. Prog Pharm Sci Apr.2018 Vol. 42 No. 4

PROGRESS IN PHARMACEUTICAL SCIENCES ‘

B [ - | R 2y - oia
NLRP3 $fE/MEFGE AR DB B HE R

T, R

( FEHRAZEMEZSIRRZAZZME |, ;17 fam 210009 )

[ 55 | EIMAE—FHE Nod #5324k ( NLR ) FKIERLRS PYHIN (pyrin and HIN domain) SRERFLREMAIIEHRSZEASESY) , s S
SRIEHEXED FIEXNEIRGERD FEVEE. REIMATHEE R E B RZES 1 ( Caspase-1) , #HiM5 [E(ERMERFEMEIBNE (IL) -
1B #0 IL-18 FIREFI D, , FHESHHIEEET. NLR HIEER 3 ( NLRP3 ) AE/IVAREMH NLRP3, ##LEH ASC fIXNER Caspase-1 4HRY
XD FEZEHESR., SEMISEEIVMRRE , NLRP3 RAEIMART LR SHMRIEYLE |, BIEMEESTIRIRESF. NLRP3 E/IMAE
BIERFHARERFINEEREEEMEN , BEERATHINEIRARSEE., EI , 3T NLRP3 EIMSEATETTAINEIH TR,
[ 24217 1 NLRP3 SSRE/MA ; 805 ; KT 4N ; Ca*t (B2 ; SEitEss ; 1B

[FE4 25 RI66 [ EkFREE] A

[ZE43511001-5094 (2018 ) 04-0294-09

esearch Progress in Mechanisms of NLRP3 Inflam-
masome Activation and Regulation

DING Yang, HU Rong

( School of Basic Medicine and Clinical Pharmacy, China Pharmaceutical University, Nanjing 210009, China )

[Abstract] Members of nucleotide-binding domain and leucine-rich repeat (LRR) -containing (NLR) family and the pyrin and HIN domain

(PYHIN) family can form cytoplasmic multiprotein complexes termed “inflammasomes”, which can be activated by diverse pathogen-associated

molecular patterns (PAMPs) or damage-associated molecular patterns (DAMPs). The function of inflammasomes is to activate Caspase-1, which

leads to the maturation and secretion of pro-inflammatory cytokines interleukin 1 beta (IL-1f) and IL-18 and induces pyroptosis, a form of cell

death. The NLR family pyrin domain-containing 3 (NLRP3) inflammasome is a multiprotein complex consisted of NLRP3, ASC and Caspase-1.

Unlike other inflammasomes, the NLRP3 inflammasome can be activated by diverse stimuli, including bacterial products and endogenous

molecules. The importance of the NLRP3 inflammasome in immunity and human diseases has been well documented, but the mechanisms of

its activation and regulation remain unclear. In this review we summarized current understanding of the mechanisms of NLRP3 inflammasome

activation and regulation.
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Figure 1 The structure and formation of NLRP3 inflammasome
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Figure 2 A two-signal model for NLRP3 inflammasome activation
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Figure 3 The cytoplasmic ROS model of NLRP3 inflammasome activation
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