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2 K 8% (inflammasome) /2 40 i N W % 18 % & BT 4Lk 69 4 88 » & 4o i )8 < B (caspase) &
CPT e H O RIETF 6 - tafg N o) R AL A RS EFEE K wmi g @ o
IL-18 69 B S is » BBy — i & RR IR RIE o B XM KA RERRBA M - K&
M8 9% J% H cryopyrin A8 ] B 2 AR FE AR R 0 T IL-1 30 H1 5] R A ZOE B mIE 0 B AR
BAECHAERBNEERNAE » WA X~ BAGKEME X ~ 2 FREMHG XA
AR S 3 ] RIEARFE SF RA M R R AL LB KR A B R SR iy R AT SR AR AT IR A

0 T AR R H R R R 0

REfEEA ¢ 3 ABE (Inflammasome)

J&Z 145K (Rheumatic disease)

H 88 35 X% J& (Autoinflammatory disease)

#HREBEE -1B (Interleukin-1B)
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Al

1E AR R R - KIR9E9% J) (innate
immunity) ;& b5 22 4 2K IR f2 AR IS —3E
s > — B RIR GBI R Ey - €A o3 2
MR R AL B 3R - R BT =& B AL B o
TRE - ARAEMEERRERBER
[ZHE > #5BUR B IR - R E KRBT
B % o R R K 0% R i (adaptive
immunity) - {5 B FRF 229 T HIM Kz B i 2k i 2
BORE o IRARIEITIEL - BE TEFZM
My 2Bl - ANE NG - BEARER Rl el

(dendritic cells) ~ W& R PR ER )z F Rl <5 » 5@
SeHHf FRBIREESZ AR - BT aE AR e aE 5
#% (pattern-recognition receptors, PRRs) © PRRs AJ
PRI SRR E AR - R e R R AR o
¥ & = (pathogen-associated molecular patterns,
PAMPs) » 15 g 2 i (lipopolysaccharide) ~
#&ME (mannose) ~ R (peptidoglycan) ~ #fTEHE
1 (flagellin) FIES A= M09 A%RE (nucleic acids) ! o

BRIt 51+ PRRs EAEHFRS R IR 5 Al ey
—LeYE - BIFEEE EE B AL EEERE
i 77 T (danger-associated molecular patterns,
DAMPs) - fiffl G2 R M HE T M4 ) (B 1H 35 L 4R
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& o PRRs L WIAH - — {8 o i I _E- A9 %A
$5 7 ¥ (toll-like receptors, TLRs) » TLRsHE 7% #%
A A ER BRI TG {LNF-kB ~ AP-1 je+#3%
2 $22 [X] -1~ (interferon-regulatory factor) < i 22 [X]
T EABRAHMINEEINE - 55— @Pﬁfﬂﬂ
M AR VA TR HE B2 A - AL ERAS

e BB AL A W 8RR 5% B8 (nucleotide- binding and
oligomerization domain-like receptors, NOD-like
receptors, NLRs) » 3= 22 5 ¥ M P 19 [ #8
SR L TR AL > e PRk ot = & PN 4a o
WX JE o NLRs )*%?*'j%ﬁ*(inﬂammasome) R=EEN
- Pa o Hit e ool = 2 -
AL N i (N-terminal) FYZHREWE BE » 752 H SR
Rl S HIDIREE Y (NACHT domain) » DUKAZ
A C Y 26 F 4 19 56 #8 F# %1] (C-terminal leucine-
rich repeat sequence, LRRs) - NLRPs(Nucleotide-
binding oligomerization domain, Leucine rich
Repeat and Pyrin domain containing) & NLR £z K
K1 o AENSE A pyrin SRS BE - WIS REE
NLRP1 ~ 2 Jz 3R % R e EHEARAEL » A H
PR RAE R R G - EER R
Ik caspase-1 Jz— 25 5 G 8% K B 17 5 B 22 Y
A o T RIRGRRE T LAREST S R Gt A /Y
B T i 8 R B a s DA - R BRI
TR AR A 2 A BETE L -

25 RAG I FE R 4R Y B RR R e RIME B

a2 KE € £f (familial cold auto-inflammatory

K k489

BB R —E R R g A4 T e - LA an
E B RIME B #8285 S RE i E -1(cold-induced auto-
inflammatory syndrome-1) Z£[X] » H o5 E 8%
f# Iy cryopyrin f&%ﬁﬂﬁﬁﬁw?ﬁﬁ C ZEHEE
LR B Ay pro-capase-1 #& ¢ » B4k pro-
caspase-1 JE ' B B - 4F 2002 fli » Martinon 2
ANESEBL T —fEH NLRP1 B AR B AR R
(apoptosis-associated speck-like protein containing
a CARD, ASC) - caspase-1/5 Fi k198 H/E #&
BY) - ZEHBEEEGYE caspase-1 BITELEH
RS AT A hEANE  HE#
HRA VYRS AN [F] 0 28 K e B caspase-1 FUTE(LART
43 71 B NLRP1 ~ NLRP3 ( 8 f#% % cryopyrin) »
NLRC4 (NOD-, LRR-and CARD-containing 4) Jz
AIM2 (Absent in Melanoma 2) (F&—) - 2K G
B T 3 S R i R S s B (S A ]ﬁlﬂti;%_f
151k caspase-1 Jz caspase-5 » i — 4 35 E AT i
WA TL-1B fe TL-18 iy 2 AR ke R MR (e
T By pyroptosis » 5 H1 caspase-1 5|2 A ifd 5&
U ) © L-1B & FEE R M=y —Fd - 1iar
% s Bl TL-1B FE A28 2 H B YR 4R -
JE, ~ WEERNS KB RREAL 4 o H Rk 1k NLRP3 )
W9EiIE2E » R A S 2281 ¥ NLRP3 #3818
LIPS ) B AR AR By (R

NLRP3 25482
B o B S M PO S B AR IR L

syndrome, FCAS) B 1EH 747 - ifFFE3 8 caspase © NLRP3 % 7 # F = & 70 i L ik » 28
x—  STERRBOERIELY®
R [F] I 2B fEH e
NLRPI NALPI NLRP1, ASC, IL-1B R MDP, [R5
CARDS, caspase-1, (pyroptosis)
caspase-5
NLRP3 NALP3, NLRP3, ASC, IL-1B, IL-18 KA, PRI S CPPD, BCP, $1, Jig
cryopytin caspase-1 AR [EfE, ATP, Z5Kk7, &L DNA,
RNA, #7534
AIM2 - AIM2, ASC, IL-1B HHpEEC dsDNA, #Ek% 1 , Francisella
caspase-1, caspase-3, tularensis
caspase-8
NLRC4 IPAF NLRC4, NAIP2, IL-1B, IL-18 KRR T PRSI B, VOPIRE, BEAT

NAIPS, caspase-1

B, #EEN

Z1 : MDP, muramyl dipeptide; NAIP, neuronal apoptosis inhibitory protein.
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—H5r & NLRP3 » - SR PRI B KBS EH — 1%
JeiE P o NLRPZE B £ & LRRs - H Iy RE %
fATLRs - [A] b B BB Y PE 58 A B - NLRP
WA AFHE - . CREE S A0 B 4EE
H ASCHi & » ASC HIJ B 2% 7¢ 5 1Y 25 =53 pro-
caspase-1 #fi{5 ° J&a =8RG AL — R IP R A &
i+ B R ES T LR € 2% pro-caspase-1 i Fy
caspase-1 » $# & ZL i pro- IL-1B % K 1L-1B (&
#) °

NLRP3 % 5 % Bk 1 6E 3% jill % 1 PAMPs 2
Gb -+ ERERR HTE 3= AR R 52 18 R B IR PR AR
1T DAMPs (F—)° » [tk S} NLRP3 % 5 #8 fE
RS ARG BE T B B & M B A 7 1
12 Ky 5 R B IMTLSE T Bk B R B $79 B8 (monosodium
urate crystal) - SMNFRRRHWIAT A ~ AfF ~ L5
MR S ga /e P (aluminum adjuvant) % tH#FHE
{EIENLRP3 #4548 ° -

ERFSANEIEIES (B=)(FRD)
BTG R4 NLRP3 % B LIRS
B+ DU RS B AT 72 T AR A (i -
PRI ERRIES M T NLRP3 5% 25 B 76 APy -
PRI 0 AL 6 A 55— 2 - SR RIS b R

SRR » PRS- — HIP A iR
{58 AT AR FH A [R5 38 R BB TS AL - — 248
HH 75 1 S8 (reactive oxygen species, ROS) »
R RE (i B A R 88 - NADPH S8 (b 2 4215
MEEALY) - e EEE T IL-1B RYEE AR TR 2
PEEALYIBIFEAE - 1 B8 F B LA AT H06] IL-1
HEA - BN E RS A LA s L R
& o SRIMAE R Z NADPH 48 4L B EWE AT

NLRP3 NLRP3 # {48
| |

LRR

NACHT
ASC

PYD el Q -
ol
CARD/D
O

Pro-caspase-1

Activated caspase-1

’ Pro-IL-1B8 ‘4 IL-1B ‘

B— : NLRP3 S 4 BEAVARRIE(L * - NLRP3 B % 88
ZMHNLRP3 (85 LRR » NACHTF1PYD) » ASC
F pro-caspase-1 ={B DA - LL=EPH S
HEEEFEMFELEE - B caspase-1;&(L »
&R pro-IL-1B AR BIEMAYIL-1B o

PAMP/DAMPP

FEETINR

\\ ATP P2X7 Pannexin-1 /?{F]ﬂg
\ " [/ |
ﬁﬂﬁiﬁ—'%

NLRP3/pro-IL-1

B : NLRP3ZE X BSHDSLHH o
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IR rh R EE A E R it

AL EHEEE JRRA B P e B B R e TE L
TXNIP T I NE AR I 1y 2% S BTG A L

TR 8D HEE TR #&P2XT 752 %3 5 pannexin- 1 BTG {L
PEHE T ED FEHART 5T RS2 152 2%

B RS BVERERERRY cathepsin B r e R L el

HoAR g PKR EEREE R AEINEL
GBP5 RS FEE NLRP3 {HAL

ZF : PKR, RNA-activated protein kinase;species; TXNIP, thioredoxin-interacting protein; GBP5, guanylate-binding protein 5

Ml - TL-1B Py EE AR AN 325 % - LSRR B R
AEr s L AT REAC H9F NADPH S {L B H
EIEMESEAEY © o Thioredoxin-interacting protein
(TXNIP) K thioredoxin (TRX) #&& %)) I
FOERIw - RCE Rt T AN A (/B G
MNP L AL - 2 TXNIP BEfig TRX -
ifi TXNIP FIjBd NLP3 #5468 2381E 7 -

A 52 4L e A M £ P oy 2 i ATP 2 A
Gh - R EEHIIE - ATPBd P2XT7 £252 25 (b Fy
ATP 5248 ) ey » HBQH AR S BLELER
FUNLRP3 % & f8 » (@ BEIL-1BAYE 4= - T8 e
B RAGHIHALA B3 2 #EH pannexin-1 (—fi &
PP SRS ) - Rt AT P S
THMR o PN #EE -SRI A TL- 1B Ay
éE 5.8

W oE 2 B - A A B Sh 85 B 7 Bz 82
7% (extracellular-calcium-sensing receptor, CaSR)
JRFEZIHHN S Y #5181~ 2 % W] DARE ER a2
e PR 675 B - 3 R P 0 2 9 A A L P eyelic
AMP(cAMP) YR - 2KiG{ENLRP3 5 28 4 -
1 CaSR & 3 £ G & 1 &k g % C(phospholipase
O) it - LLEG S BBl AR R R BB B 1 1E
"B £ i B T 2R A B AR TS AL NLRP3 3 ¢
2 o LLOh - MU cAMP H] DAIAITNLRP3 E £ 4
& BEHIHI R RIS - KR cAMPHY
TS - B B R RS HIHI(E R > o 55 264

FE T E5HE TR cCAMP Rty R

A bryAt -

00 B b ATP % {LNLRP3 % & #8 75 5 H

% %5 & 3 H 5 (guanylate-binding protein, GBP5)
HITFAE - (EAZ MRS SUE shim LB R iAo
7o RHELBEEMAEY 5178 E GBPS W HE
Bl CARDIRE@E G HHAMER - 76 GBPS KK 4]
PREVEZ B - ER AR - TR
caspase- 1 {i PEREE fe IL- 1B YA H KA TS -
4 GBPS LI FEA NLRP3 H i< fE » [K|GBPSE
G e S R NLRP3 2 RIS Rym k> -

F H 8 ¥ B R(protein kinase R, PKR) » &
—MHEER; RNA(KIRIYE 3R - A HREER
H2HE{REINEL - 2BNR—ETERFEE
HIEEHE - FE =& R H (high mobility
group box, HMGB) f& g i 57 Y BE i - PKRAE %
RETEACR e B B RR L - HIHI PKR A S 1S
T BEER R AGRER S ATP » [REREHS ~ 88 KUK
LeyniEie” -

BRI ERRR (R2)

— ~ Cryopyrin 48 8 [& H 14 fiE 1% #¥ (cryopyrin-

associated periodic syndromes, CAPS)

H i85 &R (autoinflammatory disease) 5&
FH McDermott ¢ A 1E 1999 47 i 2 HY 1Y 92 975 #%
=20 B IR R 2 B B E 2R BB A
#8238 2 s Bl S R R AN [ BE AR R T
Tl AR - e E eI A A o i E fE e
T T HEEAE - (EERENR RS - HiE
ARNELFE 7 =k ~ B8 ~ BHENRE ~ i TRRE s E
% 100 CAPS 5 1% FHES 2 5 43 7l By FCAS ~ & -
T ICAEMERE (Muckle-Wells Syndrome, MWS) ~
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I BRPRZREL EAZERBTARRIIA  BRRMESELBEH]  TL-1 HIHIBRGR E
A i NLRP3 BT i

rr e i BG5BT R BRER 2 NLRP3 TR B
YRR BRET R EL RIS NLRP3 MRS AR
RALPERRET R IR Al W MRS
BHRIGIERRIERIEI S 1B TERE R R W MRS B

JC A B R R 2R - BAATE W MRS ESEV
HIECRE RAENE - MR 0 35 W MR I ESEV

T <y S S BZ R BRI BITAE o€ £ (chronic infantile
neurological cutaneous articular syndrome, CINCA)
FEHE o 38 S MEE e R e AR R T H B
18 ME=EWS Kk B - TR 3 4 1 SRR R 5
[K1Z¢ 48 i NLRP3 3% 7 #a ot [ 75 1k - B E806E
& IL-1B MY EE AL - fiE 5K &% 8% B Y CINCA iE
A AL ZR R YA RIS = hie
FRBZIE ~ 18 P 1 I 2% 5 R e S 28 i B 47
AR - ST R A B A R B B REAR
EAT R foe th oy Bl IR MRS - MWS A &5
L T e RS R R B B AR - DU - H R
e L M R IORy Y RRORE B 2R SESR %
LR FCAS - HRF Ry 52 254 1 5 38 =25
RS RN & A RS IBR B AR R
TR 1 - AR A2 AR CAPS HIE A
B4 NLRP3 85— u] GEAY ARy 5 MLk
() NLRP3 ## S AT HE AT ik & #2 AV 1S D (somatic
mosaicism) » £ — T2 BT 26 {7 FEHE [K] 58 5
IR > 70% 199 A5 NLRP3 feilligiz & #2 iy
EE% 12

R TR B =SS - ARG [
TEREZE R FRIASR » G2 - —ETBERIJE
[A] /& NLRP3 5k [K] 22 8 - [8f {1 $ ATP J2 §5 7% 16
B {EL B S cAMP I B A UK - B2 NLRP3 ZhRE
iR o G 3% I8 HUR CAPS 199 A H AL BRI 44
LB FUIRER SO AR & - BRI LPS R
HIERIL-1BHyEL: - HFFe 23 CAPS IR A
Y BLRZERAE R Z RIBE O N & H B om i % 1y

IL-1B - 1f1 45 NLRP3 K& [K] 58 52 19 /)N B 8 2% e ik
CAPS » HERRIENERE =B MR R ~ ERER
EWERRR >

2003 4 Hawkins <¢ A {5 F anakinra (i HFHE
— ] f5E ARy IL-1 A AyG R AL MWS i
BEMHESEBN A EH - BERFC T # IL-1
N PR A B E R B
HZENLRP3 2 K AW o E5 — R 5
anakinra $/NIRF Y+ 955 RELHY 38 2 IR HE B ISKOB]
TR - MG AR A EHEAE=RA
BIEH » B —XKEEW IL-1 1F CAPS HE
SEPER AT o 2B AR ER R 92 40 38 B
CAPS #y9 A LLIL-1 IR - 40 IL-1 324545
PiH| anakinra ~ $T IL-1p Fifie canakinumab 5z 44
sy IL-1 Trap 19 rilonacept J5 5 » #5Z fEH R H.
A AT, CAPS R /2 H TL-1B Pt/ 2 4R
(g1

1 26 B8 28 2K i B NLRP3 KL [K] il [ g
B+ E A A HE R R A%+ S L1410 1
H BRI IE » 35 L5 A1 B RS R W B ik 2
(mevalonate kinase deficiency) ~ Jii #5 12 7% [K] T
RS FHRE Y EASE s BE (TNF receptor-associated
periodic syndrome) ~ b I5 4 i B {4 B B 2%~ 2
T VENR BRI IEE B EE (pyogenic sterile arthri-
tis, pyoderma gangrenosum and acne syndrome) jz
KMy # (familial Mediterranean fever) »
18 i SR BETS 18 SR fi B 2% 8 1 A TR e A T B2 A
%o (BB RBEEIL-1 AR - Hhx
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et — R R = KR
PROEEEIERIIES - DO © BRI RS -
I B 2 S PR VOB - L R TR
*F pyrin [ ERAY IR MEFV ZE2H73 [« 5T
WFSCHEBL » pyrin B SR HE SRR R
¥4 pyrin BLASC 7 2 4 7L (P + S IIL-1189
AL, pyrin A ST BUSE A M O —
53+ Bt pyrin SEERIZS GBI 226 -

— - IEEERIRIEI A

PR B o B8 - FE 1% BB §5 (calcium pyrophos-
phate dihydrate, CPPD) k¢ i 1 % B $5 (basic
calcium phosphate, BCP) ¢ KR %% JI0 B2 G
Bt - AR R ER R - AR RIE -
Martinon % ABFZEEEE T NALP3 GEFR A CHl
MR Y R R SR iE B8 NALP3 238 Th (L -
TET A5 TL- 1B BRI » 5 [ R E -
15 AT NALP3 8 5 5 78 FR R i e 278 23 JRU AR i
BERAEPPEE BRI D o IR
fe + CPPD =& BCP JI| it B WA - HIL-1BHY
PEAE T EINLRP3 5 R B 774 10 S diniy
WFFERE R+ EEERIR - FAGHEE A IL-1 HIHIAE
OB BRI - A R A B IL- 1 HIHR A LR
AR SR USSR R A EAR - EE—
WFICER s - B0 =R TL- 1 4030 S5 A TEBA B
FH IR ERZEY9s A ey R F - R Rkok
IlZR KA R T R REY R BARA - H
S RGBT - HARTTe e
A~ IL-1 I A %0569 CPPD 33 HIBAET &
K BCP A2 $5 LA 1810

~ FEEERET X
H i By b+ %8 R 3R BA B 2R 9w R A 1E
+ B AR {5 P TL- 1 411160 5 2k 36 o o o 47
K0 BEIRCR AN AN i B R - U 2 0 (E
G ERERIOREIER - KIHUHEE IL-1P AR 2H)E
REET W R E —E Mt HItHEER R KR
PR H A -
1E B & 5 80 09 o 98 % 3 & OFNLRP3
(Q705K) J2 CARDS(C10X) £ KX % L 1 » Bl X
RERET AR B M R B A R (BAE

o<

K k489

I8 5 2€ FEPE ni A I S AN L 2830 ° - ST Bt
FeREH - fENREI RN BURBIET WA - HE
3% B A R vp B 2% 25 48 5 B Y L (K] (ASC, MEFV,
NLRP3-FL, NLRP3-SL, CASP1)75 4 BH B (1 32
B (RS - Y S ) e R SR 2R R - R A B 9
W EreE ke o
BB AR RE R R ET S - SR BERIHk
B S B B R 1 52 8 - B B B B R i = R L |
FOAR B B o 0 5 2 7 (adjuvant) 52 B R 25
(collagen) it &5 %% Y Bl i & » 1k 4> NLRP3 5
& caspase-1 #Y /] B L B i STE ARV A T - H
EASCHRZHY/INE - HEAEI R A REHSEE
iE thET 2 R ASC S B 4 Bil 8 A 8 il B Y 70.0%%
AIRAEF 21 - 19HE - £ ASCERZIY/INEL - PR
5B I E AR IR ES ER B AL AR R 1B I - (R
BIFEHATA R H—Piig R G - Bz
ASC# A HIB IR o B — Pl i e 2L ny B Ef
KRR o WFgeEs Bl - IL-1B 46 K/BxN i
i A X o SR T e e A = it B BT R Y T
R —E T+ {H caspase-1 152 BRIET 4
BEES AR BN IEREE R IL-1p1HY
FELE -+ (H 2% RS0 8 W B B R 1 3% FR T E &

S -

R{EMRET

i B AR IL- 1B BER AL R BT R B
58 IL-1BAEEVE P Fe 3 B kS 20 G
HITER » HZGRALE B A % B CPPD Jz BCP i,
HEERCE DA R - e i em bR
e A A 28 e e - 5 [RETL-1B Y3k - 2RI H
HIT 0 A 58 TL-1 BTG R 9E - BE
Ea s S 2 R ANHBHHE o 4 progressive ankylosis
protein(ANK) iR Z 19 /]~ B B B R AR 2+ B IX
47 (hydroxyapatite) i fe 90 % & S 2O PUR L
BRI ARG 4 - ANK B NLRP3 [A]HFER A Y
/NEEL BRI ANK R Z R/ NEL B - ELRAERT 2
Je L PR 25% » BRAS SR R R GRS [ 3R
LHERET R A — 2 At - fE—HDAHES [
e R LA E R - FEEEHIIKEBEY
iR Z NLRP3 /2 ik Z IL-1 » Hik g R{LAYE DL
L EORH 0 RS 22 52 - DFE S — 20 388 -

|
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1ESRALE B A A A WO 1 o AT B ELIE TR Y
NLRP3 + ASC J; caspase-1 » {HAIZ(EHIF]| HH
TR IL-1B « SE st LR TR L M BT A
ERALEIL-1 KB A B TE ML AR 2 -

h ~ 5 RN EEERIET A

2 SRS R Ry 28 ERAER 22 (Systemic-onset
juvenile idiopathic arthritis » sJTA) & —fH 25 4 7F
E - BEEWEHNESRRMEER - BIUE
4y e B AE A A B B AR T % H B4R - &
i JZ 9 Be % BN - Pascual T A AfFSE 15 H - sTTA
o REL I Hh BEA BRYE A 2% B R A LA
AR E 1615 -1 » BHIRIL-1 7R sITA B9 BUR
PRI R SR A 020 o {5 IL- 1 SR VG
SIIA » ZHZERE ~ [ KRBRARI R LB - H
s AT AN EEY) o B 2RAV I T AE BORER
73 sTTA Jog FELGE FHY TL- 1 HDHIA G - AMEDCE
SR S BAEEAR AT A K SRR B & L
fE ik P o TR IR b B B e RN 1
R o IL-1BFEKRER S0 sTIA Js I I EE LY 79
- (EEHFTRIE - sTAZNEA @ ERYIL-1B
TIAELE - R PICAPS 2 K S AHEAHY
B KRR — PRI SEsITA R & -
B BEFR S B IR A TL- 1B A AR Y SEH -

7N~ A R E R CTEIRRE

e A 52 B OIS E & B (adult-onset Still’s
disease) & —H#H A[{Z L% Jim s B AU R IR
2 B AN A (K] 28 ey B B K] » HLERIRRF
FUEREMEERE ~ JZRRLE - B B SRR i
K~ VR - MREAEER ~ FRER - Bi=E
F A SR AR RS M M ERSS0 ~ H2h
RESLH ~ KRS IIRERINS » LR R
i IR B 2 B U S A AU R 38 R BR B R B H R R
PRI AHBEAL o I FP A M 38 TL- 1 SR REAE s th
GRG0 o FRIRE — MG IS i
ol TL-1 0T - BB ER 43 9 FRIG A X
HIZRERGE » LB v s 2R - Kt
BRI SR T IL-1B AR S i FOE f¢
HEA R ENAT - RAmMEEHRTRIE - 3
REAE BN SO FOE R A T RS -
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+ + BEKJE (Behget syndrome )

L 97 91 3 i 8 HE {58 P TL- 1 0 S A
e R A Yy R PE A R AR T R K i A
TR BIA NLRP3 L RIRY S H - B REISEHE R T8
FURR R H 2R IUE B0 Bl KRR KSR H R -
PEHATRER R A 2 B R AR AU BT RS - FEE Y
IERERETE RS > -

FiEiam

TEWFFECAPS IR » 575 3 SRR MY 38 30 )
HiE{b caspase-1 FEA IL- 1Al IR » BEERAM T
i RAR IR TIE R R Y E ZIHE - R
REGBERARGIZ T AR —E 53 - HAl
Foib - ) L- 140 BI76 58 CAPS Je i Ve B A
BB RAL - SR T R R B NE W E B I 2
TSI RE - fE BRI 2 R e A BRI
P S - R B AR B 2 AT AT B i
(58 - (B A NLRPs i KA T A RIS -
HAZ BB B% T 2 A 17 1L- 1 B AT 352 75 S AT
BRI YRR IR - DUR B B ass Bl 5
B8 - LEOME RBSAER T 2 Y RR R A TR
e - BIRFAR KA B 2 Bl R e fHR AU SERE
fir g LERR I - tFFRE R AR 2 TG
B -

Z2E R
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Inflammasomes are multiprotein complexes as a platform for activation of caspase. Upon microbial or
endogenous stimuli, inflammasomes are activated and trigger the maturation of proinflammatory cytokines, such
as IL-1 to initiate innate immune defenses. Inflammasome dysregulation has been implicated in the pathology of
inflammatory diseases. Two representative diseases are cryopyrin-associated periodic syndromes and gout. Both
were effectively treated by IL-1 inhibitors. This highlights a prominent role of inflammasone in the pathogenesis
of both diseases. In addition, inflammasome may be mediated in other rheumatic diseases, such as rheumatoid
arthritis, osteoarthritis, juvenile idiopathic arthritis, and adult-onset Still’s disease. In this article, we review the biology
of inflammasione as well as its role in the pathogenesis of rheumatic disease. (J Intern Med Taiwan 2014; 25: 333-341)
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