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FAEL L, HIERC Y A VAL Vo Z2RRERIC L 2 e EWE I RE SN EIL, v~ 707 7 —
TRFHER & Vo 2 IEIA R AR A N A A VEEER A LT, EEOEE REAR T EWE O
PEBR 1209 OB CTH B, T4, Fix EREOREICBW T, EEPEHEWIEEbL > Thuiwy, w»
bW L BERHERFEOELEEI/RENTEBY, TOERKEKO—DOL LTCNLRP3 A ¥ 7 5%V —LLI
ENDH 7% HRSERBAER SNCTwab. NLRP3 A ¥ 7 9%V —Ald, /8% — VBl HihTd
AHNLRP3 & 7575 =41 TdhhASC, EHIZZFDTRMDN A/)N—X -1 #FE LIZEER» LR,
ZOWMACIZ X o> THRD BRI A4 b A A > THDHA & —104 %> 1 OFERMEDSHEATIA L 710
LYV TENTHWMEND Z LI ) RIEXERT 5. 04F, BRI Oige, 8B, Jh)a,
2BUREIRIF, A5 R v 7 FEGERE L o 2ok A e U I AR R A T R 1 BT B MR SE 25,
NLRP3 A 757V —=0%0 L CERINTLLAZEDPHL2ZRY, NLRP3 A ¥ 777V =402
NORBISHT 2R ERIENE 22 2 EMRBEEIN TN D,

1. XIS

PR, BIREEAL R OAIEZE, S 51T 0AE
REME & Vo 728k 4 DI R B O RARIC B
W, RIEDVEELEEHERIZLT0LI LN
Moo TE FEE, LIEA XY b &
2 9 ERE TSR C BB E&ET (hsCRP :
high-sensitivity C-reactive protein) %A1 % —
0 A ¥ > 6 (IL-6:interleukin-6) 72 & D IRIE~ —

H—DOLAPEDSNSL. T2, AL ATO—
KT SETH 5 HMG-CoA #IcHFEESE (2
YFU) RT VXL T YRR
(ARB) 12 & 2GR FO— S AP o EH %
LTV AREED IR SN TV D, RE LI,
FE R 7 A IV A & o 7RIBEIRIC X B g
EYRICRBEINTHEEIL, ~7077—=U%
TFrBR Lo 72 E - IEMBL S AR A1 b
A VAN LT, EROBH L REECAE
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EYPEOPERRICT 2 ) ARG TH D, LA L
N5, 1A EOLIMERETIE, HEEAR
BEYENERIIEG L TELT, T0%
FEASED L HIZLTHI ST SN D DD IEAY
Thole. ZOL) LIFFEAEDOEG L2\ IE
MR PEJSE (sterile inflammation) & IFEL
TBY, LDIMEREOAL ST, AFEEHERR
WARYE, e REBICB BRI EE
BiREF R LTOAZEARENTV S, 5
i, COWMEESIEDO T O —o L LT
v 79 < — A (inflammasome) & IFIE 5
HARGE Y AT A O RIEERBEEEAEHR ST
W5,

2. BRARBVATLICE T BREGE Y —

FARGE Y AT L3R D EE R AR DO —
DTHY, 2011 4ED ) — ROV - E2E L
COF IS N TIURERITERNIC
b o TWBEYATLATHY, HEMRIZ L BIK
YAt T M COEEEMEE L@l k&
DI, EEGEY AT AEBOBELELTY

W R
apoE, apolipoprotein E (7R R&EH E)
AIM2, absent in melanoma 2

HELHEEHEFRLLTWD, HRGRIEY AT 4
X, WEAROEME - SN 88 — V7
Wz (PRR : pattern recognition receptor)
235, IR AR Sl B 9 AR B - X s —
(PAMP : pathogen-associated molecular
pattern) EIHEINZEHY 7PV xBikd 52
ETHEBISNS. TE, 20 PRR O E
ST - AR & B S S 15 R T
%% — >~ (DAMP : damage/danger-associated
molecular patterns) & W -EN 5 fGEREY 7 F v
LR L, WEAEDOMG L WM SSE D&
BISHHFGLTWB I EdbhoTE Y.
FE7% PRR & LTIE, TLR (Toll-like %% 1%)
% NLR (NOD-like % % & ), RLR (retinoic
acid inducible gene 1-like %%4), CLR (C-type
lectin 2 Z4K) &N B, INHIEFENE
WHIIEN T O RIER R/ XY — v 3R> T
L. Bl 2L, Ml LA 5 TLR I3
MO R a7 V2 BRk L, SIEY 7
FVCEELREGKF NF- « B OiGHALE A
L CRIETET A MO AV OREAZFEEL, KIE

ASC, apoptosis-associated speck-like protein containing a CARD

ATP, adenosine triphosphate (77 />~ 31 Vi)

CANTOS, Canakinumab Anti-inflammatory Thrombosis Outcomes Study
CAPS, cryopyrin-associated periodic syndrome (7 V) % ¥ > I HGEBEE)

CARD, caspase recruitment domain
CLR, C-type lectin receptor (C L 7 F »Z71K)

DAMP, damage/danger-associated molecular pattern
FMF, familial mediterranean fever (5 i)

hsCRP, high-sensitivity C-reactive protein

ICE, IL-1B-converting enzyme (IL-1p Z5#if#5%)
IFN, interferon (f % —7 1)

IL-6, interleukin6 (4 % —1 A4 ¥ -6)

MMP, matrix metalloproteinase (¥ bV v 7 AXA a7 a5 A J—¥)

NLR, NOD-like receptor (NOD Kt 7314)
NLRC4, NLR family, CARD domain-containing 4
NLRPI, NLR family, pyrin domain-containing 1
PAMP, pathogen-associated molecular pattern

PCI, percutaneous coronary intervention (FERZAYEEIIRA >~ % —X>v 3 v)
RLR, retinoic acid inducible gene 1-like receptor (RIG-I #Z%1k)

ROS, reactive oxygen species (i T4:EE )

PRR, pattern recognition receptor (/8% — > 20k 24K)

PYD, pyrin domain
TLR, Toll-like receptor (Toll KES7:1k)
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rERTL. —F, N0 FY— A%/
MR\ HEAES B TLR 127 A v A SR OB 7=
EOfEWRY 7V EBERERL T, LA IV AER
DHDHIRA Y —7 21 (type I IFN :
interferon) D EEZFHE L, WEMAOPEKIC
BVvCT\wb, F72, NLRIGMIFBAICHEEL, f&
e 7 Va2 L, BikT a4 79~
V=L EMHEND 5 FEAEREIER L, JEK
B A& &R 5.

3. 12779 )—LEIR?

A0 79< =0k, BRI 7ZFIVERRS
NAHHIZ X > TN TR S, &Iz
H A= 1 OFEHALE T & 2 55T HAR
Thsr (M1) 29 HAS—¥ 113, ILIPE
a2 3% (ICE : IL-1B-converting enzyme) & I
EhCcw7ar7—EThh, FoiEEE

BRI

T 2hai
\ BE / / M%ROS

: (NLRP3) 12750Y—4
(sC)

" prodL-1p e=isp IL-1B GEHER)

&
ms%x*:@

R 1. NLRP3 £ > 7 9~V — 4 DiFHALKER
NLRP3 4 ~ 7 9 < vV — A4 I3, NLRP3 &
ASC. 1 A28—¥ -1 20 LGRS LA N 5
FHEERTH S, ks 7 vz L0 fikest
~NDO K" iR vy —agE, I ha U
) 7H$EDROS #/r LTNLRP3 1 v 75 <
V= ADERLE N, B A= -1 OiEMEALAT
FEEN D, H A= 1 pro-IL-1p % B
PR TIEME RO ILIpA~NE T utky v 7 L
THE AN i S &, RIERERT L, 2
@ IL-1p D A 1213, TLR/NF- « B R %
L7z proll-1Ip & (7 F 1) &4 >
TIR =L L ATy T (Y TF
2) BUETH 5,

FIEVET A M A > Td B L1 DHiBEE (pro-
IL1B : FRIGER) 25l (GH1ER) ~o 7
Oty 7EFEL, GwSEd. )k KE
BEREHZRT ILIpgWSh s L, O
MRS RIERURZ | ER . BRI, IL1
773 =BT 5 IL18 LAROEHEIC LY 7
Uty 7 &SI TRiansl efmobnT
Wk AT IV LDRIETCA, EiE
DIIEBRBTH B 7)) F E1) > B 5 1 BE
# (CAPS : cryopyrin-associated periodic
syndrome) X°ZJEMEH A EE (FMF : familial
mediterranean fever) O JERE(z T O #EEFHT
MOEEREN, £ T7F<V— LW AIRIC
DWW T 2002 4E 12 Tschopp 5 12 & » TEAF T
BizzY. S50, FERBIEIC BV TEERR
FEAE LS A 7 T — A EREEILL TRIEY
BT L2 EAY2006 SEICHIE S, T OMR
PERAE D72 % FHIE—ER 2 05 2
Ll o7z,

A7V —LIEZNLR % £D PRR % & ~
Y—nFel, 78T —45FThbASC
(apoptosis-associated speck-like protein
containing a CARD) & 1 ZA/3—¥ -1 S5
Ehz (K1) 7. ZhETEHmESATND
t =41 & LCTiE, NLRIZJE T 4 NLRP1
(NLR family, pyrin domain-containing 1) ,
NLRP3, NLRP6, NLRP12, NLRC4 (NLR family,
CARD domain-containing 4) % HIN-200 7 7
I —1ZJ&$ 5 AIM2 (absent in melanoma 2)
LEWHY, ZOXUH—GFOLEHWT
FEA YT IR —ADHHENT D, [T
TR — LD TIEV I B 2 0 T
BWOMEEHEZHE) F AL V& TH 5 PYD
(pyrin domain) & CARD (caspase
recruitment domain) *#¢H, FET 1Y v 7
GREEHAIC X VHEERT S (2). #l21E,
NLRP3 1 NOD # AL CHCEAILL, #h %
2RI NLRP3 1 PYD %41 C ASC &AL,
EHIZASCIZCARD #/rLTH A= -1 &
WELTHAREZEBTAI LT, H A=
s 1 N i = N A DU & N 1k |
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NLRP3
Sensor NLRC4 LRR
AlM2

Adaptor AsC
Effector HRIN—E-1 @

NLRP3A275%Y—A

NLRP3
asc (Pyp J(CARD]
#zsi—#1 ([CARD ) (D

R2. 179~V —2ukmT & NLRP3 A >~ 7
AN GVAEN
L1793 —=—2F s —45TFThbH
NLRP1 %° NLRP3. NLRC4. AIM2 7 & &,
TYTE =4 THDHASC, TT 7Y =5
FTHEIAN=E 1 26BHEINL, Th
54> F1E PYD % CARD F A A4 »%#¥H, &
ETAN Y T A E VHEERT 5, B
21X, NLRP3 1 ~ 7 5~ — .l%, NLRP3
EASC S FNZEN @ PYD [ CHEA L.
ASC & 1 A8—¥ -1 BENFid CARD b
T THAEL, THEAREIERT %,

S LT, proll-lpo7uty v 7w iFHEy
b, TNFNOPRRIZELLfEMY 7V %
AL, G122, AIM21E A b ARG HED
MRLIN O 2 REEFZIE % fRik 9 5 Z & Ttk
M, NLRCAZHIHOEESY >V HTH B 7
IV ) eI EELE NG, T,
NLRPL 1 jIH I OB TR WKL 5 12 & -
Tl bs s, —FH, 5O PRRAELS
JEIER D PAMP 12 X o Tt a5
EPD KIS R L TV ollaf L,
NLRP3 i& PAMP 7213 CTld 7 < IR A4 R
@D DAMP 12 ko THFEMAL S, FREADR
LR WEEERIEICB W CHEE R & EF £
LTWw5.

INFTHEZAH, NLRPIIZHEFEEAT D
Gy 7 FN (UH Y R) IZonTiE, 1ZEA
EHSMIZENT WA WA, NLRP3 A » 7 F
<V —AOWEMLICE, O Mg ) T aA 4
Yo (K eflux), @ I a3y MY THE

W ElE A (ROS : reactive oxygen species),
@ FA4VV—sELVS3 o0 EL 2
BHEOWETND, HDHVITEETLIREIEE
ThoHrIEMRENTVEY (K1), F7-
IL-1p @A X, ZDORIFMAD A R A LEET
HbH. 2FN, IL1BIXE L X)LV To IL-18 B
BAEOER (VZ7FVvl) b4 795<Y—24
WHAbIcE 2 &ALV TOTakwy v 7 (v
TFN2) L) 2T, FOMEAENHIES
NTwa, ZOREREICIE TLR 25 NF-
Kk BENT LY 7 FURBIENEY A b A v
BRPODY T F VDb TWE, ZDL
7 2 BeBECORIBIEIL IL-1 7 7 3 ) — 124
HTHY, MWRIEERFEEZ RS IL-1R D5
WEREICHET A ETEETHLEELZON
TW5,

AR, REERSROARSY, ILVATH=)
Wb, TANXAZAN, YA, Ml v v
31~ (ATP : adenosine triphosphate) 72
EREA RIERY TR VHA T T — LD
HALEFET L ERESNLELDIT,
JA R 2 FIMEIRIR, TNV YA —IF, T ANR
M, EERREZ: &, BR A BB B R
RIENA VT I —2% N LCHl&RISh
TLAZEFHLDIZEN, ZOFZ R RIEE
EEIIRERERZ LD TN D,

3. DIERBENLRP3 12757 —L4

BIREI L 22 g & L CEIEL T A%k
R ORI ZE &\ o 2o BRI LR B IC BT B
FIEOBEEMEATRENTEZ, HE ZHD
HEMEREAN NLRPS A > 75~V — L% L
THIERIENTLAZERHL LI 5T
2 3,5,6)7

(1) BHAREE{L

BRIEL (7 70— 2 EERIEIL) 1F, FRE
ZRCERIMEBE~O IR DL, HIk/ ~7
077 =70 V/NERORE B L OV BEH i
DTN L 2 I IO JLIE & NI o 572 12 4
MO HN5. BIREILOTERGEFE L, MmERH



WRMEREEA V7TV — A 23

fo (HImER, > F 0 Jomiiig) & mEREHR (i
BN MEEmAR) LOMEEHTHY,
IR 23 M08 N R V285 LR~ &2 L
TATGBARE, REDICHET 28R TH 5
ZOZ NS, BRI MAE R BT 5180
RIETH 5 L OEDIL T ANSN TV,
LB IEREN R SIEE 1 b A 2 THY,
FIIRFEALIC BT A EE S T CICHE SN T
ZENL, A TIYY -0 LIS
Tw7z. 2010 4E12 Duewell 5 7 13, @I L A
T 01— VIMES & 2B IREE(LE TV TDA > 7
T = ADOBEENZOWTHE L7 1513,
BIRIEALRZEICHEET 2 I L A7 0 — Vg
~ra 7y —YEHBELTWS I LR RN
L7z2&ns, 7077y =Y aL AT H—
VRESR AL AR, ORI ) vy —24
OEFEWRHEIFIERZ SN TH T 73 ¥ BA
AN, mHEMICNLRP3 A > 75 <Y — LD
PALSFE SN L e 2 S HhIc Lz (M3).
¥/, B{LLDLZododb~vru7r -2
By AEN-BRISHERLLTA > 7T~V —4
WAL T 22 L RELTE. S5,
Duewell 5%, BiRWELET NV E LCIHE
Twb LDL %%k (LDLR) KiE~™ 2% fwv
TNLRP3 £ » 75 < — LD%ES @I LT
W5, flisix, NLRP3 &K< ASC K3H, IL-1
a/B R~ Adko & #MlE % LDLR KiH~
U AICEREE L, IS oERlskiE (o
T, JE - REHMHME) TNLRP3 A v 7
GV —LERE LI ATE, BILVAT
0 — VRIS & 2 BRI LIRZE DTS
P T 52 EbRLTWE, ILATH— )V
DS VY =LK BT T Bt A
LCNLRP3 A > 79~ — A &iEMEALST S L
ORI, OV —FIZE o THMEEE N T
Wb, —f, BB, BIREILOERIZ L -
THELLIMERKACTERERY Y EEA VT T L4
fghd, 7077 =Y TOY V) — LR E
MALTNLRP3 A > 7 9%V — 2 %&b d 2
TEEMELCEDY, aLaru— i) v
BEH N DO L DA T TV — A

MERRI

v
USBAISY LER

HTTUBRHE
IS 7
oo =

pro-IL-18 > IL-1B8

TRERY

N
ALRTA—ILEES

{5y
i

, V

Ryl 3
IL-1B8

voazr—<>

3. BIRMILICBIT21 777y — 205
7B T77—=VIZBWT, ALV AT H =)V
R BRIV T AR T EORE S AR
NANERD AT, VY — A0S
Lk ZNICED, VY Y —LEELZTHELT
77 v B AR p s L £ 41, NLRP3
12752 —LDMEHEALE IL1p D530

FlERI SN, KESERINS,

TEALDS, BIREILOTIE - ERICBT 5 RIEE
RICEGLTWwWbEEZLNS (X3).

=7, ) =20~ AFRMLET IV TH
57 R KREHE (apoE : apolipoprotein E)
KA~ A% AW T, B o724R S
HEXNTWSD. Menu b ¥ 1E, apoE KIE~
TANLA YT ITRY ARG TFTH S
NLRP3, ASC, # A/S—¥ 1 D&KIE~ ™Y A
WAL TVRIEY Y ATHEIL, B
e £ 55 3514 o B IR AL L IR 5 % 7R 7
ozl ELTWS, f2b b, apoE &7
A= X 1 DY TIVRIBY T A &R L TS
L7k 2%, Menu b DG L IZELY, A
N—E 1 ORIEIZE ) ma L A7a— VAT
12X BRI ZE O B2 I & & D ITHE
DO~ a7 7 —TEER IL-1p BHOEE %W
LEBOIZY NS EROHEDOEHIIN S
N TIE %A, LDLRKIE~ 7 A LI L T
apoE KIE~ v A CIRIMERE A LA L3 <
HEOWREN ISR STV L, b
OES & i LT Menu 5D W= &fidio o
VAT H—VEREDPEFEIE o/t xE 2
b L, W REIRIEILE FE S AR OMA IS
XA 797V — A% Ir L2 RIERUR O RRE 72
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FTUIREIIH & W) BT S35 Tid v
CEDPIRBEND., EHIT, A= T 7 V%
FHESTDEA 0TI —LIHEALAMERE L T
BYIRIALTZ RS T 2 Z L b SN T8
D, A= 777 =) TR LEVE I F
Y R THEOBELA b L AHME T E TS
42773V — LD FHE S W TRIED
TLET AU REE L REN TV 5.

(2) WEGEEROHMENRERLE (BIEE)

R HIX LA, MEEE RO BT EMNEEIZE
WZBIAA YTV —LOBEEEIHE LT
BY, INGIEREBICBITR4 v T IV —
ADOMGENOTRLHEL 2> TWE Y
R DA ZE &\ o 78 BRI 2 B e kA
MhHY, OEEINET SR TEE, BRI
N —= Y RAT b ERGWZIMAETEEAM (i
HA vy = a yin#E [PCL: percutaneous
coronary intervention]) MThHNTW5. Lo L,
Z O PCLEHEOF r A1 5% (restenosis)
EMHEI 2 B IRTE AL AR OB A BT LAY AR
BOEME5IERITIEMLENTWAS. £
ZT, COREIIBITELI Y TIIV—LDOH
AWML 2720, ~ 7 AKBRBIRICHI T A

——————
- 3 ~~
s

SRICREL ’

’ ’
voazr—> @ @
4
1

~

8 R R
I 4 3 4R (IR
(5hEE) |

T
KB M B B2

shavFyTek |
«

T

pro-L-1B —%-> IL-A =-=="

YA L CIAE IR % $U8E L CIRALE % 5%
B LFRARET IV EERL, ASC KiE~ ™ A
TONT & 7o 72 AR~y 2T, HEMm
B X OHAENBREEAIZBWTASC &b
IL1R AT L THE Y, ASC KIE~< 7 A
TIEZOHENREE L & HIZIL-1p D5 D
FTHIZWAT 2 2 LB, MEBERD
FAENBEERICBNTLA, Y7 I3V —LANE
BB E R R L TWAZ EDH S o7,

(3) REEBARENARIE

JE B R ERIE D % < X BIRTEAL 2 ez b LT
EHE - MR LT Bk, ZOREIZHEMESR
FEQOEGARIBENT VWL L0, bl
apoE RIE~w A 27 V4573 v 1T (AID
% 28 H B Fehid G- L CIER S 5 JEER K BRI
ETFNVEHWT, NLRP3A > 77XV =20
BENZOWTHEE L 72 Y. apoE KB~ ™ A2
BWT, Ay 79V LG TFTHS
NLRP3 % ASC, /1 ZA/3—¥ 1 % E5HIZKIEE
2, WhWwo YT IVRIEY Y AT, AIL#
HAZ X ZIME LR OREISEEL 5 2 vl
b BT, JEERBIIREE O SE R EAEEE A
EREIET LT, F2, Zhbnf 75

- MEETORE
*MMP &1L
-BETEERME DB

BEEA B D
RE-ER

4. BEIHKEIRE BT L4 275~ —20%HE
ATl OFFHHEGIC X DR L 72 RBIARIE € 7OV I K 2 MG 2060 KEVIRYE
JEICRET A7 077 —=JI2BWTI Fay FY 7THEROS Z4 LT
NLRP3 £ ~ 7 9=V —ABEHALENS 2 & CTIL1R AN ELE &, TNAIME
DHFIE%FHE L. MMP Oifithb e & b IZiERMEO B 25 X2 L, &k
M IEEE K EIARIE D FEIE - HRIZEE DS LW REEAVR S 7z,
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TV =L ERELETY AT, MBS
B ISEML R R, TL-1p % & &S fEVEY A b
HA Y BLUORHL~—h - EORBLES
A LTz, 512, ZOBFEEFEL R
ML THIZEZH, MBE/EIIRZHEL TS~
27077 —=JICBWT, AILERT %7
Yy ryHEAE (ATIR) 24 LTI Fa v Y
7 Hi%k ROS # &, ZHANLRP3 1 ~ 7
TV = L EREHAL S L EATRENT. &
LT, ZOEMHAIC X o TIMABE O SED IR
SN, MEBETOY N) vy 7 AA507aT
7 —+ (MMP : matrix metalloproteinase)
WAL TH b =T A F » OWIENT]
SHIENDI LT, #RELTRERE,»ZE
JE - MR L TLAZEPHL IR - 72(X4).

(4) DETEE

DAL, EEIIRICHEAAES 2 BRI L1 7
T — 7 ORI L) MAEDPTER S, wEIRAS
MIZES 2 2 & CHEGL O 2SR L2 & HEFEIZ i 5
JRRETH D, TNFTRIEET A M A 2R
RET DA BFIEWD AT 4 T— & — R LI
FOGZ B 2 WF 2 HET 5 LT, L%
DIFRENTLE EN D Z LB ERIZL DR E
NC&7. —Kh, UHOBMREL kT 27
O, BRIIZ PCLIZ X o CTHEBIIR % H R 2
BEIThNA. 0 PCLIEEIXIER ICH M7
FiETH D05, —) TREENRS LI DR
& o 7 R ILFF O 5 S AT R 1Y I R RE & 7
5. O M HET G E T E R {76
BENDLZ EDbRo TV, ZoFIEL
KhhroTnirnrol.

2B, OHREZEIC B D R T S
Lo TR LB IERILD, TDAL T T —
LAEHLTVAZEZWLMILZY. 7,
DFEZETTEL bz MORRETIE, &
JEMIBOZ M2 EHCTH Y, IS ASC D5
BLmHFEENTWALIERBELL 22
T, VU AR ER € 7V &R L Tl
HLeZAh A7V —LHESFTH
% ASC R AX—F 1 ORIIZL D, FHEER

BOBE LT TOIIEMBORER IL-1p % &
GRIEVET A M B A v oSBT £
7o, kL b IO R LIUERE,
FEREOILK, LML ARICEEE LI LR
5, MBI ERE O SIERIG & 2 U < R
BE DI ET) Y INRA LTI = NESN
LTI ENHLRL 5T

407 7=V — NG LOFEEME GRI)
EFRIES A28, v AGHIEIEE TSIV EIER
LCHET L2825, EfifRiiie T ASC %R
HS 72 AT B CTHHERGE O E D,
LB RBIE L —), TPREICKLT,
FREDALOMINE T ASC 2 RIBSH/2v 7 AI2B
WCHHABREDGEDRA RO £, B
I O 7 D S Al Bz 1, O T L1
FEENPE— 27 2 BEThOBBEIN. b
D RS, BERBEONIDA 7 F< Y —
NEMARIE, FESIEMNE, o F D LAMILS
W DRHESF I C B VW TREZ 5 TWw A D Tid
WP EEZT, < A0 50N & DR
FHEE 2N TIHEE, B L TSI L
7o BHERIENZ 02, SRR B T %
B L 7o ARER R R R AL & 2 IL-1p o7

CRESHE R didaccd
b}

@ S

AY
1
@" @
% g

@ 5357 RIER I DIE5HE

pro-IL-1g —%—> LB --- ;omﬁﬁ

5. LHMZICB LAY 79~y —20%E
B MU E R A0S & 0 ORRMESE M L2 B
T, K it = ROS o % /- L C. NLRP3
A 7TV = AHEELE L IL1R 2555
WENDLZEICLVWRESFESIND,
SHIIZENY A M HA Y/ rEDA VDEH
DBHFEEN, <7077 — TV EDORIEME
PHEHEIMANEEF L, &5 %5 KIEGD
Wiga b726 L, LB ESTIZRI SN,
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Oty v 7R, DM TIE e B s
N, ORI T oA S F
Z DAL ASC RAB O CHEAESEHE T3
WA L, R EBEC L A EEE K
FHEROSZAHALTWAE I ELIEREINT.
CNHOFTR LY, R ER T JIE KIS
i, FTRMEEMRICBY TS YT I Y — A
HEALICZ L 2 IL-1R 2 A L Tl RAEAAE L,
COMMPRIEZ LB A M IA Y/ TENA Y
FEAIZE D707 7 — VR RER R & O RIE
M OEFESFE SN, S SIZHIERISAHEIE
ENT, UEETIRREIENEEEZLN
7z (K|5).

—J7, fT2 b DIE D, Mezzaroma & ¥ 1,
RS TIo~ AEEBIR 2 HAMI K
T 5 OMMZEETVTNLRP3IA > 757 —
LAOBEBEVZHE L TWD., FOHEICLD &,
BEZEIZ X 0 BEAE I - 72 DM A > ATP A
MIF LN E O S, S &5% - 7 G
R P2XT 754k (7)) AMEBHEA F > F % &
VEEAE) AL TK M EELD S Y,
NLRP3 A » 75~V —A%{EMHbEEs T &
AREN TS, FEPEE, NLRP3 HE R P2X7
SZRARHEIC LY, B 28— 1 IHHAL )
& & T ESER LM, L) ETY
rheEs N T2, LmEof T I<
Vo= A&, ORRHESEAIE & B ) TL-1R AL
BESLTBLY, # A=Y 1 oiEH LIz X
A0 h—3 A (pyroptosis) & F-EAL% 45HE
HAUJIIEDOFFRICEE CTH L L MF SN Tw
b, ZTOHL, W OPRDOWRTIV—THh D,
DRER G, NBRKR EI2BWTh
NLRP3 A > 75V —AaHMEGLTWEIE
PEEIN TS,

(5) ERREDREE

CAPS 1%, NLRP3 & T O HEIZER|IZ X -
THELZIFEIHM 2 HOCRERERETDH D,
IL-1B OB 5 R A= A3 2R U T2 MR 70 JOAE & AR
BEEPGTISEISNLIEETH L. TOHHEE
LT, AFTIL20114FE LY EAL MUIL1BHT

KRTHDHHFFRA~7 (canakinumab) 23ff
ENTWAD, ILAB ¥ 7 FIVEE &g & B
L ORI BETIE, FA7zb bW L72L9
12, IL-1R 25 LB ZE D RHEIZ B\ CTHEE 4 2
TA L= —ThbLOWHOT, hF-F2~<
7 & B w7z KR BB ER R BB CATOS
(Canakinumab Anti-inflammatory Thrombosis
Outcomes Study) ™ MBIIEH#EITH TH 5
(NCTO01327846). Z O, LilfZE%IC%
fE~—7%—"T&% hsCRP ® L5 (2 mg/L PLE)
DERHLTVBLEEICIFF X T2HG L
T, TOBHDGIMEA XY D 2R TFHizhE%
T 25 0THY, 2019 FITHERIHE S
HFELROTVD,

5. bYIC

DIMER B TOERERIEIIB TS 7T
XV ADPEEREHE R L TnA T END
MoTE7. LaL, TNHOREIIBNT
42T I3V = LEHENT BEy 7 v
70N, ZhaED L )12 LT NLRP3 IZFE
WENBDH, TLR/NF- k BREEEZNT LY
FFENVEDZBAN=ZIZED LTS
DR E, WEEbhroTninI L,
—h, Bz bE2ELWLCOPOWE T IV — T
5, HAHMDIFAETIEINLRP3 A > 757 —
DR T ENZENORIE~ 7 A TORBETH
BabZEbMEEINTEY, NLRP3 % ASC
WA T IV — LM LR R o T
WBLTEPRENTWE O oz krb,
INSGTFOM L7 FRBEDT XA 7 T~
V= AR RIEL AR 72631
RetEb H 5. X5, NLRP3A v 757 —
2, ENEEERN A SO R EOREICD
FHL, TNOLOEBENE LD Ers, 4
Y77V —AAEFOMELED SN TW
L. Gtk A YT I — AWMIFEORED, L
MR & O~ 2R EOREMIH 7274
EREORSICED D 2 LR EN 5.
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Abstract : Inflammation defined as the process by which the body responds to an injury or
infection, and it is triggered by the innate immune system. Although the innate immune system has
been recognized as the first line of defense against foreign pathogens, inflammatory responses also
occur in the absence of infection and these are referred to as “sterile inflammation”. Increasing
evidence indicates that several types of sterile inflammation in diseases are mediated through newly
discovered innate immune pathways known as NLRP3 inflammasomes. NLRP3 inflammasomes are
intracellular multi-protein complexes that serve as molecular platforms to induce caspase-1 activation
and interleukin-13 secretion, leading to inflammatory responses. Recent investigations by our and
other groups demonstrated that NLRP3 inflammasomes have been implicated in the pathogenesis of
cardiovascular and lifestyle-related diseases, such as atherosclerosis, myocardial infarction, chronic
kidney disease, gout, type 2 diabetes mellitus, and metabolic syndrome. Therefore, NLRP3

inflammasomes are considered to be a novel target for the treatment of these disorders.
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