFEVED A b AL Ik ) IS E 0K
JERENER I NS 2 Lickh 508, BRETRE
Cammlicairons (F1).

[ AL RIS BERE R 2 i & % H D ROE
FEMERE . RAE b 2R, BEEOBETE
BT X 2P BREOMAERITH B, i B B
#ED % < |1F inflammasome % 5K 3 % & D i
X DAEL 2HDT, IL-18 8 “gain-of-function”
DFHIC X DBEFEEIN DL - OICEL ZERR
TdH 5. Proteasome DEFFIZ X DM I 1151 HE
&L TH - PERERERE > Candle FEMEREDIH &
n<w %23).

Y FAEPERe s vk Ba R 28, BIETY v =, JII
G597 7 £ H e £ 4% TNFa BESE S TL-6 BHESE
WA DEHRIEZKEIELILENTED,

AL 7 4 )L A B IER B B s, <27 n
7 7 — IR, IERE R Y > SHHRRERAE,
WIMES 2 v 7k EBEGEEN2Y,. ¥4 b hA
Ve A —LIRRET, HHELREYA P AL W
W Z2RIRETH L. ZoGh, Hi—-o
Jir A b A A VERER fTHbNT, TNFalZ X A4
JafgE (S b a v Py 7ida ki) ok 2 H -

e rza AR P BEEEAROBEIC X B
DIC/MOF BHI o 72 & 12 Yut g, Bkt

L7~ ru7r— - BHRflaoEic 2 71
AR, BRI A - AA U IREIC U
ExREHT 5.

IVAY : B Hb I TR AT 3 % M I BE fek
B2 RS Hmeh, 7 XE/FrX - vav 7y,
FAEAVEI MR A 2 EvE s, 74
WARBR TR E L TCHA P ALY« A b =40
BEUIRETH 2, ZoE, bAETOBRER
Brixdie {, Bl BEMED 7 v —NAFTER
WO, EFEEIEIZCE BT S Twuin,

VI, REMY A bHA D TRT BERELEHY A
MhHAEE

1. 25 WEFHSRMBAEHRKX (systemic-
onset juvenile idiopathic arthritis : sys-
temic JIA) &1 IL-6 BT/ 70—F
IViniFEE

1) FEROFBERBEFRRDAD /-

R R BT 28 13 JIA o —RLT, il
IREN, FERMCHE ) FE, BIRIR S TFEEIRTH 5.
JRBA DI L ABITIERFE, 28D ) > iR
R 2fE) 2 &b d 5, BIEiRIE, BIEIE JIA
EIxRA D, BB, BB AT 5 L
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% <, RIRERES o BIfindE G o <ix, B
Fi7R JIA (3 A DBAE ) 7 = F & [k I B 2R
DAMEDEFLINZ B D 5B 03, 2HHJIA T
133 L WERRRE DT, B ORNE & AT
VRO SN, MHFIZRLZRETH S LE2RE
LCWw3, fEFEE LCREICR 2 DI, w70
7 7 —OiEMAUERERETH D, TR T
BARDIFETH 5.

MR T, RIERETHZ CRP 7 I
4 F A oFEfE, HIEREOR% (GEE 15,000/ 1l
DLE, ZEtdhide <, BAGFRERDY 70~90% %
Lo 3), IL-6 % IL-18 @ L5, heme oxygenase
(HO)-1 D L&, 7=V F AMED LFH 7% &3k
BRe—h—t LTHRESNTEY, s
IE2A AR IN 2 T FDG-PET 12 X b #EfA4,
B, KBEEU, BT &R i
FDG DOFF RN 72D AR % B D, BWIINEEDH
HFENTwD, B, ERWICIZEGYE oy
v FUHERE, B % & O B 2 & oA
WUHETH 5,

2, ERRPTH (6B, BOZ, BHEIR), Bl
ZERNC & 2 BRSO 4E, MR Tl CRP,
RUAt 7 £ RGE~—H —D ER, MMP-3 fliic x
DR L EEE, HO-1, 7=V F v, IL-18 &
CRERPRIEH OE, NK Sz &, mifg
Be#E Tlx FDGF-PET DR OFT R % G
Wi L CWizir9.

2) vy 07 7—JiEHLAERE

GG TIA OfSETHI, RSB B D,
EiEAS R L, HEEESODS 2 E0H 5, Il
WAL TS 20 IS I L, BEEA R D
ThEA, MIlEREEOMET 2 88 C, RRRRIEMmAE
EERERE (DIC), Zlig#iA4: (MOF) I CTFEA
RE%%, WEOHIKNGNTIMER, ZREDRAE
A S AL VEFENEDRZ ORI TH 5 2 &3
BLCT\wa2®,

R AR

w7 n 7 7 —IIRECEGERE L, 288 JIA 12
PEFET 2INRETH 2. HORHTEET 2L DD,
—ODWMEE, —~HEOMEMTEHTEE2HD
TlE 7, Rt T E LT Tw
W - RIAEEO NS A SN D, O
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EDEEE, 7 AV ABLEIMBRE AREERE, K%
P GESME) MERE FERERE OfGH, BUihEs a v
I EICAGNEHDICHHEL TS, Ins
DIRFED T ST 22 REEY A4 b A A4 v e
WhH Y, KR E L TUHBKFED, WNEMIEREE & 5
A R AL, MREBE o LA 7% &8l
%, G IJIA 6 <7 a7 v — U iEHAEERE
~NOBAT R T I ERET1E, VA VARG
Az EPE I N TV 5,

MEDONEEEMMET L, ZDBMEKIEE LT
BEERA R DG T % &, BEHER (7 F
Fwe ey, G protein C/protein S, v ¥R
EV2Y L) ORREMEST, MENITEE
WREALICHE S . Z DfEE, 28I pre-DIC 2>
5 DIC JREE~FEAT L, PT/APTT EREFED &
n, WIEALEED S s LI Ik b, LT
e (v 7F=ro k), IEmkEE (ALT/
eV ILE Y L), BEREE (72 7—¥ LA) 2
WL, ZESRA2IcE 5,

3) 25REFHFRMUEMRDEGE

A RUE R R 2 T, RV AR D RRE
W L CTRMRED R Tu A FOfHZ /xR <
i, M, RREE, EHEE, MEEoRas
P, KREEEHEEIE, A7 vaA FERRYZ EORl
fERIZ & b, BIROATE XGRS THIB S 1Tz,

1990 fEfRUIC 2G5 JIA (& IL-6 235683 A4 +
AL THD I EDWE SN, FEED 2 KiHATIC
IO IL-6 28— 27123 L, IL-6 @ FEEICHE
W E RO B Z L BRI E 1Y Do
ThAYE S NP IL-6 ZAEMRK - €/ 70— F )L
& (tocilizumab) %, AFED LI TIEERSME
WWCHEAL, FLWHREIR 2RO L5
BT, B SRR Z #E T 2008 4, tocilizu-
mab & HAIENT BT TR I N
22 & Lo,

(1) Tocilizumab ##: (F1 IL-6 XHEE /7

a —FLHifE)

IL-6 1%, TAM: IL-6 ZAME L TR &
BIL-6 ZAKR EEAEERZIEK L, ZOBEAERD
B > gp130 12AG4 LT IL-6 #REEZ FEHi§ 5.
L 7228> T, tocilizumab % receptor antagonist @
X IICZEERD IL-6 & DfEAHNEZ< AT L
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T, IL-6 > 7 F L&MW 20,

Tocilizumab DHFLRFEFNRITIZZF L Wb D23H
D, IEEEO 2GR JIA BIRIC 8 mg/kg 5L
TR I AR O N, 253, 8RR
RELMET S, N 1EBRICEBESROWE L
B, ZOWHITIE CRP HIRIFERILT S, #h
H~BFEICoh 28I L 0G5 %2 80 KT
Z&T, JIAACR 70 DR B H 90% 12T
20 FTubb, REMIA TR, SEREOK
YA S AL VIFIL-6 THDH, DI EidH
IL-6 Z%Mk - £/ 7 a—F PRIz k b IL-6 &
TFNEERT 5 ETHRICESIEITED
AFHINIZ LT B,

(2) Canakinumab 7% (JLIL-18E/ 7 u—F

IVAE)

IL-18 fHEFE & L T canakinumab 3B ¥ S 4
7232 Canakinumab (¥ IL-18 Z 18/ & L7z & R A
I[gG €/ 70 —F PR TH S, TTIITAYD
(FDA) £ a2 —nm v 8 (EMEA) TlX, A—7 7~
o 7L LCHAREZITI TV, Rk, &58
JIA (2% L COBIRRER O S Rows 31, JIA
ACR 70 3% 60% DHERITHEEIR & 41725

4 5/ JIA IR L T tocilizumab & canakinu-
mab DMK Z T, ZoHEMAEPHRESI N
7. WFNLHE DY A + ALV, IL-6 721
IL-18 D> 7 F V2§ 5 2 & TRIEZ A S
Hhllichs, ZoZiiz, OQEGMIAOE
B GERE VOB DRI IR TETER IS 223 - T
%, @ 25" JIA 121E IL-6 HEENT 4 b A A
VTh BB E, IL-18 D3REMNHT A A4 v DY
BB DD, WIRNZ 7 =/ 84 7HMmed TH
PILTWw3, RENEZ NS, FEERIC tocilizu-
mab IREER ORERIT, REIEFIFI SN T3
b D DB ANEIT T 2 HI03H 5 Z &, canak-
inumab FEEIZ X D JIAACR 70 Z3EK TE S DI
#160%ThHhsILEDS, IL-6 3K DIFER
JRIZ D > TR 5ER &, IL-18 DMERTH %
REB) & D3dp 5 & L 2 iS5, 58, tocili-
zumab, canakinumab Z 1L N TR0 S
N2 BN R L switching 12 & h ED X 9 Bk

DROoNL 2N T 208 BH A9, w70
7 7 — OIEMAWERER I D W TIE, S, HEREM

2014

WCRIEMEY A+ A4 v 2§ 2 /7528 AT 5
Z &, BIZIE NF-«B EWEROFEIHETDH
.
2. 7UFE EER MR RIE KM
(eryopyrin—associated periodic syndro-
me : CAPS) &H1 IL-1p €/ 7 O0—F )L
1) Eﬁﬁrﬁc‘:#ﬁﬁﬁﬁﬁd)%ﬁ
CAPS 13, BERIVICIZAIIMETREE EHICC A
Jﬁ%%&’&, RS 2E, BIEERZ 2L, &
Wi T7 S v A F—3 7% ERFRIN AR RIED 72
OIS I RERIERZ 29 5. CAPS 13, K
FiER O BB L IC K ) RIGEMETE D B O AN E e i
(familial cold autoinflammatory syndrome :
FCAS), Muckle-Wells SEfBERE (MWS), #id: Ui 7E
iE % Jid 78 S IE2E L (neonatal-onset multisystem
inflammatory disease : NOMID) @ 3 SEfREEASE &
NaH, Wind CIAS] BInTFOZLRIC X 2RE

TH 2, HHETIHHEER 100 B0 BE DEHE
505, REHilb % v Elbns,

FCAS I3 LI L IEHEERZ X D FREL, 95% 1
A% 6 A HETIFIET %, BRRAERIE U ARRE
RREEE DS FART, VIR £ D REICIADS S, F6
By PO, MBI, WEALERREER, FEIT, A
ERMEY, TIiaAg F—y 20P5IEA L, 2~
4%TH 5,

MWS (FHhEEOEEETH D, FIEFHmIx
B HEMORIED S\, BROFEENTIH
h, K2, BIEK -, Wi, @V,Fﬁ%,
R, T RUER R SRS FETEEIX
SHW%%?%.wNW%i%EWﬁ@Bm;
2 4, BEEHARICE S, 70 F=Y 2A~D
HERE 13 25% T 5. CIASI Win DA E M
ENBDIE, 65~75%TdH 5,

NOMID (% CAPS D 77Tl b B 2o
Th b, FehEF A L FRED, HABRBOEO 9
L THD. HBHD K I ITFEEE U ARRBERES D
Bz, MM TEBERIS I X D SR, e,
M2 DIRT. BET 2 I b 1T

L, ZKUHAE, FEERE, FWEEE, BERREE

19 %. EEﬂE’JWTﬁ&i‘FH%Q&, 7RI RREK, Bl
FEFLIHR 2580, BUHEEEFICES, & - WiF D%
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HREICLD, 2KEF Tl L HERE
195, BIfIZATE L TR bbb D BT
7t %. CAPS O 3 fEf#fd 9 5 NOMID X 74 03
RO, #20%I1F 20 K FTIFTL, flx7
S F—vRIGERT 2. ZOBEBTFOLERN
B Z 15 DIF 50~60%FRETH 5.

2) CIAS-1 BIEFNEEE IL-1B IC& VYT

K& h B iREE

CAPS IZ, fll@N vy ¥+ —D—>TdH %
NLRP3 O cryopyrin & (CIASI Efn 1) 1CA& R
BEURBTH 2,

NLRP3 #[1!% PAMPs %> DAPMs O §lli# % %
I} % & inflammasome % ¥ 9 %. —Ji T, Toll-
like receptor 2> & A o 7= fili# % IL-18, IL-18 @
HiBR{ATdH % pro-1L-18 & pro-1L-18 % EE T
%73, inflammasome kTGl S 4172 casapase-
1132 ® pro-IL-18 & pro-IL-18 % 4¥ilifo IL-
18 & IL-18 IcHstfad 2, fiflEdhic i S e IL-
181%, IL-1 L2 7% — e L CRIER Bl T
% LIc% 5%, METARICK 5 NLRPS &1
DA%, inflammasome % #5I1ZIGHEAL L 72 IR EEIC
e, IL-1B8, IL-18 Z e - Jihd 5 2 LIl
%, CAPS 122D k) I1aF 72 IL-18 12 & D RIE
JHEDIER S N DIRETH 5.

L2 L, FCAS, MWS, NOMID Z\w 3 d
CIAS] BB TOERIC X 2B TH 503, Y H
FEFEICEDE L 5 DI TR S T
Wy, F 72, NOMID 1281 2 =R % 13,
Z DAth D X MFRAEIR D F M % 72 TIRAETH 2
D, IR R 2 2 U 5 DD TORGT
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DERDIBRENTHL DTHIUE, IBIEEIRIY
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T7xzVF vt %iEd, © lipoprotein lipase
AR IHE L, BERBENCEEZ L5225, 7 ED
MoNTWwad, £72, E FIBWT infliximab @
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