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1. 127573 —LECded2 CRIBEEEE

H AR PG 23 B SR 0 FRk & SS9 BUR D 4k % 5
UCTHERREZFHET L HEERIZTH, ST ST LMK
RIZHIE S 2 720 IR O IIEL BB 22 T Y, £
OREMBDIDIZA VT IV =2 hBIFLNE. AV
773V —AIHRNICRAL TS ME#HERERL T T
FIZRIS L TR ENLE KRR Y Y X7 EEEKRTH Y,
WEARK % BT o =0T, TYTY—45FT
@ % ASC (apoptosis-associated speck-like protein containing
a CARD), B XU ¥ 787 H W51 1i BEAK T & % pro-
caspase 1 9 S S N 5. JEMAEL ¥ —4F L LTI,
nucleotide-binding domain leucine-rich repeat (NLR) family
& X7 B AZ)E T % NLRP3 %2 NLRC4 OAffl, the protein ab-
sent in melanoma 2 (AIM2), pyrin %2 EXHSNTEY, £
NENWRFEDTWREERTITIPIE LTS ¥ 777V — 4 (£
heEht s+ —0F4%%ELTNLRP3IS ¥ 7 7%V —
L ocpyrind Y75V =L EENENRS) ZREL,
HOWWIZ & 0 iYL L 72 caspase-1 2¥ interleukin (IL)-18
R IL-18 DHBRAR Z LW L ISR D TL-15 & TL-18 1245 H
$% & & 12 Gasdermin D (GSDMD) HiBEiRZ GIWT L, )
0 i 72 GSDMD WA ISR L2 B T84 o b —
¥ A (pyroptosis) & IFiENL 5 717 F AAINEIE % 385
%, RIS X IL-18R IL-18 2SHIIA M U & I THAED
#HRshz (K.

EC, A Y77V —2AOBBITHMIBENICEA L7
FREAROBFIEICEETH 5. 72L& 213, pyrinlZEHIR
RE1Z B\ Tsmall GTPase T3 % RhoA D i TV ¥ b &
NATEMHAL SN TV B 2%, iEA#EFRIC X 5 RhoATEHED
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5. —H, A 7%V —LOBRETIC L Y FEES B
% BEGERRMETIREMREENTI SR IS
ZEPHOENTBY, fry7I=xV—r8EREELTHDE
FREMR B EN TS Y, REWRBIENA V7
IV —LEERHE LT, pyrink 22— N9 5% MEFV#EIR
FOERZFINE T 5 FKEEH A S T3 25,
pyrin TG AL LLBE D 4~ 7 5 < v — AR IZ 3 TH 1
MEFV B {n 728 512 X % e i R o B ik b R T dH
5.

20184F, FHE M AEBEELSRBLLENFHHEL, &
JEDRFEC & Y EH 3D H TEL o HER % THERFEE
TR I B/ N YRR T LAz BB T O IL-18 25
WMLTWZZEX) A Y757V — 20 RIGHEALD R
BEN7zA, BHEBICYTRELDDELh o7 W
HEBEOBKERN V2 V) T2y —AEHICE )R
H CDC42 A%+ O C R Uit #3512 de novo O Cded2R13C 25 5
R L7225, Cded2 751 O RF I HIEGER O RN & 7
LI EDPHBEENRTVW 0D Y, RKEFIZHEIZED S
Ny, EREL ORRERIAHTH 72, LarL, W
ARV BRE S 72 S R SRIE SRR OB FE 1 B v CHEAE
BIOMEDDH Y, Fold HUERMFEE SN LMD
Cdcd2M R RIEIREDO RN TH 5 2 L HHEEIN & 7
D, RN DI E o 72, WREZRIES 2R A G
D72 RIED20194F, Cded2 53 F D CRIGHEIBIALE T 5 =
DNZEHE (RIS6C/CI88Y/*192C*24) % JEIN & 3 % 4k
FBE LTSRSy — AV ) = XAHEENY, HnT
Cdcd2R1¥C 25 BAR D FEBE FLH 12D W C DRI S i S 7z
Y, BEBICBUIBIL-BOLERZFHWLI B V79
Y — 5 OMFNE LR X RO F F TH - 72

2. Cdc42R186C ZEE1X (L Golgi X (CEFE L T pyrin 1 >
7% —LERERET 3

ety ENI2=DD Cded2 CHEMETKD 5 5, Cded2™C
ER2RATHEMIIFICEETH ), KO 2EH DA
BRI EL 25N TW A, BEMIE 22 f# T 3R
WEETH H720, HIF SN TV BERKMMEELERD S
iPSHINE 2 M7 L, HERMBAKE (PS-ML), BXU'Eh
Exru7 7=k sz (PS-Mg) & MW T
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4 79<Y—2 (inflammasome) ISMIFENICEA L TERWREARK S RHER L EICKID L TR EINE Y VX7
BHEAGRTHY, WERES ZB#&T 2y —07F, 7575 —5TTdhbASC, pro-caspase | 2 BRI N 5.
WY 2 — 0 T AU E ORI BUS - T L L CTA v 7 9=y =23k ahs L, HOWHICX D
AL L 7= caspase-1 A8 IL-18%° IL-18 D HiBRAA Z YJ W L CIGMHEAENC A3 5 & & 12 Gasdermin D (GSDMD) iRk %
LIr L, €00 &7z GSDMD W iZM B fLZ BT T84 1k — 2 X (pyroptosis) & #%E 3 5.

fEAT %475 72

9, BEMRBICBYTEBREICHEE LTV M ¥
TSRV —LERET LD, HADAL YT T5< ) —
LW E E W CEZEPSMLMy Z R L2 25
Cdc42R13C 25 521 9, 13 pyrin @ il #W & T & % Clostridium
difficile# % A (TedA) FFFIGITIL-18 & IL-18 % 8 ) o A=
L, ZoEREpyringd ¥ 7 9=V — AR O R R FLE
ACX DI S D 2 LA MBI L2 T, HERRM
FA R THP-1 12 pyrin R NLRP3 2 £ D4 ¥ 793V — Ak
V=45 &E A L Tpyroptosis ¥ #HE T 5 FEBRICTB W
T, Cdcd2®C 28 BRI pyrin FF S I HIfASE 2 L S ¥ 5
S ALz Cded2 55T C AR G EIS LM B N R AE %
T A TH B 7207 COSTMNEZ WV TEREMKD )
i 247 - 72 & 2 A, BpAER Cded2 IR )L L 4
i § % %%, Cded2®'™C % B AR I Golgi R ICHEM T 5 Z L s
HP L (B2). SHIEERFMLTHLI186FHD T A
TAVICEERISOVI PMIUMERELZ 2 EDHRKFTH
D, NI MMIVELHERTHZ2-7HENVIF VB
(2-bromopalmitate : 2BP) ALHIZ X D Goigifk~ & HF &
B S (XM2), [ERIZiPS-ML/Mg (2 BT % pyrin K71
IL- 18D MPIFEED PH S N7z, 51T, Cded2R'™C 28 Bk
(& pyrin 3 F OWL )~ BAb L GG E RN LB E G
27T, FOTRIIBWTA Y7533V —LEAEKORKE
3% 2 EAVRIE S Nz, EREWZ L2, ZofE/IC
Cdc42 @D GTPase i P EH BFRE T, 701 O & KA 1 A3

Cdcd2WT

Cdca2rissc

Cdc42 *192C*24

Cdca2cissy CdcA2RIBSC2BP  Cdcd2'192C24 42BP

K2 Cde42 CRMZEBAROMNBIIFIE

Cdc42 %8 AR (%) % COSTAR IC 3B & &, MR % 5
fli L7z (B : 3, GMI130: k). WAERICded2 55 T 13)A < TBE
W2 53459 % A%, RIS6CZEFRE *192C24* 22 54K 1 Golgi R I
EREL, COEMII2BPUEIZE VBRI NS. CISSYZLR
RITTE B SERE, M Ai T 4. ke & 0 51

WEL TV ZEAVRBEINGRRIMG LNz Dok
RED, Cdea2M BRI ERE RV I M Vb E 2T
T GolgifRIZHR L, VAHEMIERICX Y pyrind 7 F
RV —LOREERET S I LRI SN
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3. Cded2* M RK(E CAe2V* TR F EREDE
BarRd

Cded2 CER U FIED K & L T, Cded2M¥C 12 z.
T Cded2"Y & Cded2* "4 D O D E R HEH I N T
Wh INLDOERKICOVWTHENT 2T 728 2 A,
Cded2*12* 24 28 BUAR 1E Cded2® 0 22 JAR & [l AR IS L5 72 /%
VM A VALIZ &) GolgifkIZH:M L Tpyrinf > 7 7%
V= A AT A Z AL (K2), TOREIX
Cded2MSC 28 BARIC LR L CH5 <, SNIZBFICBIT 5
KR EMBETHHERTH o7 (Cded2M* L RARA B EH D
PAEIRRE L Ced2™ P M ERRAEBHE LY FEIETH D).
—7, Cded2“" LR IEIZRIEE 3R < MBI 404 L
(K2), ZEMNIZEHARCdcd2 THRDOONETF TV
I IVLDREEE L Sz, LA L, Cded2C™s 48 S
fldpyrin 2 & L&A >~ 7 9~V — AREITR L THE
BOGBES, ZDORIERBOMINIIEDS Zho /.
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<V — LIRS ORE T b 5 L TWwb 2 LA S
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% Cdea2M 28 AL B 12 B W TS EIRGEHE O
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ML/Mg 125\ T NF-xBfEH O ITHE 2 R L T 2 725,
IL-6 R TNF 22 E 0 AT TR Sy, BEoeyHE
RIEIZEDREE ST 52OV TIEAHTH S, KET
1%, Cdc42 CHRIMZERARIZ X » T 1l interferon (IEN) D
HENTLHEL, — B IIRT 5 JAK B F O A5 2 1A H
BENTWDEY., ZOHETIE, Cded2M L RRIZ X 5
TIPIVFYTDORAFAY — ¥ AMdEdEL, Ml
DOFBBIEEDN LR35 2 EBITHMIENEEICH G35 & &
NTWwh, A D Cded2MC L Cded2*1 21 ZE BARIZ X o
TIMIFNO AP ITTHET A 2 L Z2MHRALTEBY, i
132 FAR D Golgi RAEFE 1T X D /MR & Goigi 1A o i 2% 4%
2SR 52 S, stimulator of interferon gene (STING) 47
A Golgi RIZHER L TIEMILT 25 2 L L/RAEA N L AD
TCHEAEHE L TWAH I EZMERL T WS,

5. SHEORBRE

DbEo&Bh, Cded2 CRMERAEKD D B, Cdea2®*C
& Cded2* X HF 2 g8 BARIZ DWW T Golgi R~ D RIS L D
IL-18 - IL-18, B X IMIFNOBFEELZ AL S I LA
ERESNTWE. —F, Cded2® 2 2R IZD W CidAE
WREREIHEREINTVE 00, BHICEDLNL K
FERREB IS L NV CHILSNTE ST, 2O b K
HTH 5. i, FAIFCded2 5T O CRImHEB LA D 1
T3 MEEERRICL 5> Tpyrind Y75V =20
FNGTEAL D U 2 5Bl 2 REBR L, T ORI X 5 Kk
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AL Cdcd2M B RAR L 3R 5 2 L 2R LTV D
(RFERT—%5). 5, STFEFTLCAAREREKICEYF
RN D RIETERE DN %2 U C, pyrindf ¥ 7 7<%V —
LIEHACLIE E SN D Cded2 5311 OB DR X W&
M, BB 2 IEWRREZ I E 3 2 GHaE O M
IOV EI LT HLDTH .
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