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A R BEF
R FCE S e 30— W TR P B2 BT IOOT, 1Lt 100048)

WE  RAEE A (inflammasome) & UK N —H B R Z E AR G, AP RE AR (caspase)-1 iHL AT RN &,
¥ A/ # (interleukin, TL)-1B3+ TL-18. TL-33 {2 2 AU 7 BN LR idith, S5 RKR G REIRIG. RS & SR L4
R4 AF 32 44 (nucleotide-binding and oligomerization domain-like receptors, NLRs)A it 3% P 5 B2 (KR 20U 5244, R I 2 1t 9 96
SR =) B AR YE R, AR SO B SR A1RE, R 9 S S A% Loy . SRIR T 980 52 & MR NLRs WFFL Bk

B LA RAE SN A A

KR RIERAN, REAM -1, ANE-1B, KA
ZR9ES R392.1

KRR e I 25 2 WU S A N AR ) 3 —
R, Wk G A, ARG S =
L I A W P LR A PR A ) $E
TR KRNI S A, 2 Jeilad 73 4 g A -1
VAL TR - BOm SR I S ie R e, A ERIR e
JHORT L PR SR 1 5 Aot e Bl 2 40 S EG P A PR AR
AR T B WA AE I — Rl “ SOE R A1k
(inflammasome)” )% A 2 AN, RAER &K
B TR IR AL, TRl TR 1 H S AR
I N O, 3 A BE K AR 1 (cysteinyl
aspartate-specific protease, caspase)-1. caspase-5 45,
BE—5 1% 3 [ A & (interleukin, IL)-1B IL-18. IL-33
e 0 PSR | I /9 & 1 R S 7R 23
AT RAE SN, FrL BT R, RAER SR
RS B R A M G g o B B AT B SR P24 T
5 IL-6. IL-12 (50 A%, SE MG B I T 40 g
(T helper cell, Th) 1. Th17 J 75 ¥E T 40 i %
PERL HC T BEAR A NS 22 il RIG H A A R e M
PURMK S AT R . AR BOR 2 I BFIT
R, FRER B AARAETRIR G [ N R 45 A 2 G
LA

RAER BRI caspase WAL T A/ 1K S NP 65
FUAT % e 2 AN E I SOE R A48, AEARBC RAE
HEEKZRE AR, R & RN
}J15k (nucleotide binding oligomerization domain, NOD)
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F£ %2 /A (NOD like receptors, NLRs) K W& % o1, AL+
NALPs(NACHT, LRR and PYD containing proteins).
1/ % ¥ 1L ¥ (interleukin-converting enzyme, ICE)
P X1~ (ICE protease-activating factor, IPAF). #f
2 7 I T $0 Wl 28 1 (neuronal apoptosis inhibitor
protein, NAIP)%, RSS2 A0S S RN TS
IR RAER AR S DIRIRENC, A B RE B BRI
AR RAER G ARIIBESUIR T X “ KIRIERS
HARRIELR AR AL . W50,
FEV BUBIIRA A G (AR AL B, IR R]—
MNEERURAE T R, RN “IEA TR A
B RIELEGE -17 (cold-induced auto-inflammatory
syndrome-1, CIAS-1)%E K, H g 5 25 11 4% F% 0
cryopyrin (% &5 T B i NALPs X & 22 1% i
NALP3), B RIS PRS2 )L R K O 1 255 fiE o
NWAFAELIE R 5 AW, G PR, 1% &
SO A e A B TA] R A TLAE S LA ) pro-
caspase-1 #1457, X pro-caspase-1 Jii T Fl ¥
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JER EBEET, 2002 42, Martinon ZEBEE T — 4 H
NALP1 5 i T AH 5¢ £ FF £ H (apoptosis-associated
speck-like protein containing a CARD, ASC).
caspase-1/5 R B 2 8 A 2 &4k, 2 E &4
caspase M) ¥ UF AR W E B, JF Modr A4 A
“inflammasome” (FAE R ). A ST RAE R
RN NLRs AT 7R S A JERE B W (i T4
—RiR.

1 ZERESERUEMEFEZRINEN
S

NLRs 2 ffd 2% Py — 41 22 (1) 155 5100 52 14
(pattern recognition receptors, PRRs), ZEHLIARIR 7
92 N R R HE SRR R D g . 20 HE20 90 AR,
Janeway SF4EHH, 7ENUAIRIE RS T, S H5RAR
G4 B rT @k PRRs B R AR 4555 2 A4
T B E IR0 B AH G 23145 X [pathogen-associated
molecular pattern, PAMP, 45 41l B [1 i /K 46 & )
a1 fig % ## (lipopolysaccharide, LPS) Il H g5 bl . #5>%
WH VAT 118 S SR AR s gt e g A B B 1 22 B 45 1 DA

kB8 EARG ERAE S Msies, HapUE g
B ) N PRRs GLFE PR A Toll #5244 (Toll-like
receptors, TLRs) )15 15 52 A4 R 4% #5 A NLRs 1) )il 2
WAk, HATH T TLRs AT 8%, S AR
S A0 b B AR P [ A BR S PAMP, 5 T
AT 5 RGP ROV A5 5 18 B 0E . NLRs 2T E K
LI MK PRRs 28 1K %, 5 TLRs AN[A], NLRs
B TT A 40 M 2R N A ) PAMPY,
A2 NLRs Kk AMA 23 MR 1), S5
YR LD BRI, NLRs 4r F45M e 1 s,
IL C i N2 E R )T HI(LRRs), A& —4~15 TLRs
JL A BEAH [ 29 20~ 29 A28 Ik 1R 5k 3L P 471 11 45 14
. LRRs 1R RETh S A9 J5 sl i i p 9 ) 2 17]
A - B TR (T - B /IR A EE AR
WH, EVFE BT TR T B3, fEiEKZ
FEG PAMP s AREC A R ¥ 5 4EH]. NLRs
I3 BA NLR & b JEA REAE e S5 f 3,
4 NACHT, ‘&2 47 T NLRs Z % i 71 o ) —Fh
gERI8, NACHT 18144 FR M LU AH G20 145 5 i 7T
B 1 2 ANFREPHE R : NAIP(GRHZE G T3 2R

Table 1 The human NLRs family
%1 A% NLRs RIEH R

NLRs Paam ey HoAth iy 44 7720

A THiNEY

NALP NALP1 DEFCAP; NAC; CARD7; CLR17.1 PYD-NACHT-NAD-LRR-FIIND-CARD
NALP2 PYPAF2; NBS1; PAN1; CLR19.9 PYD-NACHT-NAD-LRR
NALP3 PYPAF1; CIAS1; Cryopyrin; CLR1.1 PYD-NACHT-NAD-LRR
NALP4 PYPAF4; PAN2; RNH2; CLR19.5 PYD-NACHT-NAD-LRR
NALPS PYPAFS; MATER, PAN11; CLR19.8 PYD-NACHT-NAD-LRR
NALP6 PYPAFS; PAN3; CLR11.4 PYD-NACHT-NAD-LRR
NALP7 PYPAF3; NODI12; PAN7; CLR19.4 PYD-NACHT-NAD-LRR
NALP8 PAN4; NOD16; CLR19.2 PYD-NACHT-NAD-LRR
NALP9 NODG6; PAN12; CLR19.1 PYD-NACHT-NAD-LRR
NALP10 PANS; NODS; Pynod; CLR11.1 PYD-NACHT-NAD
NALP11 PYPAF6; NOD17; PAN10; CLR19.6 PYD-NACHT-NAD-LRR
NALP12 PYPAF7; Monarch1; RNO2; PAN6; CLR19.3 PYD-NACHT-NAD-LRR
NALP13 NOD14; PAN13; CLR19.7 PYD-NACHT-NAD-LRR
NALP14 NODS5; PANS;CLR11.2 PYD-NACHT-NAD-LRR
Cardinal TUCAN; CARDS8; NDDP1 FIIND-CARD

NOD NOD1 CARD4; CLR7.1 CARD-NACHT-NAD-LRR
NOD2 CARDI15; IBD1, PSORAS1; CLR16.3 CARD2x-NACHT-NAD-LRR
NOD3 CLR16.2 (CARD)-NACHT-NAD-LRR*
NOD4 NOD27; CLR16.1 (CARD)-NACHT-NAD-LRR*
NODS5 NOD9; CLR11.3 X-NACHT-NAD-LRR

CIITA CIITA MHC2TA, C2TA (CARD)-NACHT-NAD-LRR

IPAF IPAF CARDI12; CLAN; CLR2.1 CARD-NACHT-LRR

NAIP NAIP BIRCI1; CLRS.1 BIR3x-NACHT-LRR

NOD3. NOD4 &1 7—ANJE L CARD 45444
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Fig. 1 Domain organization of NLRs
Modified from: Nat Rev Mol Cell Biol, 2003, 4: 95-104; TRENDS Immunol, 2005, 26: 447-454.
Bl 1 NLRs ZHIgi4H R
NLR 43 ¥4 3 FRIEA I A5 K3 LRRs 45894,  ELEHATHRMAPUNECAR; NACHT Z5ktk; N4, & PYD. CARD 33 BIR 454k,
(M4 H: Nat Rev Mol Cell Biol, 2003, 4: 95-104; TRENDS Immunol, 2005, 26: 447-454)

F1)» CIITA. HET-E 1 TPl. NACHT X 4§ 7 4
RNFEMEE S, Hrf ATP/GTP fig 35757 P 3AF1
Mg* &5 X, NACHT [X 55 8 T 85 [ B i 1
(APAF-1) [ 1% % 45 & X PR LR 454 (1) ARC
X (NB-ARC), HAT[FEIJEME. NLR 211 N %ii 2L
NS5 R I, FEE MRS A ke R R IR E 5
¢k} 39 (caspase recruitment domain, CARD) 8} #\ £
1 45 #4358 (pyrin domain, PYD), IhRE/EHF NLR 5244
Oy RN U R 1 SO N o) R R I,
HEME NLR 4375 LRR XA NACHT X H )ik 7] R
A — A~ NACHT # 5% 45 1 3l NACHT-associated
domain, NAD).

4l NACHT () #I R Zhfig, NLRs KAl 4
HNEMWFK BT —NALP. CII TA. NOD. IPAF Al
NAIP.

1.1 NALP T 5%

NALPs .45 14 ANl ih, J& NLRs 81—
KRBV, H N & A4 PYD g5f3, L
FEREIF & NALPL 4 T LRR 5%3EJ5 04 — AN FHin
[X_ F Il ND(function to find, &g AR B)LL & TE R C
Uiy ZE {1 (1) CARD 45 #4938, NALP1 & X % v i —
— /A4 C ¥ FIIND-CARD 45#J 14> 1. 45 &
4, sl F I ND-CARD RIA] A4 e — N Fk
CARDINAL f##:3kE A (B 1).

1.2 NOD I3 j&

NOD J i1 X Fx NBS(nucleotide-binding site and

leucine-rich repeat)8{, CATERPILLAR %5 [15J%, 4k

H 5 b, NODI-NOD5, NODI A1 NOD2 A4
TR APAF-1 A 2548 [Rl 51 45 2R A
NODI1-NOD4 7} 1~ N ¥ 7 47 CARD 45 #4451y
NODS5 AJ fig M7AE: CARD £ 1.
1.3 CHTA Rk

A 2 CARD St 1 A EEA LA
PESE AR (MHC) 11 2643 1 I A0S 8 1 (class 1T
transactivator, C Il TA)#)¥& 1k 45 £ 3k(AD), CII TA
7E MHC I1 5L PR e s 2 o 7 2 — R Lo e
e,
1.4 IPAF TFRik

IPAF & — A & 2t 3 CARD. — A0
NACHT #1—A C %f LRRs, {H'&H/b NAD, Kt
5 NODI1 #1 NOD2 AN[A]. #afikiE, IPAF 5 caspase-1
DL Z M CARD H K, EREIIT caspase-1 b
fEFik, KU IPAF-1 35 7 KA.
1.5 NAIP [FRik

BI{fi A B A5 CARD B{, PYD 45 K58, NAIP 4
J& T NLRs X — %%, B4 B ) NACHT #1 LRR
X HA S R A AL, A48 CARD 1 PYD 1)
J& NALP 2383 (1) 3 ANPERR ARG 25 03 140 ) 2
& J¥ %1 (baculovirus inhibitor of apoptosis protein
repeat domain, BIR) [ &5 435, ‘& AI1HEHIH caspases
.

B BRI AN, ROER AR R L AL 2 A
B3k 8 1 ASC. cardinal M2 -5 PYD 4544
B 1 (pyrin) % ASC 255 T NALP1-3 £



*132- SMFEEMYIRER

Prog. Biochem. Biophys. 2010; 37 (2)

HA R IPAF RAE R G AR A BOF e i g 8
BLHE AR U, (HE IEA S NALPL 25E & & 14
LB, ASC A TR 195 DM ARk
H(E D, HON g & A M B R 4 B (pyrin
domain, PYD), C ¥ 4 caspase %i £ I (caspase
recruitment domain, CARD), &£ 5T (55
e PR EZ M. ASC AE 40 B 3 1) —Fl
FEEE RN, H CARD 45 M8 /& 550 45 1 3k,
1M PYD 45 3l )2 S SR 4 e ek, 1@ caspase-1 3
gAY BS540 7R T CARD 45 #4381
SRS, 1L caspase-1 15 ‘5 i@ 2 K PTG LA 1
YEM. ASC H1 NALPs 2 [8] i{4E FH 4] 2 7F NALP1
ORI, BLAEA L NALP2. NALP3 Fl NALP12
SV (S SUBER IV NA SR SR SE A

2 REESHRBFERESHE

caspase-1 & A I B HH 2O0E 5 A AR 35 1l
WA Z0 P A 1 SR IR0 . NLRs S5 i 01
HAT—A LRR &5#58, %45 58T %) IPAF 4 H
TANHITh e, BrLAz485 M) NALP A1 IPAF #f LA
TR AAAAEN, HH AT HEDN NALP JUF7 A0 N 4l
O BORE TR R - 5 3L LRRs 45384 & 5 A &
Weidtl, JFKOAEAR B RS AT IT . PYD ik
ASC 254 caspase-1 WUH AT IL-1B A2 (14 2).

RNE A AT IS 41 P 22 PR 4 7 ) B AR
WG, S E S RIS Re 5 caspase-1 7%
AN IL-1B J3il, IXEEA5 5 IF AR [R]— 2E

LRR

PYD !i e

ASC l
caspase-1 AL

Fig. 2 Proposed mechanism of NLRs activation
Modified from: Nat Rev Mol Cell Biol, 2003, 4: 95-104;
TRENDS Immunol, 2005, 26: 447-454.

B 2 NLRs &R R REHLHI
04 H : Nat Rev Mol Cell Biol, 2003, 4: 95-104; TRENDS Immunol,
2005, 26: 447-454.

HAEERGER2). AR A PAMP 1 % RAER &
AW caspase-1 I ARIEAL A PT AR, caspase-1
TEASE T R I A B8N IRASAR ], A I 5 S50 A
Torh, A AT BAE T2 A [ R SO IS
A AT P AEIL E A IR, VD TR G R JE B O
F PRI 4 NALPLb #05E 52 A A Sk IPAF %4
JiE S A ARG AL caspase-1, AN [A] (1) il B35 AL LAY
BT caspase-1 PG HHE 2 KA &%, H
Il DNA 2. 4o Fimfh . g0 s e, ik B
W40 . B SR 40 B caspase-1 4 g i 3ok 2
Bl “pyroptosis” M. 85 & A 4K SZ #- RIS 1L
caspase-1 155 KT K WV 55 pyroptosis 1ML H
WA FRr it — BT

Table 2 Stimuli for inflammasomes activation

x2 FEREESKFELHRIMES

RIS G

(EREEUIES

NALP3 #AEHE & 14 PECK SRR

ATP. P2X7 % A HAG#, JE H F T 5 % (nigericin), ) 2 14 # % (maitotoxin), 4 #% (7 3] 24 Bk
(Staphylococcus aureus) FAEANIIGEZEWIRFIR (L isteria monocytogenes)

5 U KRB X (gout and p seudogout) 45 i «
SRR EN (monosodium urate, MSU)FIEE# R4S — 7K A5 (calcium pyrophosphate dihydrate, CPPD)

NALP3 5 IRAL

4% RNA; R837 il R848

i BERE - Jik(muramyl dipep tide, MDP)

= hifFL A 2K (trinitrophenylchloride, TNP)
NALP1 RIEH A4 IR JHEUHE 7 2 (anthrax lethal toxin, LT)
IPAF #AE S A1k

WE Jili 22 [41 18 (Le gionella pneumophila)

NALP2 #AEH & 14 WUEPERC A fr it — IS

AL FELD T (Salmonella typhimurium), I Q&5 (Shigella flexneri)
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HAT C%E 2 MO E I RAE R S, Horp
YL 2 145 NALP1 0 H A A F NALP3 4 E
AP (] 3). NALP1 480E 5 4 4 B NALPL,
ASC F pro-caspase-1/5 14 i, NALP1/ASC/caspase-1/

caspase-5 7EIH LG O N LA T 106 u IR AW
NALP3 #IEE A4 NALP3. ASC. pro-caspase-1
HI Cardinal F M. R M & RAER G4
ER 5 R

NALP1 #JEH A&

(Gapses-Cormn) [P0

NACHT
NACHT

NALP3 #5EH 514

NACHT

%..

LRR

ASC

PYD NACHT LRR
oS [ S

Fig. 3 Structure of the NALP1- and the NALP3-inflammasome
Modified from: Nat Rev Mol Cell Biol, 2003, 4: 95-104; TRENDS Immunol, 2005, 26: 447-454.
B3 NALP1-1 NALP3-KHE € SAEMAR
2% H : Nat Rev Mol Cell Biol, 2003, 4: 95-104; TRENDS Immunol, 2005, 26: 447-454.

2.1 NALP1 XIEEEIK

BT IE , Nalplb ThfEME 25 A7 JE P ] fig
J2 /N B B I 58 2  (anthrax lethal toxin, LT) 5 &%
PEROCEE e 709, SE86 oR, LT PRI R oE
SN BB A (T 129S1) Sk U5 Y B WE 40 M, T
CS57BL/6J G4 i ml LAt [F) 3R ZHE 1 /N B LT B
B RIRIE 2R, %F LT i 52 /08 B2E AT 3 DA 5 4,
SN 12981 /MR VR Nalplb S BSR4 L, /)
BT LT 75 5 1 5 2 e 2 U)W S 3 i 40 71
Nalplb [FFRIE AT LT BUsidE B g fox LT =4
M52, 954k, caspase-1 MV HAE LT Bt Bbg
20 i N B ASI 21),  H. caspase-1 Stk I 40 o B A
FEAERUSYE Nalplb BEDK, &%) LT 53 1) 40 i 2t
o B AT — 2 kP Sy, $27) Nalplb % 5 11
caspase-1 VG LTE LT A5 EWR AN MR A 80 1 B A7

H T A 20 ) A2, A 2K NALPL REER
BRI HAB L 23 T ASC ()3 PR i A 30 29 L 2 )
PR . [FR, AZE NALPL 24 CARD Fl pyrin
ZERE, T Y pro-caspase-1 4L AR FERIER
G AR SL A 2H 43 754K caspase-1, 11T B2 AN G i

CARDINAL, NALPI1b &/l pyrin £5#%5%. Nalplb
B LT BI/EHIBLHILL M2 LT 55 NALP1b AH A 1
T E R A HR A T DS S 1 SR8 H TG A i B
2.2 NALP3 RZIEE S

NALP3 #] i1 2 B JsL 4k PAMP K2 3 T AE
GG 5, TR ERHIESE, LPS. 2KJIE AL JIEE
HERZ . M8 M dsRNA 25351k caspase-1 SHCH T
NALP3. H LPS ¥ C3H/HeN /) [ 75 & & %E X
N, S8R WoR, LPS P 3~48 h, /M EUR 412N
NALP3. ASC. caspase-1. IL-18 A IL-18 % & &
WY1 N, (R KX 2 NALPIb (381, #2278
NALP3 (MM 4E NALPY RIER G4 5T LPS
(PR 8 98 0 i B 19, Mariathasan 55 4R 1, 2%
BH AT T (L. monocytogenes T S. aureus) 1% G4 5 5
caspase-1 V516 HHRE I 75 B NALP3 #AEHE SR
5. EREY0HEH R R DNA 305 caspase-1 155
pro-IL-18 1 Bl 24 IR MM T NALP3 480 5 & 44
NALP3 J¢ ASC BRI i 2k 7N BRUGT T 2 1Y) 1 4R f e
SN kgl BRI R, At ATP il P2X7
W e 52 Ak | kS M P B0 B 1 UK IR R PR AIG 2
NALP3 2 & & B0 1 3 210 ATP )
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P2X7 ZARTEA TS T K R Pud ik, BS
TSI P2XT 32 AR 5% pannexin-1 /5 T G T
T B K ) IS 3% L. BT 90K, pannexin-1 %
LPS 55 B W40 o caspase-1 135 16 A& IL-1B 43
WARH EE, F ke, pannexin-1 ] /5 TLR
Befk LPS [ Mok ] 1 Fis,  7EMISE M B NALP3 iR
S, Jl R A K TLR {5 538 12 10 7 0E
caspase-1, 5lifg IL-1@ B,

NALP3 i n] PR bR IR LA 458 09 S UK £
TR G 45 2, JE TG ATP 2 50 F, Wik
caspase-1, EiF IL-18 B, 15 A KA AR XL 1
PRI RAE) KA R e,

A R R 2 A A RO RN 5 43 it 4 2R
B fu g, AWt #2741 i NAPDH 4 A0 B4k
SO PR RS H I, fil & NLRP3 RAE S
HARIEH AT G HE IL-13 K& 40 #h. NLRP3 RIEHR
Hr R R B LSO P AR R R AR JE R (1)
SCHEPTAE, Nalp3~=7y BB A7 A1 i i 3508 28 4 4
B LRSS, A DR A A Y PRI
2.3 IPAF KEE &K

NLRs £ 1 IPAF 82 i A 905 Tt 44 B A 7€
YPUTRF B B 2 AT AT T35 e R AR S R 48 J
P AR L TK P i AR G A L ] PR
R 51 caspase-1 W54 A 40 M DR IR e, 1T
Tpaf JE DRI 2K 1) W 4 sk 4% E o B 4 J AN 7
ARG RN, RIS R I, WA TV IR R S v
I P2 2 D193 A T P 8 il L PT A M  TPAF U,
B = BEE 1 40 B HAOE caspase-1 [ fE 1 B0855
T S B % T BB EA T E 21 4l Ak BB R 1 1 i
Wiz rI 5 T IPAF HOitE caspase-1 151k, 7R
0 1T B 0 i T R M P R 5 TPAF
RIE ARG I EEL R 3R S OCHEA 72 24, IPAF
X PN B B 1 iR St HL S caspase-1 T4 FF R
W R R B 1 M4 2 4k TLRS Kok M7 (NF)-xB
AT AL, 40w I RN s A )
RENE 4 187 43 Wb 2R 8 (B3 €D TIAF 1R 0 T 2 43 Wk 3%
i, WENIEEARAT IV B0 R ), Hisi R
R FHLEMAERE. BAREDTTIHIES
caspase-1 Vi {L 75 2 ASC HR (12 510, g 41 &k
YL S5 PR TR T 2N caspase-1 35 16 S IL-18 BTk
WA T Ipaf ZME B GARKIBOE, (HIFAW L
BHEARM A IZE. R 2 H AR 5w R a2
5 0] 4 Ipaf 5 ASC R 51 LA S R JiF (1) 25 AL i) 55
] A A Tk — Ao

2.4 NALP2 ZIEE &K

NALP2 X FK PYPAF2 & PAN1, Bruey %4}
18, NALP2 mlifiid H pyrin £ #4572 55 caspase-1
WAL Sk B ASC 445, Nalp2 B 4Lt N ELIR
) e 5 ASC W [m] {2k caspase-1 7% 14 A IL-1B8
(0 73 WA R TS, SR FH RINA 58 A AR AT o1 4% 40 i g 7
NALP2 35 /K7 w0 8 ik /> LPS 5 % IL-1B 43
W AT BERHIESE, 2 S e D) 20 B 9 (11 -
F LA E) B Y (A 11p15.5 7745 Nalp2 5 K47
S, AR AR S A B 3 AT o] S 3 i B
Gt IRATTRE, Nalp2 75 NS 3%l
BEPIAH Bl R AR AR AT . B N NALP2
RNE LGNSy G5 Ky BEAT T ARG 20, R T
NALP2 % E 5 A5 35 A 1R 1 4 AL 1 B A . I A4 A

Pt — .
3 REEFMELRGIEE

Hir o& %€ th 2 RIAEL SRR 1,
EATRENE BHIKT 28 5E 2 S RT3 BC A caspase-1 17
o, FHUIL-18 TR 0. R &5 44 22 0 K 30n]
LLJy Ry Pi2Een: —28 B A7 CARD 45 M3, f45
UL 40 A 25 5 42 [ (pseudo-interleukin-converting
COP (CARD-only protein).
ICEBERG. INCA. caspase-12 %%. 1X468 [ it /&
HHHL5E CARD 410, ‘&A1 CARD 5 caspase-1
(f] CARD A7 & F£ [/ Y5 #£ . 1# ik CARD-CARD £
H, efilmtaet% 1L caspase-1 A1 ASC &Y, IPAF 2
(PRI AH EAE T, AT B ) 48 IL-18 (7242 o —
HH A PYD 45 #3k, @i PYD-PYD #H HAEH],
THT ASC A NALPs [W[J/EH, iX—Rafiiik
1. POP(PAAD/PYR IN-only protein) 5 5 #4445 [
(viral pyrin domain, vPYDs). &5 [ #1555 (P1)-9 &
I3 caspase-1 #4541 [ ICEBERG — ¥ tH
LPS. RN FEIN F(TNF)-a %5 S £ik, TWHEL
B I S 1 — AN 4, P19 i 5 caspase-1 3%
P4 R 45 Gk A caspase-1 7% 1L,

4 REESKFENERERN
41 BEESREMERR. TEMERAE. BHKE
KRz

RAEBAIEAE B B RS . ot ¢
JiE 18 JORE i v A B AR A VR R s S H 7
TR, WARIE, B RIMERREG R > T BOUK AR
IR 45 M E AL Z B O TR A SR A . VM AU 5%

enzyme, Pseudo-ICE).
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TR ERFE I 1) R R A £ DO B e O
NALP3 IER G, BRIEME R RAEM K ES
RJE, NALP3 #AEE AR/t B B E2E 5
0o Jx g ORA AT 5 LPS P EIAEA, ek
IL-1@ RIS, TR G S . A A RAE 2D S5l U
AAE, At a] 4 NLRP3 28 4E 5 A R ROk ifiy 51
caspase-1 JiALHN IL-18 FEM, it Pt 98 ik S Vv
XA Y RO 3 P SE S AT AL RN TR
Ji e A ALY, A AR T S A R 4
257 SORF R T4 35 2 ROR SR e Re 1,
WL, SA%TE zmpl FEDR 4 5= 4 (HED ] fE A
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Inflammasome and Inflammatory Response”

ZHU Xiao-Mei, YAO Yong-Ming™, SHENG Zhi-Yong
(Burns Institute, First Hospital Affiliated to the Chinese PLA General Hospital, Beijing 100048, China)

Abstract

Inflammasome is a multiprotein complex and oligomeric platform that dimerizes and thereby activates

cysteinyl aspartate-specific protease (caspase)-1. Caspase-1, also known as the interleukin (IL)-1B-converting

enzyme (ICE), is the prototypical member of the inflammatory caspases and involved in regulating maturation of

IL-1B, IL-18, and IL-33, key cytokines for the recruitment and engagement of inflammatory cells.

Nucleotide-binding and oligomerization domain-like receptors (NLRs), which detect intracellular pathogens or

other ‘alarms’, promote the assembly of inflammasome. Some evolutionary aspects and biochemical studies were

reviewed, underlining the role of inflammasomes in infection as well as inflammatory diseases.
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