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#E  NLRP3 X JE /MK Z BINODH % £ (NOD-like receptor, NLR) NLRP3. # k& B ASCH1 it 4 ik B -1(Caspase-
VAT i 2 RE G B AR, B4R Xk B R R M & 41 8995 B A8 % 4 F 4% K (pathogen-associated molecular pat-
terns, PAMPs)f1 ffl 1 B & /& (6 12 5 - £ F 48 % 4 T 4% R (danger-associated molecular patterns, DAMPs), 1% % 41 i
FE FIL-1BMIL- 188 sk i, FIREMET, ANTMELMHEE, FEIBR Y LEFTEEA. NLRPIFIE/MEK
ZEMARRKENAKIENE, BRAKFREVRESSMERNLE. KEFTHEX, WRERER. &
R MRERRF. ik FEEA. HRZEBRELEES. Bk, EHEANLRPIE/NMEEMNBEENS, & TH
TAXBEREE. RERIE, FREZFETIETHHEEEAEEZ . ACFEANF T NLRP3 R IE /MK £
1e] I FE AL .

XH#iE  NLRP3, SE/NME, B %Z, BRFET, RIE

NLRP3 % 5E/MA

NLRP3ZNOD#: 52 4&(NOD-like receptor, NLR)Z
R E ZL R 01, NLRJE T 2% AU =0 52 44 (pat-
tern recognition receptor, PRR), 4% i = 7 4 ki
Ciii & & 5= R R B B 45 M8 (leucine-rich repeat, LRR);
o] X T IR 45 & 5 R AL 45 i 38 (nucleotide-binding
oligomerization domain, NOD; X F#XNACHT % #J45) A1/
B NACHTAHH 5 45 #3 (NACHT-associated domain,

PRE/IMA (inflammasome) /& H 48 14 B 4% B8 70 1
T FETCHISEHT SRR 2R A (apoptosis-associated  speck-
like protein, ASC)HBEAJIKEE-1(Caspase-1)2H 1%
REAESW, BB Rk B9 R RCAE Y IR0 R AR O
41 F A (pathogen-associated molecular patterns,
PAMPs) 1 A Y I 6 B A5 5 - B AH 26 73 1A X (dan-
ger-associated molecular patterns, DAMPs). £ i £5 A&
JEHA 5T, WINLRP3, AIM2, NLRP1ZEA] R 05/

18, @R BAS F (FIPAMPsFIDAMPs,  1F 48 i 25 52 Ff
A, RHESEPREEE/EN. A EENEH
NLRP3 5 AE /M K F A m) A AL

NAD); N 250 S 25 ¥4 38 FH R 0 23 2E s e OR 2 L A
ek M) (caspase-activating and recruitment domain,
CARD)E#E H 45 M1 (pyrin domain, PYD), 1EH 2
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ZERIEE: NLRP3JOAE/MA 1 97 7 S 42 AL

BNLR S Rl kR A B0 7k, N
Ui N IX AN [R], NLR SR 73 WNLRA, NLRB, NLRC,
NLRPHINLRX 5/4WE#EP. Hrh, NLRP1, NLRP3,
NLRP6, NLRPI2FINLRC4%EZ A A 57 1] 43 3 T ik
JE/IME, NLRP3JZ: H ATHT T BRI 4E /A,

NLRP3IEIPYDL I 5 ASCH EAEH, A5
ASCIl i F CARD 25 #4318 3% £ I i pro-Caspase- 1,
KMAHBEAERER T KMNARBEREARZAD
NLRP3 # i /MAP! 348 32 1 pro-Caspase- Ll id [ 1)
FL KRR AL R 248, BPC ARD 25 A4 45l T s 4
FA B A BL(BIp10A1p20). 751k A Btp105p20
TR DA, B JyCaspase-1ITEMEE R, TEHEER
f*)Caspase- 10} 75 i 5t H LA 5 411 7% X A7 7E B Gasder-
min D (GSDMD)i# AT V1%, 8 GSDMDRE I 14N £
F1, N AR 45 6 200 PR B 5 0 A 6 5 SR Jl AL T
IREEH, AT ARG N AR, ISR T
T5 T U Caspase- 10 41 i A+ 117 f4spro-IL- 1B pro-IL-
18FEAT U, P4 B ITL-1BAIIL-18, 4 1 203 1)
o, KL R Th e

2 NLRP3ZJE/MEFH PN

NLRP3 %8 i /)N A% B 75 I e M 95 0 (s 2 J 4%
AT G R R R EAE R AL, B 5 2 R 0 K AR
MBI R, WE Rgsm. RtEER. 8
SRR, BRI R R A AR Bl S e
TP AR ) S R, CAIE R NLRP3 4
N RO 7. R XRS5 5 R
1 8 B 20 2 URR Y JR R B 44 (monosodium  urate,
MSU) S FEBERR T — /KA #)(calcium  pyrophosphate di-
hydrate, CPPD) & 1A 1] LUSIHENLRP3 48 i MA!. i K
251 ERE (Alzheimer’s  disease, AD)Ji A HIBIEH &
TG B DIE RN, T8 BObem S R T
BEEBM, ATLUMOENLRP3 25 AMAN a4 2%
(Parkinson’s disease, PD)Ji AFET- ML ORI a-
synuclein(a-Syn)-5 BiE ¥y 1 8 LA AR, 0] DLSGE
NLRP3 % /MA . Bk RER (L (atherosclerosis) i
FR N K & 1 E [ B A 2 NLRP3 4 RE /N (1) 300G
I NLRP3 S /M I A J5 77 A2 HTL- 180U 7T DA fig
SRR KRR 1 R A R R TL-18%k = T 2 sl ks A b
P BEHR R TN BB AE 1T RSB 9 (type 2 dia-
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betes, T2D) MR & R 5 e K i 2 IR (TAPP) AT
LR HEIL- 132341, NLRP3 48 AE/IMASE A6 J5 BTk 1
TL- 1Bk e B ZARPT . 51 B2 it K e 43 07 A 240 9
T, AT AU PRI () R A R s DI L, Btk
Z Ak, NLRP3ZEMARITEAL R R IE 5852 . R
% MERESEE RIS, Rk, NLRP3JJE/MATENL
RN RS AS 4ERr i 2] T AR, HaE ki
R 2 U AR K R AEAUR .

3 NLRP3ZAE/METE AL

NLRP3RAE/MERNE L FHEIE 1S5, W)k
51K (priming) M TE (activation) B N EL (1), 26
—(E 5 RI5 KM B, HTLREGE TNFAZ ARG L 5 4]
FNF-xB, MM _EVNLRP3PAKZIL-1B/IL-18HI A 13
i%. NLRP3# [ RIEHEA N ANLRP3 RAE/MATEAL 1)
SR B B U ST A LA R AR P 1 % R
M, B ERA FNLRP3FIRIE IR, TEE—F
GIE T ENLRP3 [ Rk, ARSI B k)
Fifi . I RRIFER ], (G5 s tia]
PLE I S TLR-AS 520 TIL-1 3246 M B (IL-1  re-
ceptor-associated kinase, IRAK-1), &% FH IS B
IETRAF6, KRAFHALHENLRPIFERMUEEM, A
NLRP3 % i/ (350 f e 4617,

NLRP3 & IE MG 28 — A5 5 /2 th Z Fh g
I REAS [R] R0 77 PriBos, nATP. JRIEZER . JIH [
e, BIEMFEEAMUEYZRES Y, REX
e I BE A A5 FNLRP3 2 E/IMAZ %S, (HEATHIA
HH5NLRP34E 4. (K, NLRP3J8RE /MR 305 Al
AT Real A (] AR, il S R
GBS T AR R P A B TR EE T R Y B AT,
NLRP3 #AE MRS 258 LIRS (1) Hie
WA, A0 FUR I — HENLRP3 JE /MR R0 77
AR RN R B R A SR T LA A T 2UHE N1,
T WA SRR ARRLE, TV BRI  AIR, B A
BPENLRP3 2 E/MATE AL, = 400 e A I 1 4.
218 B (Cathepsin  B)JFNLRP3 4 iE /IMA I 7E AL B
IR (i) MBS TR AR, BT AN AT LA
TENLRP3 S /M B 7t i DLEE IS 40 8 11
5 [ 8 H TWIK2(two-pore domain weak inwardly rec-
tifying K' channel 2)/& F W40 fINLRP3 4 5E /MA 0



hERE: AdrRE 2018 4 48 % A 11 M
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L‘mfgpm 16 l -— % cﬁiﬂéim
IL 18 IL-1B l
| <— (]
GSDMD-N  GSDMD
GSDMD pore
®e

Bl 1 NLRP3ZREE/IMEIELALE

B s 7 B A HEE, AT LS P2X 732 44 S (R 4%
NLRP3 4 AMA IS5, 45855 4 I R R AT LA
NLRP3 # i /M, C/EPBIA]YE &5 1 (C/EPB homologous
protein, CHOP) HJ LA 5 4 5 B i Ca™ Y, itk 2 A1,
G A 8Bk 3244 (G protein-coupled receptor, GPCR), 4l
P55 32 /K (CaSR)FIGPRC6OA I 32 44 B A7 32 1
(transient receptor potential receptor, TRPV) TRPV2E,
TRPM7#E W] USR5 o Ca™ W B, (i) 2Rk i1,
LA 47 5 R ) 9 AW AENLRP3 28 i /IMA 0
HORFE AR, 2RV T 4 (mitochondria reactive
oxygen species, mtROS)A] LA & i@ E TRPM24T IF,
KR B8 DAY R A 4 I P A 8 Uk R T O, T LA
il 7 2R AR R IR FTmtR O'S 7= A DL K 28 0L A4 #E i )
NLRP3 45/ MAE AN, S Lt = A
FImtDNA (mitochondria DNA)# 484k 2 J5 T DA B 45
ANLRP3FFEGHENLRPI SRR M), E 04 fE 52
FINLRP3FIBEF PRS0 T2 AR i 2k i
NE o G N AN A7, X ] RE A A B M 12

FLRARFINLRP3 SR At 7 — Mg A 507, sty I,
LRI A NLRP3 28 i /IMA S0 1 R =1 2 1 4 s
FENLRP3 T /IMATE L 5 30 B 511, NLRP3AA:
T HZZ ZEEBRCC3N F19 292 40P, ILUBAC
(linear ubiquitin assembly complex) /S HIASCZE 47z &
PEAENLRP3 48 55 /MAZE B N b 75 (057, BT 9 26 9,
SZNLRP3 0 71 4 J& H M2 1 % (Nigericin) FIATP R
fa, 258 %2522 5 IR- 77 Z R EIENEK 7(NIMA-
related kinase 7)5NLRP3[IE & 52 R 11 5 & 45 W3k
HHHAE 9 5NLRP3JE B \¥EE%%,ﬁEAm
MCaspase-1ZE F Ak, Wi 5 2245 Fid g™,

4 NLRP3RAE/MAE A 1] JRIEHLH]

NLRP3#AEMARIEZ 8] 817, Hid iz
POm B ER UG R . AEEARAET, PR
FFAENLRP3 JAE/IMATE AL [ 1E 17 B A ) 1%, 2 4
FRE R AE KT, RBLZEAE T, NLRP3ZAE/MATH
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1k ks T BB R B R A, WG R R . R
R TSRS SR . BIIKRFEREAL . BT /R 2298 BRIE A
RESE. AL, PR AN 7RNLRP3 28 E /MAE A6 1 7 1) 1 2
MU, 0T [ B e g R A . R AL ER R 4R
PE TR IT R B R .

A PR SZARTH Y e 2 I 72 (chimeric antigen re-
ceptor T-cell immunotherapy, CAR-T)s & H Bl & B Al 5
IR S ¥R 97 T v 2 —. ARIM, CAR-T S 24 i [X]
FREMLE A AE (cytokine release syndrome, CRS)FIf#Z:
B H O EIE R, RIE W FT R IAE /S B
(Mus musculus)BERIH,  E G20 ALK 2 7= A= IL-187E
CAR-TSE M CRSAP A B SERIE A o, KK
PEFACSSL BRI, B BINLRP3 48 /A 1 47 15 4 L
IR TL- 1B 43 WA EAT A AERR R T+ B7 1k 48 it B8] - (1)
o FE RO K S B CAR-TEIE F B T Az, A
BIGAER N FHANME.

HATHEFL R I, 2 ML ] I HINLRP3 2 E /M
WP, WEFENLRP3FRIE AR fHINLRP3 2 iE /M
A AN (2). BLFXNLRP3 48 5E AMATEAL H 61
) PE A AL AT £R R

; TLR

Dopamine

miR-BART15
/\J./\

R
e

miR-223

LnecRNA XLOC_000647

4.1 NLRP3FHEJHE
NLRP3 & [ #3A £NLRP3 4E /M 41 285 AT 4k
(OGS R HD B, IR4% H R IA KSR NLRP3 4 il /M
R EZE . ZRHLE AT ENLRP3R L,
PUEESS Y N S Uit 2N e =R LA

(1) NLRP3#43% 4%, NF-«kB/2 1% HINLRP3EIE 1]
AR EL KT, fENLRP3E[A 5 3) 7 X 5 P "NF-xB
R4k &R A, Honh TNLRP3JE 5% 7 2 b i 1B,
AU R, (ENLRP3H R A 51 X 1% 5% K AhR
(aryl hydrocarbon receptor, 75} 52 44, — FhECAA K
(1) S K 7)1 45 6 [ 51| XRE(xenobiotic response  ele-
ment). ZRCAELIG, AhRATHEAI A, SNLRP33:H
JAEIT X IXREZ &, Bril 1 NF-«B&5 &A1 5, #d] 1
NLRP3#:3%, #5600 7 NLRP3 48 5 /M 135 B8,
FAh, Z FABEEA20 7T LLE I 06 NF -« BAK#
NLRP3, pro-IL-1pFlpro-IL-18f4% 3%, FMHINLRP3 %
EINMA A,

Britz 4h, BRI 2R RHKEIERIZRNA
(long non-coding RNA, IncRNA) 1] LA $2NLRP3 1]

IFN-y IFN-B

g < s
(os) . .
™ °
c [y > .
: S e ’?)62
No = 1) Autophagy
A ( Sit
tei b,
protein & 2
mﬂ)NA« ®
Caspasel2
mR0S € mitochondrion
COPs
¢ pro-IL-1p
a—
o=
Active Caspasel IL:p

Bl 2 NLRP3ZIE/MAH) B i1 1AL 6]
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3t LncRNA XLOC 000647 7] LAl id 1 #INLRP3 )3
BT f35 PSR B IKNLRP3 i 2351,

(2) NLRP3# 5% J5 4%, micro RNA(miRNA)Z—
P YRS IR 4 B 11K FE 240 R 20~40 % IR (1 Al
OB EE/NRNAZ T, fE IR 5k Jm Rk R i R 5 5
ZEH. miR-223F1EBY £ (epstein-barr virus, EBV)i/
T 4 () miR-BART 152 W] DUKY 57 M 3 8 (/) NLRP3
mRNA[#]3"-UTR(untranslated region), SZI%INLRP3 1]
mRNAZKF 1) ff ) 4%, S ENLRP3 & KPR R, M
T S MANLR P30 (1 B 2, AR 5 5 4k iR
B S e, R IImiR-22t 7] LURE 5 5 [AINLRP3
mRNA, | NLRP3 % & FINLRP3 4 E /MM TE AL
miR-22 AT 38 i X — AL 7 e 55 1 IR B AR A R A% K
SRR, JERTERN T TIUE R I ERE 2. FRmiRNAYE
NLRP3 {14453 J5 4% h R 3% EEAE AL, RNASE AR
H TTP(tristetraprolin) /] LAFE [M]NLRP3[{J3-UTR H' i) &
& AUKITLAE I HIHINLRP3 51,

(3) NLRP3 % [ PEfA. 12 3 B (IR A A2 0 B Wi
MR E A M BN E AR RERS, 25
NLRP3%E A M &R R, @i EIR P48 15 4R 2
R, B RAEE BB Rk, 2 E 1 sme e
NLRP3Z [ 383E i R A% 5 ZAE H.

2R K2 FIGWEE(EL). 2 KL IR
12 R ARBRER(E2) Fiz 2 -0 L IE R (B3) I — R 1
IO7, 4 7 B RS N2 2R B B AR R R Ak 2
(Lys, K)MgE b, o, E392 20E R R 1Z KHD T
(e S 0E, 72 R g BT EEIER. AR
R, E39Z RIEREBFTRIM3 1A DL E B245 A NLRP3,
JRIFENLRP3 K AEKASAI RN 2 Bz #Ak, b it
NLRP3 ¥ (IR, M H0HINLRP3 455 M4
W,

i 33 I 22 B T DA R T A e 22 LR
D152 R K i AS 5 30E HR B IR i 1 (circle adenosine
monophosphate, cAMP), H45&NLRP3JFIELE3Z &
HEREBEMARCH7/ T 172 3 AR 3 Hm i | kv il
R, S AN, HARE3Z KRS, (NARIH2,
SCE™X L ENLRP3IZ AL &M, JFHMHINLRP3 %
EAMAIREAL ) AR 2 A2 R I HR3E T NLRP3
RAZ ZAEE, (BRI EARNE Az R
R 11 2 4 AN A .

4.2 NLRP3JJE /ML BRI

LR DL K B S5 0 22 KR 257 (mtROS AN
mtDNA) B SE R #%, % T NLRP3 R M ) 2 %%
RAREEN. I, BHZRARE SRR E
B sz 4 2k A n] LR T NLRP3 28 FE /IMA TG L. B
M6 A2 [ AT LI K 93 45 ) ARV 40 L 2% PR B AR 23 AR st
T EWEAT LS 5 JOE /M Bpro-TL-1 B4y T 2532 %
b [EIISE B AT DARS R 32 4 AR, X R B B k]
PABH 1EmtROS FMImtDNARE i 2 41 it 57 v, A i I il
NLRP3 JE/MAE %S, NLRP3 & AE/IMATEIL S, H
% 2 AR p 62 (AR N SQSTM 1) TE £ s 1 Bt 3l 2 il 56 42
A RIS 51 R 32 2ok 4 A Parkinide 52 B OB K72
F1b, ¥p625 2 Rz KL, po2ilid HLC3AH HAE
45 M35 AW 828 A LC3M AR, s 4in
(2 KR B p62 B T BT B | ik p 2 T
H EALH] LAAh, BERRE¥SHP2(Sre homology 2 domain-
containing tyrosine phosphatase-2)ifi it #1i Fl| £ ki 5
RRNE RS A% F IR 5 #£ T8 1 (adenine nucleotide translocase 1,
ANTL: — s il 24 br 4 e 375 11 i 48 (1) o0 1) AH L
YER FE Ml 2 2R AL, RYERFG MR AL, Bk
mtROSHImtDNARETH, AT HINLRP3 S AE M
W BB RRBL, —EALBR(CO) M T 5 2 B (li-
popolysaccharide, LPS)FIATP# S HImtROSF=44E . £&
LA S HE AN ) BAAG DA X mtDNA [ 41 B 5T R %2, AT
AMHINLRP3 4 E /A 35 165,

NLRP3 R E M T E 5 AN il il L5 ki
(B AR BAE I SRk e 2 2. FEdbpr el s B mr LA
PER T ix e gh iy, i85 56 M 45 A SR M HINLRP3 %
fiE N BERE. Blhn, Caspase 12PYFICOPs
(CARD-only proteins)™> "4 1] DL 1t CARDZ 14358 ]
FAH BAE 30 H) ASC 5 Caspase-1 /145 &, M 4
Caspase- 1 FI3 M SRR & FE/ME;  TTPOPs(PYD-only
proteins), f4EPOP1(HHFANPYDCIFIASC2)FIPOP2
(HFRAPYDC2), MidE 4 KA IMA T IIPYDEE 4
BIRIAH EAEH, SUMNLRP3S5ASCE A, SIS
NLRP3 % E /M 6 1 1385505 T4 i Sk f TFN -y
Al DL I 0S5 3 AU R A A A BE(INOS) N NLRP3
W, INOSHT LUt — AL Z(NO)YII IS I, TINOF]
LA 3 NLRP3 LA S AL I HINLRP3 28 AE /A R 412,
It H AN HINLRP3 4RE /MA RS, TFN-BRIFE
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] DL i S NO K M T NLRP3 48 i /s k020,
LRRFIP2(leucine-rich repeat Fli-I-interacting protein 2)
A DAZENLRP3 JAE /M A ] 38 1 N 3 55 NLRP3
4 R FE4E Caspase- 1 (114171 71 Flightless-I, LRRFIP23
¥ 7 Flightless-Ifl Caspase-12 8] (AH HAFF, 123E T
Flightless-I#7I{i| Caspase-1%}pro-IL-1BFpro-IL-18[#] 1]
FIVER, ATTHMHINLRP3 O MARH . Btz
Ab, HEELH HE [FFE A) DU ZENLRP3 4SE M. i, iR
2993 B (measles, MV)ZRiZH)—FhAEL IV A AT LA
i G C - 2R i 45 4 45 5 NLRP3AH ELAE F, AN 460 i)
NLRP3 #IE/IMAA T ITL-1850 4, LIS BLIE 2 (K[ A
G ] R,

5 NLRP3RAE/MA 5

NLRP3 % AE /A ik B7 3 46 3 802 Mo i 19 K
A R, TS BEEAL, KA BT AR S BB
h. Bk, 2L ENR 2R R L [[INLRP3
PRE/NMRI /NG FHIHIF, FEREATIFEAS R /) B
TR (VR FHEAT T IR WAL

5 SERE IR (6T A IMC COS5 03 it B IFTNLRP3
75 T IIASCI LR, FIHINLRP3 AE/IMA, H AT LA
/N B B 16 4% (experimental autoimmune encephalo-
myelitis, EAE)fIZEFEEE ) MCC950iE 1] LA i 417
HIINLRP3 48 RE /IMA TV, S 22 Fhosei, ok R Al AL 4
i RIEE 28 AEWRE PR 7 I (nonalcoholic - steato-
hepatitis, NASH). Fi[/RZ&HFBRSE . O JUUBEZE AN HH 1
Ja BRI T 5 — RNy T 7 CY-09, T
i HNLRP3FINACHTZ M I I ATP S & R P 45 5,
FIHINLRP3ATPREE T, A4 57 1k 31 BH TN LR P3
RAEPERIH S S iEA, I HX TN RIRIRAE R H
5 5 5ELR A {iE (cryopyrin-associated  auto-inflammatory
syndrome, cAPS)F1 1T B FR i 155 84 A5 W 35 116 97 2L
R IKKBIHMEIFIBAY  11-7082H 7] UI#HINLRP3
I ATPREGE M, AT I HINLRP3 48 i /M [ 2H 26 5 7%
1 MNS(3,4-methylenedioxy-B-nitrostyrene) iJ LA
I AHINLRP3 - ATPRE i P B WTNLRP3 48 i /MA (1 2H.
HU4 - ff JE 7] 4 (tranilast, TR)A —Ffiid I R 24
¥y, & ] DL E 45 S NLRP3[FNACHTSS 43k I d i fE.
WINLRP3 ) 3 SR HINLRP3 2 5E /IMA R 2 3%, 44
PSRIGR B, BRI AU ST . RIRAE S B & 4
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AE £ G AE AT 1T BB PR 5 NLRP3 48 /AR AH 96 N 28
TR (/N BB B 35 T s o AR T A,
NIRRT EYIINE3OE N —FhJoRE . A AT HNLRP3
FORE/MEIIHIF, Febs iR/ B VR R EIL-18; 1M H
B FIESE, 1 RES 24 J5 Be N8 Dk 22,4 - — h 5L 2Rl
1% (2,4-dinitrobenzenesulfonic acid, DNBS)i% 5 ) K i
(Rattus norvegicus)4E1 %1%, 42 55 Fi % (oridonin) &
FPER G A BN EE R, REPIRBCR, € LliEd
5NLRP3 5527947 1) b 2 B 45 5 FHISTNLR P3 5 Nek7
IR ELAE AT BELIBTNILRP3 48 JE /M Fit 25 258 A0S,
X5 TN BRI B 2 (peritonitis) 98 XUE 5S4 (gouty  ar-
thritis) 1 1T 45 R 95 1 0 LA 5 MIA T (R
il A 7= ¥ B-hydroxybutyrate(BHB)iH i BH 11
PRES UL, k> ASC SR SEFATHORL ¥ 1 i K 93 55 Cas-
pase-1 HJIH0E MIL-1BHIRE, BHBERERVE K £ AT LAk
iMuckle-WellsZE & 1E . FORMEARIR H & RAELRE1E
HIPRBR #h & A4 175 5 1R B IEE 2% 1) /) BRASERL 4 1A Caspase-
1ERI0E AIL-1B R 237, 535 IR (flufenamic  acid)
N 25 AR R (mefenamic acid) I3 i 1 1) &0 25 F At 410
HIINLRP3 28 PEREAL,  HAERT /R 22 1 BRAE /) FRAR Y
HAT—5E (a7 R R pi i I (celastrol) MU T LA
IR E ek > ROS IR 7™ A SR A INLRP3 4 JiE /MA )
WO, FEAHILPS 5 5 10 4 B M OE AIDSS 5 S 1 45

i 4™

6 HH5RY

NLRP3 45 /IMEAE A B R TS BONIR AN —Fh 5
i /IR, TS A AR A AL 4728 oA 1o B, 48], 5 - Ak
RURIT G PR A6 B8 T T v L R4 AN i Bl A 5
BARIE T A2 WL 20 /MA? X LeHf 55 i —20
RNIRTE, PAE U 45 7R NLRP3 48 RE /IMA IS AL LA
FRE R B [FNLRP3 28 S /IMA AR S ¥ T e, Xt
FNLRP3 # i /AMA R 7 r RN, WA/ T35
F&. Flan, A HARE AR AT LR
NLRP3[IFRIAEFINLRP3 78 fiE /MAFITEIL?  INKIASH
NLRP3fEBRAL AT TNLRP3 12 AL 5 S H 4L 4k 3
B IR A S R RS % 1 BRI S
T, RIEFNHINLRP3 JHE/AIMA I/ ? #E ) b SRl
ZEWB LR THA Y, /&7 RE i hs S M0
HIINLRP3 & /IMATEAL? S555. PR AFEZRNLRP3 4 4E /)
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AR RIE R AL, X TR BINLRP3IRAE/NMAR RS AR R, BEATA OGN T & Wi
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Negative regulatory mechanisms of NLRP3 inflammasome
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NLRP3 inflammasome is a multi-protein platform which comprises NOD like receptor NLRP3, adaptor ASC and caspase-1. NLRP3
inflammasome recognizes pathogen-associated molecular patterns (PAMPs) from pathogen microbes and endogenous danger-
associated molecular patterns (DAMPs) and then promotes the maturation and secretion of IL-1p and IL-18 and induces pyroptosis.
NLRP3 inflammasome plays crucial roles in many types of diseases, such as infectious diseases, gout, type 2 diabetes,
atherosclerosis, Alzheimer’s disease and cancer. Thus, investigation of the regulatory mechanisms of NLRP3 inflammasome
activation has important scientific significance and application value in elucidating the mechanism of the immune responses as well as
developing novel ways of immunomodulatory therapy. Here we provide a review on the negative regulatory mechanisms of NLRP3
inflammasome.
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