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Abstract

NLRP3 is one of the members of NOD and belongs to a typical representative in NLR family. In-
flammasome of NLRP3 is able to activate caspase-1 and further shears IL-1p, IL-18 precusor, to
make them active proinflammatory factor which will be released in order to participate in the
immune response in organism’s resistance to pathogene. Recent researches showed that SLE pa-
tients’ serum levels of IL-1f8 and IL-18 about SLE patients were elevated and these levels are
closely related to the severity of SLE. This article summarizes the structure and activation method
of NLRP3 as well as its research progress with SLE so as to search for more accurate targeted
therapy approach which can be a reference.
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1. 5|8

AL L BRI (systemic lupus erythematosus, SLE) & — R Z R4 . LA EA ZFH S5k &
G I AW RO E B G M, gL R Bk M B ME RA %L R HE[1]. IIEE % (Lupus
Nephritis, LN)J& SLE # & WA ™ 5 (115 KRR, #0EKS #i 1% IR (Neuropsychiatric systemic lupus ery-
thematosus, NPSLE)& SLE %™ & ()R, HIGRERIZE ., 52 IR, HEZ A 8000 RR A
J7iE, BULZWIGIT INAE[2]. 24, SLE Wi RIAUARAILS A BRHf, B A BT AN H R i A A% TR 2
B B MELL Y. BB R RS E A 2 RN L RIME T HUA A I S SO I S
Nio MR, XTHHARKARIRERE, S0 /AIMATE T R 9058 S8 HR R B R i, H A2 3E
Mo Rk, I8 T fi# NLRP3 R MEAREOE BTSRRIV TT 5B R P — R0 RE M0,
Wi SLE, ACRE0F NLRP3 RAYEAALE SLE KAE P KIE FAAE— 25k .

2. NLRP3 M/ MERIERFIRTER N
2.1 ReMEMERILERL . THEE

NLRP3 # % /MA(inflammasome)#2& 1R 5437 NLRP3, 8 T-AH < SR 1 ASC It R 2R A B 1 B4
pro-caspase-1 ZHAE M Z RIKEA R AW, 70722 700 Kda, FEFRIETHER MM, PR, B
S AR FORZE BN [3] [4] [5]. B O NLRP3 73 =150 @O c-Ruii5e 2 B HE 575 LRR: 157/
FIFIR) PAMPs (i JEARARSC 14> T ) AT DAMPs (AR 4y TR @ A s i R 45 5 4k
NACTH: f5i/r'3 NLR SERMIH T Y IMERIIZ 0245t ) SRR I #VEE B 455 PYD 7RFRA
CARD (caspase recruitment domain)&¥, BIR (baculovirus inhibitor repeats): 7 5115 5% S/EH i E H ASC
HAWHr458): PYD #15t55 NLRP3 [f) PYD-PYD 34, ffi NLRP3 5i&ERCAF ASC JEMR T — AN RAE A
CARD 11 5748 %% pro-caspase-1, BIA# NLRP3. ASC. pro-caspase-1 =& LK, FE caspase-1 ik,
FETBUR 98 2t M IR+~ FH A B BB T2 [6] [ 7] [8] -

2.2. NLRP3 Z&/MEgY#ENL S

A % NLRP3 % ME/IMA PSS BB AF R 2 B4, BAF 3 ik s gl
1) = BERRIRTFT(ATP)-I 145 & T18IE(P2X7): HAZ40HE. EWaEdn i fp 2RI (DCs) 2 IL-18 HE 2
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KR . TERZANAE. B AR SR M(DCs)H, ATP A AN 5, ATP [ 145 B F il s 7
(P2X7)Bt S B I e B A W2 R Y IR S A B AN o A SR A T A A . VAL
) ATP |14 &5 Tl ENENS 7(P2XT7) (R0 IL-18 KEA M, MM 5] T NLRP3 5 /IMERTE[9].

2) WAL FARIRE Y FHez b, AR PAMPs F1 DAMPs U0 F- #0400 T- VA BiF 14 (1) 2 Fa ok fid ) NLRP3
FERE . XL DAMPs WA MANE S HE. %R, ARGl RGe BRI ER), 5
Vicinate . ZEAhE. BIBLERERAMER), WIRTESERE S5 (W, St ATP. JRIZEHMSU)GE. B VEMFE
UG BEAIR . IRZRAE) [10]. FOORE A RS J5 A 1R e WV FH B8 TG T Vi A PR 03 4% 350 T ke R Ve g
I Z54E), AN NLRP3 . 40, s 28 28 A% A R L, VA B R Il N RN 3 B Tl B R, AT
WeE NLRP3. fES NG B 8L L G Z i/ R, R S8 AR 152 00 IL-18 B/ . Je F A0 B m] il 2Rk
A ROS A i, 3E 1M S B0 BEAR I B AR, 3EmE0E NLRP3 2 PEMR[11]. DL E2541] J2 DAE B VA B AR
RN NLRP3 380 () 55 B

3) ZRiiAiE A (ROS) ™A : NLRP3 BUE T 7 (1) ROS & HHZ kA= A1, FrLAZikifk 2 NLRP3
RVERBOE O . SRR ROS HIRBOAT A5 SUA B A IR 2B ME(LMP) O, (BT ORIV AR B,
B = NLRP3 () B 20 i 28 I8 2R R Th BE RGBT ATP 4512 R A, 1E B LMP /& NLRP3 4R #iHI[12] [13].
— B RBA[13], B FEEGRELRAAIIREREAT, & NLRP3 MBS AT 210 . 445 7t &
TR TE U I AR S (MCUYR IS, S80S ZebifA Dfe 6L, 78516 NLRP3 HJ#uE. sk,
VP2 NLRP3 % A0S S N RETE 2 Fhan i b fid & 2R ik ROS 724 . it A WF 7R B, 7E NLRP3
RMARBIELFE T, TS SE LB IR ROS 7E E NI 1L-18 B caspase-1 b/ [11]. 75 B
ROS Z5ifl## NLRP3 &S RMAFEFET, BOBFRZ iR, B7 8 2 A U 7R T /AR
SRR ROS 4] i 5 28 PEAA B0 -

3. NLRP3 %1%/ M& 5 SLE

PRITESSE[14]%F 40 4] SLE &35 A1 30 9 f B fAhar 2 EAT T 6 BB AU B, S0P IRZHAREL, SLE B
IL-18+ IL-18 IMiE/K s RN R, i IL-18 K- F5% M58 . SLEDAL 45 Myl LN 2 IEAHX;
1% 1L-18 /K*F5 LN, SLEDAI #/4r+ 24 h JREE A R IEA, TGS EE M5 IL-18 F1 IL-18 /KP4
Fase BB H R S (p < 0.05).

Ailing Lu 5[ 15)F 28 E 175 3 1IR30 08 2 BB AR, 7 NLRP3 7E SLE KEHM/EM, KL
NLRP3-R258W 2875 /I8 i, HH BB ™ B () ARG RE L A 1E, NLRP3-R258W 58748 /)N B 7E S I ot 15 -5 5 36 v () 4
TCREEF (P < 0.05). A, NLRP3-R258W A5/ BB /INBR b ] UL B I 1 vy 40 P R T o 1 2%
HZ/NR ) NLRP3 S5 7 70t S 807 8 AR R . ol A B FESE, 7EAE B,
ch o 20 i S AN AR 35 (NETs) 7] LB 0F caspase-1, S8 IL-1 A1 IL-18 MR IX — B0 XI55 SLE
BE R EWELM, MIMTEUR[16]. 4 EFrik, NLRP3 #AEEIAE SLE (IR B A REIER, FHiniH]
RV 5 0T e B T4 M ARG I AR IE 14

3.1. NLRP3 M /MES LN

Ik, YERER, LN KRR IEEBEAIT NLRP3 N SR EG SR B, X R NRATE RN
W FC VRN AR LR 6 15 WSt 7 BT i) B Ry . — SR SERIIG R 7 [17] [18] 43, H 4R NLRP3
7E LN B IOERALH TS, (H LN B3 0 Mg AUE NER IL-18 KT R, X —fabn 5 B % IR E
H. BHIURB MR IGg Ko E SWUTREIEAIE, 1M IL-18 2 J& T NLRP3 § R #REK +, 2k
HEWT NLRP3 5 LN (195 BES G FE A — @ M oeME, wTLME AT LN S 1% ™ B2 E 45 . J. Michelle
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Kahlenberg %[ 19175150 H KB, caspase-1(—/—)/IN i b PLid i e e i AR AGRICHURIE . 5 AR/ R
FHEL, caspase-1(—/—)/NRPL ds-DNA FIPL-RNA H G P FE 3 525 BA%, X5 %% 2 & oir s
Wk SR RESSAG GRAE R o A %3 7E MRL Ipr/lpr /N R HOWEE S IL-18 B RIZRIAIG 0, %] MRL Ipr/lpr /N
(1) NLRP3 % PE/IMA-IL-18 S RIE, SR AR B SPURTE 2 S8 R AR -1 R B AT [20].
FRBRAR LR RN, NLRP3 ATRETE LN (0500 ik @ vh e s B R B R A, JULAE B /N BRI 22 () 2 ik
Firb. NLRP3 o] A2 HI 0 LN 545 ™ 5 R R (0 — g6 xR .

ARV 98 bk R T /NERAL, o B /NE TR BRI LA o LA T Jo 00 A 7 P 6 I 2 A
R . ASED1811F 4518, LN B M5 1L-18 /KT 55 /N 1 e As it . B /INE E 40 M A 78
B NVE RAE IR, AR AT 4L 2 IE R S5 (p < 0.05). T LURSAE, 275 AEsIE T B SLE B i
15 IL-18 Al IL-18 /KF, 2 F R SLE A RS ek ks, & OF B8 S5 v L@ 4
NLRP3 7 PER-IL-18 Fli/IL-18 i, Kz Bz il 28 55 K70 T E AR B EAR R, PR LN KA
S YSES QALY R
3.2. NLRP3 #14¥/M&k5 NPSLE

NPSLE A[ tHILTE SLE i fE AT —B Bt o AT LU SRR, T DU B PEE, R HEIR H A
SRR . MERER BRI R E . . M. Wi ke A RS S SRR R HER
B RREAT . BORRERRG . EIEERT . DBERISE[21]%F 60 5] NPSLE 3 (G R ILHEAT 2l B PEAfF 72, 45
BPE7R: NPSLE 5 A I PR I DR A& A B L 26 8 1=1(28.3%),  H IO RISk (23.3%) =ik
5(18.3%) (p < 0.05). _FIAEIRE BB 17 RARK IR FEAR S, [RIk, SRR IT IS 5 M2 Rk K
JRI N2 B

FHIFI[22]%5 A4 CNS-NPSLE. J& CNS £ I SLE (non-CNS SLE) A IE F i & 28 i 1f 375 A fii 6 ¥
(CSF), 37 FH B S 2 W Bkl 5 1 3% &2 CSF i IL-18 /K7, 5 Hi45i8: O CNS-NPSLE #HIfii%E. CSF
o IL-18 AT B T IEH X 4L : @ CNS-NPSLE 4l CSF IL-18 /K T non-CNS SLE 4; ®
CNS-NPSLE 41 CSF IL-18 /KF-¥175 F i K F(p < 0.05). iEHHEF AL IL-158 5F SLE & A i 5 X 18
ML P 4 1gG, FEM4: SLE B34 CSF HHil & 8L, IL-18 KT 7H & & ] SLE 3% 11 B 4 7= £ 19 [23].
kB ESE T UM% M CSF Y IL-18 /K F A #8 5 CNS-NPSLE IR H —EH* 5. FRRBRATEEALL
JE I F X M 2ERE R 1R By IR 2 B 4040, A IR [A]) NLRP3 ZAERIRYT .

4. ING

NLRP3 # MM, — B2 &S 0 s 2 — o NLRP3 S AR O M o3l PRI
S A 2 45 L R IR R WL A 5% 2R [24] [25] [26] [27]. 1E B S s escmi 7 m, WA 7Hm
KI, JUHAERS SLE B RIBFFT, M3 IL-18 A1 1L-18 /KF 5 SLE i1 HE . ™ EAERE K40 8% B 132
PAFEE S 2 IEAH DG, IRRBURIE B 2 ISR SR IRIRIE 5 NLRP3 AT 1) 48 FiE K 143 26 AN 0] 43 (1 9%
Fo RT RAYEARAE SLE B 800 (1 2 AR -ALSI A fr it — P27, R 2 B 2 ilE R TAEE
FARNTTFT . W LISERE, % NLRP3 Z0% AR WHAIR, SLE 45 B B Gy AR S VR A BE VAT Bk 1 H Al £
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