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SCREA, UINRBRZTEBET LIZEIT D NLRP3 A 7 T~ YV — LA ORE|)

AN

S Ao

JINGEIR I NRIZAFR T 2 28 ORIEMRETH O | LIRS OHE & L OEEIRE 2 85ET 5, NLRP3
A7 F~Y—251E NLRP3, ASC. Caspase-1 22OA SN DN FEAEIETH Y . RIEMEY
A NIA L THD IL-18 OEAZEIE L T\ D, AL TIEI)INIRREERET VO CAWS (Candida
albicans water-soluble fraction) IM&EZIZHB VT, NLRP3 A > 7 7~ Y — ADOKE it LT,

In vivo DFERTIX, ¥~ 7 A~D CAWS #5102 L 0 REYJRIEEES - B RE PH O M & 255538 S 41,
LT Caspase-1 iEMAL & TL-18 EEALIZIE N L TV 7=, NLRP3, ASC, IL-18 K{E~ v A Tl CAWS
BHIC X D MERORIESR, BEIELE, HEEZE, v~/ n 7 7y —VRENHAR <~ U R LA RIS
Pl TEY . NLRP3 A 7 7~ Y — A0 CAWS B ROFHRBIZH G52 LRI,

In vitro DFEBRTIX, EHEEEHE BMDC) 28 CAWS #ili%i2 LW Caspase-1 {EMELEFED
IL-18 O PEA Z1TV, ZiLid Caspase-1 FHEAIS° NLRP3, ASC, Caspase-1 K~ 7 AH 3k ® BMDC
THEIZHH ST, 73[]7\_'( Dectin-2 fifk, Syk FHEA]. JNK FHEHITIE CAWS HIlIKIC
IL-18 pEA & NF-xB {E M0 I ST Y . CAWS #li#iE Dectin-2/Syk/JNK/NF-xB 5’

C Priming signal (Signal 1) <‘: L’C@J< ENRynol-, £77. CAWSHIRIZEIY I b= RU T
EMRFETE (mtROS) 2 pEA S 7228, mtROS PLEAIC LW CAWS #Hili4iz & % Caspase-1 iEM:AL

& IL-18 EEAA EICHHI STz, Syk FEAIR L OV INK HEHNC LD mtROS D pEA A il
INTEY., CAWS #Ii#iE Dectin-2/Syk/JINK/mtROS ZJr L CA > 7 T~ Y —A® Activation
signal (Signal 2) & L C#I< Z E RGN 5T,

AWFFEIZ L0 . CAWS & %K Ti%, BMDC 123175 NLRP3 1 » 7 7~ Y — L %4 L1z IL-18 DFE
ENEETHY ., CAWS HIlI Tix Dectin-2/Syk/JNK/NF-kB #£# 7% Signal 1 & L C NLRP3 5 X
proll-1B O #ZHE - IR ZFE T 5 Z LWL NI o7z, £ CAWS HlHic LV
Dectin-2/Syk/JNK/mtROS #%#73 Signal 2 & L TYEFH L NLRP3 1 > 7 I~ YV — A Z{EMHILT 5 2
& T pro-IL-18 Z AV TL-1B \CEHL L, RIEZFE L TWDHZ ELH LMoz, ZTIH DOJREE
I L0, IR CIX NLRP3 A > 7 T~ Y — LN T2 IB RIS L 72 ) 5 5 Z EAVURIB ST,

This paper was published in Journal of Molecular and Cellular Cardiology. 138: 185-196. 2020.
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NLRP3 A > 7 T~ Y —.A%, NLRP3, ASC, caspase-l O RAEHAT T v N7+ —L T, &
FEEICTE ML 252 1) 7= caspase—1 28 pro—1L-1 8 ZJEMR 1L-1 8 ICE8# U RIEAZ AR TS,
AWFFETIX, NRORIEMOREE TH 2 )R OIFR BRI T D NLRP3 A 7 T~ Y —
LOEEBENZMET LT, C albicans Oy T 5 CAWS (Candida albicans water—soluble
fraction) &~ U AT HF 2 2 & T & LD CAWS FRMEREZFLE LT, ZDE
TN~ T NI TRENIRESES - e BIRJE FH o 1 28 23R S AL, LT D caspase—1 DIF
PEAL & TL-1 B FEAE DM MR S Tz, ET /b~ 7 AZEBWTNLRP3, ASC, IL-18 % KiE
SEDH L, AR~ T ATHA_MAEROFEAR, BIEE, i, ~7 e 77 —T0RER
BEIETFTLTEY  NLRP3 £ > 7T < Y —ARMERDFRIEICRKE S HEELTWAHZ &N
RENT-, In vitro TEBEH BRI (BMDC) % CAWS #4425 & caspase—1 DIEMALE
££9 IL-1 8 OEANEE I, caspase—1 OBHEHA, NLRP3, ASC, caspase—1 DE{nF/KiH
THIf S 7z, CAWS HIEIC K & IL-1 8 DpEA, NF-xB OiEMEL, I b=z B U 7GRS
fii (mtROS) DPEAEIL, Dectin—2 Hufk, Syk PHEZE, INK FREHK THHEIN DS Z & KV | CAWS
FIX, Dectin—2/Syk/JNK/NF-KB D&% 41 L T priming signal & L &, Dectin-
2/Syk/JNK/ mtROS #8575 activating signal & LCNLRP3 A 7 7 < Y — A DIHMHEALIZ B
T EMBZ BT, AFFEOFRER LV | JIIRHHOFRRETERIZ NLRP3 A > 7 T~ ¥ — LD
PEAL, pro-IL-1 B DIEMAY IL-1 B ~D N EE TN Z R/ L THBY  NLRP3 A 7 T <
V= AT IRIRIERER L 72 D T L RIE ST,

ARFN TN RIS DIRFEIC A > 7 T~ Y — L OB Z RN L2 T, RS OTRHRIE
DRRICORND Z LB END, BEXY | $EBECET 34T 5, 2B T
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