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Abstract

NLRP3 is a member of nucleotide binding oligomeric domain (NOD)-like receptors (NLR), a mul-
ti-protein complex composed of NOD, LRR, and pyrin domains, which leads to autoproteolytic ac-
tivation of caspase-1, followed by the release of pro-inflammatory cytokines IL-1f and IL-18, leading
to pyrosis. Radiation therapy (RT) is one of the main treatment modalities for malignant tumors,
but the damage caused by it greatly affects the prognosis of patients and greatly limits the use of
RT. Therefore, it is urgent to explore effective protection and mitigation methods for radiation
damage. Studies have pointed out that NLRP3 inflammasomes play an important role in radiation
damage, and a large number of studies have explored the role and mechanism of NLRP3 in radia-
tion-induced damage. This article will describe the effects of NLRP3 inflammasomes on various
radiation-induced injuries and their activation mechanisms to find potential pathways to prevent
or resist radiation damage.
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1. 5|15

BEE AL 2 R R, T () R 2B T iy, U7 (Radio Therapy, RT)1E g ideg 5530 1t 52 K 150
1) EETT 77 3C[1] [2], 23 R AR 2 i 1Y) [R] IR J0 vk S ot TR AR A S AR R e 4, X
a6 7 PRI 280RT A8 38 ) A 0 o 2 P B L DN 3 3] AR S 00 R EE S B0 MU . ARG AE i
FHH RS EUHUE (RINFIAR S B b R G B FRET B R LENLEEE & 90, AR, DNA
W5, AT LR R R TR A . 6 IR A SR ML PP R T, S N AE R AN Y IR
Sl R Hh R B A E 4]

NOD F£32 44k 3 (NOD-like receptor thermal protein domain associated protein 3, NLRP3){F A— Ak X iR
2 AR(PRR), w] @I 55 R A AH 5% 431155 20 (pathogen-related molecular patterns, PAMPs) #1457 {4 #H 5% 43
F iz (Damage-related molecular patterns, DAMPSs), 5 [al# kB A4E 4, BiGHFHE T, 25440 &
PG JE S o FRIAE N —Fh AN A SeAE 5401 1T BLBGE NLRP3 28RE/IMA, — B 0E, HonT DAl
caspase-1 {K#if¥] gasderminD (GSDMD)/ 4 MEE T, BEUE 2 R IL-1p8 F1 IL-18, {2 fsi%m 5 i [l 2
ZURAERIETE] -

T RT 5L, HENEERZ 088067 ik, TEX Y, [\ 7 NLRP3 R ¥k /MATE
FE S T B BOROE L, DAERZR AT R AOAR SR VR T R0

2. NLRP3 4

RIESE IR IIE RG TR0 — ROV I SO, 3 3k 71 B J A AN K 52 40 A LA PR R A4S R A 7
FZa[5]. RAEAME R IAER AR RIICHIN R, HEAETHRBEH R RIEGESEE6Y, WEREHK
IR Z A (PRR), AL B ZKI 2 (AIM2)REZAK(ALRS) K TR 45 & 5 58 45 918, (NOD) £E 52 44 (NOD-like
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receptor, NLR)FI Pyrin R 524k, AT LATE IR AZ 2995 J5 A4 R 20 20 T 155 20 (PAMP) R4 45 AH 5% 43 A5 5K
(DAMP) 5 FELA M/ IMARIEIE[6] [7]. B B8 ATR I 25 /IMAS) &F 1 /N5 I HF(Caspase). ASC &
I (apoptosis-associated speck-like protein containing CARD)F1—Ff HIN200 5%# NLR FKj% & [1[8]. NLRP3
fEN NLR K — 51, HZERN pyrin £5#38(PYD). "0y NACHT AR E Rin'E & RE R ER
FI(LRR)ZE ALK [9]. M5, NLRP3 22 i pyrin 4538, 12458185 ASC 45+, ASC il
CARD-CARD #H HAE I ZE4E 34840 F pro-caspase-1, JEM— AN KIIKEAE AA——NLRP3 R PE/Mk
[10]. NLRP3 & /IMAF#E 53X caspase-1 ¥ H VIEIFIEGE, —J7 1 caspasel HI¥#EEH T GSDMD,
B J5 FE AT b TR LR A4, sk FEE PRI FLRRUR 1 m] RECUR 248 P 45 A4 T 51 A2 Pyroptosis (— 28 14 7% X 48 fifd
FEFHESETY) [11], 55— J51H caspase-1-¥f 1L-18 A1 1L-18 B AL N AT BB R W B4R 4, AT B
RIEJN[12] [13]

3. 3RET5 NLRP3 % /MEEGE

WA AR I NLRP3 J0E /IMATEFE S B3 e a6 S ZAE F, fe i S I 3T KRG X
LA G A A AR ) NLRP3 28 /MG [14], SO /MARIBS & — NP R “JashRis” /e, Ha)
PREAE 2 b3 2 PR /IMARZ O o IR IE RS SIS B (PTMS) [12], Wnfg F 4N RIBAE 7 F R 2 B
(LPS) st it [Kl-F TNF-a /] LAMEN “HEIE S ” BuHZ I 1 (NF-xB), Jf L NLRP3 Al Pro-1L-18 KX
JE 3G NLRP3 1] L 22 B &5 A0 P v oo E [15] -

Liu ZE[16]0F 7L R, 4RI AT /0N B o8 B4 ™ A2 NLRP3 Z8E/IMA . Wu S5 [17]17E & 4L A iih 25
(s S /N B S B R A s R 9 NLRP3 1) A NLRP3-ASC % MM IFIME, %W NLRP3 %4/
PRAERR IS A T B b R 40 B A R R T S R OB E - RN AEAR I, 9 T 1 NLRP3 7E
AT H) BMDM AT HIMER, S265 A NLRP3 Rt/ R 43 55 HY NLRP3 i B il >R V5 e 41 iy
(bone marrow-derived macrophages, BMDM), #5775 % 1 10 Gy #a4 & M, il NLRP3 ¥ 10 Gy
PR IAMIBET A 25.98% K 52 2| 5.45%. it X (4R 5 5 5 4t M A T L 9t AN 31.47% i 3 PRI )
16.83%. 7F WB sz56 th £ B, 55 T 10Gy [ 1E % BMDM 7 LRl NLRP3 % i /M [ BMDM 4 Caspase-1
FikTtmE, FIRGERDIRER NLRP3 6575 510 IL-18 F72E[16]. IX— 556 R A % NLRP3 1] LA %
Bee A SR 5 S PR At PR R T b A], R] N ek 0 B A TR AR o SIBR NLRP3 B0 RIS 5 38 A2 AH ELOGHR
MESN, AR T NAFISNHE WEBGARIN . SRtz . A Dh Rk bRt A Mg AR A8 %5 (18] - NLRP3
ERE /MBI 1) 73 FAL A SE A B, (HOE TLAERF SR I, RSB0 R R i S B R R T BE R A S
NLRP3 ARSI RN EVI[12], TS JUA NLRP3 SE5E/MA ) JURM S L H 24T VEAE N4

ZRKIHREPERS S NLRP3 #iE

NLRP3 #JE/IMERIEEE T N EZF 2R, BN Re S A MRAY . K 7 28BSO N 56[19]
L RLR TH RE R AT AT BEME A VA2 NLRP3 28 M/ IMAAS [ S A O BR 15 [20], 1T 5 304 b Ak Py i L7 1)
B, ROS B2 4E, i mIDNA IR REE AN [FE DL K A2 [21] [22] . 2 U S b a5 T S 8 e pi
s, X SAMMET. Ca R, AR LLK ATP AREIMIS[23], HEiHAE S Lhi ik o) fi
3, FEERRLARNE AR S A OCTEEE RIA & N R, 748 mtROS B, mtDNA 647 SR, ¥
IiF caspase-1, %5 IL-18 F=/E[24], [FINHEGE T TGF-A1 (FRIA[25]: 78 ELEEER A 32 IR X A kS 40 M 45145 1)
MEE R AR AR T EE M P B 450, IR 5 5 S8 A 05 R 9 DR 1 AR T3 B A 235 ) 52 438 S AR U
FKEL[26]: o2-EBRER (il I e 2 Rk T BR B A A R A 5 I AT AR A M A 1 [27] o TRIRST, 2R s e
PLIRIRE 5 DL R 2R A 5168 35 P A e LGS M T J A 5 7 4 I 1 PR i R [28] 0 Br 1A T e i ik JB8 7 A 1)

DOI: 10.12677/acm.2023.134871 6184 I IR 2= =23t e


https://doi.org/10.12677/acm.2023.134871

LR %

MtROS.mtDNA [ f 57 55 (o B0 15 5 a- TS 8 1 LA B b 44 508 58 A7 1 NLRP3 [ftilT, /& NLRP3
R E EYEIE B R K [29]. F92 E, 4B NLRP3 #0575 5 caspase-1 Al NLRP3 ARAR a2 ki
5 2 T BEEBGE NLRP3 R IR R4 TR, 45 mROS. Zikifk DNA (mtDNA)FIL#EE[30]
[31]. H@5F 55 W RN (RIBE) 5 BUAE S B AR AT T2 ], Bk i Dy e s S B 7= A2 ROS Al mtDNA
e A AL . Zhou 25 [32] & BLLE 4R ST S SRR Th g 2 i A2 7R ROS F 7= A= £ fil & NLRP3
RYERIBOE . BRI FAR/R 1 SR 0 A1 ERE B mDNA 7E NLRP3 SEE/IMAHE Hh i 3 2
[33] [34].

i ERTR, R T BER AT BEREAS/E NLRP3 J8RE /MRS b 5 98 2 A, (HEAAHLHI RIRER
W5t

1) mtDNA 5 NLRP3 4 JiE /IMA BT

2 ki DNA (MDNA)EME— [ dEZ R R4, 5% DNA (nDNA)FHEL, mtDNA B 521 4o b A vs 1
FA(MtROS), HERZABEHIH], KHEARE, FHA 52BN E NI [35] . BBk 2 i EdE & 1,
4 mtDNA R 2 4HH 5T I, B e O RORE 1 FE LIRS R F[21] [36]. mIDNA & — i 2R £ [ AH 5%
4 TR (MDAMPS), AT LS SRR iR 32K (PRRs) 45 &, PG Se R )% R %0. WERSE REH, 2ok
DI REREAT S50 mDNA Jit)E, 2530 NLRP3 RS /MA#IE[37]. 2011 47, Nakahira 55[34] & K4 H
mMtDNA £ 5 NLRP3 %8 iE/MA RIS - 75 LPS 5L ATP WIfER ~, ThEEFRAS kA S8 ROS i FEr=4:,
LR LRI I 1 i P B S (mPTP) A, AT E mIDNA R4 1A« 2 S 76X IISVEA Rk 7 o
R, A5 3 LR AR ThRE RS, S 2 mtDNA iR 248 M 53 0E cGAS-STING {5 514 %, 58U NLRP3
RN/ MR RIOE[38]: 25 T4 [39] 4 BLZH AR mtDNA 7K F 7] LU LPS AFE 1+, HEiM 515 cGAS
FI_ERAN STING FIMT; & et mtDNA # 445 NLRP3 NS HIZNABAET s 7E PINKL BRia /N R & 1
MtDNA BT 8 NLRP3 2/ MATE G [40]. Z IRk T, 849115 FERR DG 5320 mtDNA JitJs
FIANA)R 5 NLRP3 4 /IMALE A, 51k NLRP3 JAE/MABE[41]; [RIN 7EXF 52 fUH EA-R 2410 (1
FF ORI, BARART)REFSEAG 2 TDP-43 DAL KL 5 i 7 i v 75 3K 2 6 ZR e ki fds, AT g — 2 fi ik
mMtDNA HBENZHAEG . 405 H 1) mtDNA A Wifli DNA J&52 28 cGAS, #EmiE cGAS-STING-NF-«B
55, N NLRP3 [¥171A[38] [42] [43]. MR [44] FHRE 2 5 RO AR 35 RS 1 g o 1 P K Rt
ITFT, RIUKEFAES UL mtDNA 5 DUECSE N, oG8 IR SR GRAASI, $&7m NG R4 1 DL 2L
MDNA AT, Jik/> NLRP3 % 5E /MAECE AT S50 4 S 45140 7T e =& nl AT I 72 77 1

2) ROS #1 NLRP3 #¢ it /MA MBS

ROS RHH sl AENRAMEN FEN R —, Wi a4t & ROS & F BRI AL
YT HE Y (0 S8 I8 S P 5 [45] - SRS B 28 5 ROS MHESE ] il T 62 T bk B 4 i A0 L Ath 240 M FC S S0k 1)
KIR[46], LKA DIRERRNG ] 30 ROS (R, 3F 1M 401 5 Lo Rk S . mtDNA, - T 1 58 AH G 1 48 iE
RN 2SI R, VR 2 i R K76 NLRP3 JERE /M I B0E # O T ROS 7= 42 [47] [48] [49].
TGP SF [0/ AR S 2 BUR /N B AR A R I, B S S BUN kLA 45 45 BRI ROS,  1ETT 0% NLRP3
RRE/IMATE B, 115 2 MEH MR T 7E 4R N SR AR, 5l AT ThRe4 1% - Li S5 [S1]7E S50 Hh & L, 5 X% ] THP-1
B 4L AR B A7) S AL L THP-1 48 0 2 ROS 77 48t 2 39 in . NLRP3 [ 3 18 in 7 1L-18 A1 IL-18
M=, T ROS e S PRSI 76 7 W BRI T X Lo g f PR 7 7= 2k o X e g5 SR B ROS /i R 48
51175 31 NLRP3 & AR I0OE . B2 T IX B8R L, A S804 [52]01 ROS B4 215 H g B i 1 R,
RIVEAIHTEAILTS T NLRP3 [k, [FII L8Rtk ROS Ff4 5 1 40 il Bt iE W mT LABJ7 1k NLRP3 % 1%
P 5 [53] -
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3) Ca?" {5 54% /1 NLRP3 4 It (A BE

Ca®* FaA7E NLRP3 30 e 5 B ZAE M, /v NLRP3 S0l I B 22 L {5 5 [54], Ca®* {5 54L Sl
DUFEHIAR R A A, RSt o4k, TR BOGE . AR QRN gR M BE T2 [55) . AR TR M,
o Bt 2T P P 400 B P 5 P T T SRR A b Cat it B, SRR ThBE 2B, A4 mtROS, & mDNA,
OB NE A S IR SIS AT IS NLRP3 2 M/ IMA[56] [57]. BRILZ AL, Lee S5[5414& ¥ —Fh vl Get:
J&, Ca®' I LAt NLRP3 FILE AL %% ASC (£ CARD KV T-HH JCBE SURE 2R ) HOAE ELVE P AT 0%, R
B ANE R AR ¥E S . Murakami Z5[S8]IIRF LRI, Ca®* {5 5 4L G5t R R T SR MR, BELIT
Ca®* i T LA NLRP3 J8E/IMASE ;s [FIHH @ BT NLRP3 057135 S 10 Ca®ish, MEEH] mtROS
1T mtDNA PRt 32 B0, X B Ca? & it 2R RAR A5 5 A1 NLRP3 #8E /MBI (1 — AN R R [59].
FEANMLF, Ca® (/e FH R T A BAKZ . Ca® /K PRI E T & SEUEFIAR L, 1 Ca® /K- P FR Tt
XTI A — R, VR PO IR AR S Ca® il (KB M S [60] . 4R A AT L@ I R I A R
K Ca?*-ATP 214 KFBHIKT Ca® (15N, MITZA NLRP3 48 P4 (0% S SR S 4% [61] - Ca*™1E v Lt
NLRP3 {5 S fE @ 9545 o A DA ik — B it 7t .

4, EEHRG
4.1, mEHERR G

RT # A A2 it 4 /N4 B it (SCLC) F A /N4 i it (NSCLC) AR AE VR IT 77 5o SRTT, 30%EHE
22452 TROTT V1 I 0 200 P e £ 5 1 24 10%~15%o 10 Atk J 350 20 8 20 38 A 2R M PR 35 i 93 [ 62] [63]
S 5| PR A3 A A s 8 R 1 44K, o R 575 i (i 4% 2 5 BUR R 2R FNBE Lo 2 8 N (1 SR R [64] . B ALK
B, NLRP3 5 PR /MATEBER | 45 &P T « TSR P s ¢ 55 2 o 58 P29 1 R 26 R e v e G4V I [65] [66]
NLRP3 /™ FHAMMRET S (AR MR B2 £ [16]. Wu SE[1710F 50K, 4858 NLRP3 /7
PN AR T 5 20U b R 40 B e B AR AR, 3k T 3 o) 0 o 25 1) B SRR PR R I g il 4534 « 2R e 2 55 [67] 5250 %
B, AR EARSTIOE NLRP3 2 MR FF 8 0 1L-18 A1 1L-18 970 o AR5 1 5 Inh i se AR b 2 7 il 4 41 rp
SRS BUS R, I AMNREETR (1 40 LPS)) Sl fin il il 28 51K -

4.2. RSB

/NI S5 B S PR R o S 7 R T P A A3 (RN A2 B R 2 s P g ¥ 7+ e s LRV ™ B 1 RO
SRR REAR . AR EREL . ARGy WOIURESE IR, PEE R R IR, PR AR T E
[68] [69], H A A LT T ft . 8565175 & (1) s Foa B A B R R 2% . SR R I S i 4 2
FHARE S| AR R FR S L 4N R T 51, SRR TE R 40 I B AR AN AR S (R RS SRR I 24 [ 70] . AR
¥ T8 % S A 07 008 LR T g B AR T AR, (BRSSP D e R R RS, FEK
FhNELAR 2R 7 1] o 8 15 T B R A W R 52 G A LS B S EH R A D) RE R 5| A 1 — R 51 s S A A B
T bR AR T [72]

PEHRIE NLRP3 Z8E /IMA S 5 (10 200 B A T 5 s S5 51 76 ) i i 45243 Ao L AP 453 495 47 2R [73] [74] - Ala
SE[75 AL SLIGAE I, TEAR ST S B /N BB R RN 40 g 1 72 A 0 b NLRP3. caspase-1 1 IL-18 #3%
T o F AR PEAE BT I H ] NLRP3 % 14 A4 S0 SR i m i 5| S i) s 4514 310800 T Ui A1 28 48 e BRL = 1)
Grh. Hu SE[76]WF 7B, B FIBRIA T AT 5 o R IR SR AN B 53 (1 25 1 105 DA B8O 5 28 E 2 i
T HFEHUH A E S 06 EREL L NFRP3 2 PEAAAT TNF-a FIZRIASRIRER 48 51 51 i B 75 7 i) 96
i o Sun S [77]0F S [ 2P REE ] N B NLRP-3 J8hE /IMASK T SR S5 5 (0 R AEPEA T, FE 3R Sirtl
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VBN B 4 S ORIP IR AE A bR B WA T #E /. £5 BT, NLRP3 R0 RN B IO S EERE 3, LT
WK T EAL -

4.3. HGHE LM E S G

Jee i F5 A P e e 1) R 5 00 ML 0 (CVD), 3K 12 NTE R RIBE T2 ) 2 BRI o o I 2 07
A 364 05 i 350 R G 2[RI AEAE S 3B A OO, X 4 5 B0 SE A7 3 HR I AN 0 L A 9 AORE [ 78] AR
SR AT B R R ST 51D, (AR S RO IR T RE R AT AR A Rt DUREAR [79] . Lo af
IR AT IR KRR O IUEI . LR AR 0 o Bl IRAT IR 2% I AR AN PR A B
FRW, BB S FECO M, SEAR LIS A (ROS) 197 A B0 T 2 F R 57 5 1) O 2 21
P FEEF . 55— 77, X FRRSATFE I SO N EOIRAS 2 5 BUH 2R FR 432 401[80] [81]

W58 0 NF-xB B0 SR Fa i 175 5 0000 808 6 0 S R o A% R -k B (NF-B) /& —Ff 22 7 3 7 S IR 7
ALYHT S AR I RIEH S 5 RN EE . FE N Z RN 1% % A E Y S FE[82] . NF-xB SIS 215 S
NLRP3 FikiLihiis 5. MK (LR Y] NLRP3 JORE/IMA 548 5 S B O M R A 5% . Sl T
FFRW], fE C57BL/6 /N ERFEAT HETHE S J5 NLRP3 J&E/IMABE G [83]. THP-1 A% 20 i 1) HE 5 5 35 2l
[ 2 REIMATEAL, S A R-1A(L-18)F1 IL-18 [ZRIAEIN[73]. X — A CHEE, KA IL-1p 43
WIS HEEAHE S0 CVD KR JE. (EEBERE 2 54 T \L-1p 52 08B 7 AT i s 48 5605 S 10/ R %
FEA R AR 8R 1K [84]

4.4, HUEHE N RS

TBUM RN I BEAS 2 T80T Ja 7™ B IFAORE,  HARHIE R JOE, X5 H R VI <[85]. NLRP3 #
SE /N A 55 A0 0 P 45 0 75 S AR 22 JORE ) e AR AN E e DA R s 28 3B AT PR (1 AR A 95 [86] [87]. LSRN,
NLRP3 S/ MAAFAE T /N AR AR, FRAER G SO R i R4 AE RI[88] . Liu S [89]WF Fi & LBl B L ]
ARG A2 HEUR /N SR 27 SICAZRE D, OB e S SR B AR A o SR NLRP3 S8k A4 A B SRR 8 4 175
e s R AR R E T 3] NLRP3 ZEE Ak T RE R TBUR A RIBEIS 10— Rl T BERIIR T T3 -

5. INESRE

NLRP3 % it /IMAAE N 9 0E J B P fi B L OGS Rl 12—, fEfRS I Ipia m A A B R, i
Z2JUHE, NLRP3 SR/ BE ML & o AL BT T BB EUS T Bk, dRbitipli ) o Horp i ¢
B, X SRR T RERRAG LA SORE 1 S N B UIAR DG o TR Th R B R TR A5 R 2R A A Sy B
W51 S ) ERE IR Y CAIE Bl 2 S BV 2 N, AT BE SRE IR B P92 0 BIAIR AR 28 R Je 7 5 35 ) 9
i[90]. TEFRSHT I T 0 R AL B EAG 1, 55 515 5 B A Th R i 4 A 2 155 NLRP3 58 iE /M
BOE OB, T JLAE AR 7 o AR TEAIHR /R T NLRP3 X IL-18 A1 1L-18 s ML, H1F B 24 i
IL-18 F1 IL-18 SZARFEHURA ST I AE I RIS TEIRYT 7 R [91], (HAR D S B2 R A B ) 2547 1A 45 4% i 1
WREVE, R &0 kiR T e RS L S mDNA, mtROS 5% KSR 254 7] g R IR IT BT 7 1M, A
i) Hp 256§ NLRP3 5855 /M BT BUM DS BI BT TT AR AR L K 7 18 . R B ATifF 58 % B NLRP3 4
i /M A A S A5 T3 7 Y TR GBS 55, {H NLRP3 J S /MATE R h M E R R se B, FEMTEZ K
1t 7 LA B NLRP3 SEE/MA (130 S 43T AL LA R AR S 4514 vh 5 15t NLRP3 Y87 SR B AL 34 R s FH

&E 3k
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