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Abstract: Endometriosis (EMT) refers to the growth of endometrial tissue (glands and stroma) in other parts of the uterus
than the body of the uterus. It is a common clinical disease of women. Patients with EMT often suffer from dysmenorrhea,
chronic pelvic pain, infertility, pelvic mass and other clinical symptoms, which affect the fertility, quality of life and health
status of 6%-10% of women of childbearing age, and have a negative impact on the health of female reproductive system.
Inflammation is an important factor in regulating pelvic pain in patients with EMT and is a risk factor for developing
chronic pain. NLRP3 is composed of amino terminal pyranoid domain (PYD), central nucleotide binding and
oligomerization domain (NOD), and C-terminal leucine-rich repeat domain (LRR), which can participate in the assembly of
inflammatory bodies and constitute the innate immune system. Recent studies have found that the NLRP3 inflammatome
plays an important role in endometriosis by promoting the production and secretion of pro-inflammatory factors and
enhancing the migration and invasion ability of ectopic endometrial stromal cells. This article reviews the research of
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NLRP3 inflammatome in endometriosis, in order to provide a new method for the treatment of endometriosis.
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FENESAE (endometriosis, EMT) 2 X2
TERLIAL, AR AR KT B S (IR A
D [4], & Al R ) e M . EMT 8
DURZ. 1SR, A2, BaiEmmRER,
S0 6%-10% B W8 2o VE IR AR & BB 70 2R i S AN FER
B, WL VEAR A R R AR SRR [2] . TR
FRLIE R RSEF T 83 o RE Y KR [3] o KA OB
JE B B R AR T, A REE A
238 RUTE A5 1 3H[4]. EMT #0A N E R 2K .
BERRNE. RRERE. HMmE R, 285 05w,
LR R EAERREB]. #AERRET EMT S
R EE N R, R R S M R XU R
F[6]. #%E H Z @ 0 R M R AR, Rk R
SRR TE . . 1RZB[T]. T8 W SALE R A
15 22 PR 9% 4 M DT RIS R 40 WA O, 1 IL-1B- IL-6
[8]-NLRP3 #&JiE/INMALEN LA [E] 4 b 5 4y i B 22 4 €4,
AR AP YR AN R RS T, RS A ARk E
NLRP3 #JiE/MES 5 EMT HIdtFE . BT NLRP3 4$5E
/METE EMT H I 70 R AT A

2 NLRP3 #AE/MEZEH

RE SN FE BT F R — R L], A
RS R S RGN AR SRR, B0 A AR
VNS . 2 FR MR R G ) 2 4k (pattern
recognition receptor, PRR) X 4 i 7= AE (1R B 7E J& 2h 5
RGPE RN RIESEAE R o A& B mr LLR 5 B
HH %4> F 20 (pathogenassociatedmolecular patterns,
PAMPs ) . f& & #H 5% 73 ¥ 8 U ( danger-associated
molecular patterns, DAMPs), PAMPs. DAMPs i
PRR filtk— RANBIK SN, FERRZ RIEEARE
B RIE AR IITE I, 98 /AMATE 581 40 i R -1
ARG A b R 5 R S VR HI[9].

RIEPER N HAGREEHNRRZEAES
R[10], RAEMARIPFRE T2 PRR, HL4n NOD #5324

( nucleotide bindingoligomerization domain like

receptors, NLRs) K. #aEH (Pyrin) KA
MERBEZ KT 2 FE3Z 4k (absent in melanoma
2-likereceptors, ALRs) ZJ%[11]. NLRP3 J& T NLRs
FR, NVENESZERA NH LS FE

TR AR (PYD), HOiZ RS,
HRSFERLEEMIE (NOD), CliE & maRERE 54
s (LRR) #&—AN4EC T NLRP3. NLRP3 ] PYD
ST AP SR A (apoptosis-associatedspeck-like
protein containing a CARD, ASC) [ I 45 F s 45 4
NOD Z5 #3871 F B 1) ATP B iE MR 5558 LRR 45
F3 H AT AR T s [12]

NLRP3 s&—Fh PRR, Z iy n] LKA,
P and ki gnf . AR PP dp[13], HorrLLiR
MZRES, 35 PAMPs. DAMPs, JHzhE#E—34
%% ASC DLJ PR R A& B IR TR (pro-caspasel)
#H i NLRP3 #5E /MA[14].

3 NLRP3 RIE/METE 5Tk

NLRP3 [ 75 LA P IR, B3P BRINEGE P
B, fEREIEET, Tolllike %244 (TLRs) v BiAt K
2%, 51 PAMPs 8¢ DAMPs ] PRRs, j#it TLRs /1%,
WoE NF-xB B S B 7 15 S, dt— P
i NLRP3 FI{E % X7 ProlL-1p LA J% ProlL-18 %:[H .
BT NLRP3 BIRHE &1, BFZ Fih. BRI A
SUMO 1k, #3317 NLRP3 [Riis, RN R 4E+r
NLRP3 4b-F EH & AMHPIR A [15] . FEBE D B4, NLRP3
25 ol 2 R0 G T RO, X e 3 KT
AN A B T R AR AR A [16]. TS S kA T g fE
TG[17]. W MEAA15[18], BEJS NLRP3. Procaspase-1.
ASC HELTE BN O0E E &K, NLRP3 2AE/IMA(E ik
TeiEERTAAR caspase-1 B, 85 CNTEIL caspase-1,
BEMTRIEDIRE, VIH| 2 SE 40 M 5 IL-18 Fi 4 LA S 1L-18
A, (R, 2R ) IL-1B & 1L-18 BRI
B s, RIEERL9]

&) i, 15 AL 1K) caspase-1 i& A] LA & 4i il A2 12 [20]
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XJE T Fhg iR e st BARKLEZ caspase-1 1)
E G HEFLE D (gasdermin D, GSDMD), #RJ5 %k
R E L (N R s Ade, 48 ffa FEE o e
FL, R AR AR 2. R P A AT 5 R B
() JERE S L, ARG G928 S B 35 AH O

4 NLRP3 RIE/MES 5 FENER
ALRE & A R B BURHLE
POREAE EMT [ 55 g # AR HLLA, IR N S8 PE3R
B AN S 5 L P I A s DA O
Han Z5[21] %31 ERB 7] 5 NLRP3 # i /MALE A5
PR SIS 5 10 B 28 A0 M DR 1 P AR i, i EE
T8 W SEADERE IR . BRI R/ ERB I RIE ),
ST N BT E ALY caspase-1 7K T LA Bz B #A 1)
IL-18 K55 EMT EB/NRARLE, #8A R
fka%. T NLRP3 JERIRFR (NLRP3™) /N4
EMT 57, szigah L], NLRP3™ /N BRI /b
5@ NRAHLL, AR, KW NLRP3 285E/
PRAE EMT i itk J b e 30 5 R AE A
Xinyue Guo %5 [22]HF 5 Uk BF i ik 38 2= I B o
(ERE) A%, ME#E WA H MR 2 Rk (ER)-a it
MCs # NLRP3 f{j%i5. NLRP3 % S5 14,
NLRP3 #E (S Sl B IR, A IL-18 17 %
FHEI, fFERAT 5N, ILIRL Rk, b
Ah, RNEIEFR I, CY-09 A NLRP3 48 /M4
B AT DABA S BRI R N S A P R A
Yuanyuan Hang [23]# 75 & X & B TRIM24 ]z 5%
1k NLRP3, TRIM24 &2, & NLRP3/IL-18 Fisy
SHESES, (EUF 1IL-1. 1IL-18 Z4ui X 14k,
MR E EMT Fp S5 A5 P S T J5 40 PR R S RS AR 28 E 1T
Feng Zhou [24]HF 78 &7~ EM i IS IS 10 B
WEAHMD (MD) #£2, NLRP3 FLikifsg, WEILH) MO
U IL-18, RIS NIRRT 4 (ESC) BT
(A B AN T AR 2. NLRP3 (181 [ #0041 53 ek 2>
TR E, FEH0H T M4t ESC IEFRE
MR, XK IERH EMT BIRATRES Mds Fil
ESCs Z [AIfAH HAE A K.
2019 4F Zhao Z£[25)#F EMT /) B 78 b 30
4 f R 715 = ¥ K ¥ 1 Csuppressor of cytokine
signaling 1, SOCS1) #% & J¥ i i 4n g L& H 1
(astrocyte elevated gene-1, AEG-1) 4% 5 & i FFAK,
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HE— B ER EMT 40 NLRP3 5E /M, 253E R
RS o

B XHRIRIE[26], 3T 54 A1 Kaplan-Meier 215
1%, NLRP3 #E/MAAH I Bl Bk /K- 5 B T
JEAEIR, IXRURAEARE A ARAIE R B S 5
T EAOC (it fe; @i &AMHIA/EH R EA

(STRING) ¥ FEH R EA-EEMEEH (PPD 4

T, NLRP3 K] J Houf B 1) 28 1 A2 1FAl EAOC TS I
BELEARILY) o

B ME[27] 58 W 978 R IR A IR 4 10+ 5 IR R AL
BE M NF-xB. NLRP3 /K-FI] & & T A IHE
(8, SR NF-xB. NLRP3 /K F-E M FE
B ETXHEZSR, £ NFxB. NLRP3 7£ & MR
ASERE TP 7 T = AR ), {HL A2 PR 4 P V% A A O
P

BNIAN[28]HF Fi 2 R B, FEIRFREEIE EMT £14E4L
ANEREOT I EZH 2 NLRP3 48 P /MRS st 1
NLRP3. ASC. Caspase-1 ¥ m#ik, [, NLRP3
AL HI SR B 5 2R 1 TRAFG, 1R 78 AL/ N B A7
gkt TRAF6 RIAEH . X3 —P 3 HH NLRP3 %14
IMETEILTTRES 5 T FEIRIREEIE EMT 2R 4EAL T

Minyi Zhang [#1 B\ [29] & B NLRP3 % i /IMA A/~ T
A AL T8I Notehl A 1) 77 2UF MR ¥ 5 P9 5 97
ySRETNIIN =22V P Y NE = Y R R DA A ERAAY /NG
I A BN 3F A4 Notehl 1) B, X S8 J2 40
NLRP3 % P /M BE 75 S A AT 1AL, £/ EMT
B, I NLRP3 il S 4] 7 7 A IS S S hE ) K Je
EARAN SIS, F0] NLRP3 28 P /M i 30 T BEL 1k
S A /N T B

Bruno M Fonseca [3013F4T 1 — W& T 78, &
B s IR S ADRE B35 10 hGCs H, NLRP3 JOE/MA
PR /KR mRNA K354 Eaeik. G0l &1k
AN S T R I T RS 5 P B S AN RE A O )t
FE JORERAS T, i sz B AL B 5e 7.

5 NLRP3 RIE/MEIEAFENER

SLRE VR YT 58 L BUIR

NLRP3 RIE/IMAZ 5 EMT KB K&, ] 45/
RIEAL, BRAR AL T 0ilh, SETEERL SIRTT EMT K
J7i.

WFFIRIE[31]45 T 57 2B /N AR s v E ST IL-1R1 (%%
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FPEUA S, RIS E R AR AR R,
WEH IL-1R #2285 4(1L1R-associatedkinase 4, IRAK4)
(M R AR R, I/ TR RN

WFFE R W) & E (nobiletin) AJ /N EMT /)R
SRS, GG DL EARHLHE ) R kB L
i (IxkB kinases, IKKs) ifitk, #FE—DH0ii NF-«B 1@
M, MTF0H] IL-1p 17725 20 WA [32] -

Mayuko Murakam Z£[33]4F 58 & ¥, NLRP3 4415
MCC950 A LAY/ G S 7Y 5 Py s A RE (OED ikt
M. OFE FI¥ 5 NI FAAE 2 B 4H Ml (CSCs)
(1) NLRP3 B[R A 8 1 3148 KP4 il i T EM AR5
PN R SN RE FR 2 R 40D (ESCs). MCCO50 A & 2 %
fik CSCs [Mf7iE %, {HA M ESCs I %. Ih4h,
MCC950 AbHE Ak T NLRP3 Al IL-1B #£ CSCs H [t
FELL, FED T CSCs Bl IL-1B IR . 7E/ER
R, 5 PBS AbREAHEL, MCC950 AbFEJE/> T OE
Pkt K/ . MCCO50 7659741 OE #H < I 7 4i it IL-1B A
Ki67 /KRG, 0RO S AL R b P

Fiorella Di Nicuolo Z5[34]HF 573 W A0 PN A ZH 27
HHER R AR (ER)-B KT, ER-B & ISR, o
SR CALAD BB AR A 7 8 NI L R Al R (122D
Mfr 5 A REE AR R (22B) ' ER-B. NLRP3
P RIEAEE UL A IL-1B A1 1L-18 ()50
ALA Kb 38 i B R P 237 125 R MMPs |35 14K
WD AN OB B AR 28 . IXAIERE ALA R RERNH] T 5
L S 7 (1) 3 i o

Choi J S50 5 K I [35]ME VR 2R 4 0 1 1E % 15 Y i
FFRAM (NESCs) 1 NLRP3 #iE/MERE L, S5
IL-1B F=AES8 N, WEE R A NESCs J&, Z2Hif#K T
NLRP3 #ME/NMAWEYE, BN 7 AW S . SR
NLRP3 % M A4 3% 14 B4 1) B 1 W40 o) e BELBKT o 2870
ZA i A R 23R 28 IR A R K S 4 e (ECSCs)
H1) NLRP3 R VEMTEPER FI G5 3. MR, MR
AT —PRE e P 2R A 2 AR s R, ddid ECSCs Hr 1) E Ik
7530k NLRP3 2 /IMAES F (1) IL-18 7242, B4,
T8 WAL H S S 08b, NLRP3 4 A4y
PEBEIN, AT b v 42 2 ] X R . 2,
&l B3 B 2 G s 1 A ISR O A4 A R ) 1 R
NLRP3 #VEARBGE . SRTM, T 2 1) 57 0 1 Wik
I, XA E R B P B e 67 i o A4 B S
X AT T ECT PN R 1) 28R R B R A AR

[ [36] £ 7T 45 AL S EMT & 42 & J2 5 NLRP3
RREMETE BBV, RICN EMT KR

NLRP3. Caspase-1 F[FRiA & K IL-18 & &AL
[ A% B 3G 0 o e 71 2 A e B R EMT R BREEAT b3
NLRP3. Caspase-1 &K KA & IL-18 [FIKE %,
T B P 58 AT REiE 0] NLRP3 ff) 31k )z Caspase-1
(s Ak, AN R 1L-18 &5 R Ui 28 1 K7 B, IR
EMT KR

TKFA = [37]WF 7T K B miR-703 il it i NLRP3 %
JiE /AT 5 18 B G2 A B PN IR e A 2 2R A A TR ¢
SER, MM EMT RAEKE. £ EMT /NI =
AL A miR-703 [ F2IA 4 9% 55, miR-703 BT
EMT /NG, B ZH 2R BBH 2 k)N, NLRP3,
caspase-1 Fik T FE, RIEKIF IL-1B F1 IL-18. TNF-o
FHIL-6 A Bl R .

Jong Yeob Choi £[38]1ff 7t 45 S I 22 i it 5 WA
FAAsF 5 PO ] SR A NLRP3 S8R/ IMA S, 5
A L-1B PR, SOERSIRES . (R, BTN 2R
W RSN, X £ A A IS S (S 1D ) o 4
MOk ss,  IX S BT AR ALAE R 20E S S PR

Alessia Arangia ZF[39)4F 7t & AR R = mT figAe —Fh
WIRTT g, ARG $E ) MC 741 Nod FfAZ 44
Z %k 3 (NLRP3) (1) 28 hE A IS A4 A A OBk 1 1 1 5
WA . FEBE R TG, 5 P R 00 K B
Rr AT AR . EAR AR ARSI Rz 2H 2R 2 38
sV A IR . AR TR EWR A R DL &
FLEERG AR R AR ARG RIS, D o SFIEVIVLE)E
H (a-SMA) FIFALAEKET B MRIA. thah, FEE
FOE BRI EAL SO E W) DL A B T R R 2 R
ADP %Mk, FER N5 A IO AL TR A R T

AEMFREY, ¥EFA (Bufalin) AIRgELIE SR
AL ok A ) S 40 B (R T4 EMT B RE, £ EMT /)
S, WEEE RIS T ALk ] 4 A E 4 caspase-1
A IL-18 3 E[40]. X5 HARR FE A 45 FANA.

HH 2GR YT R IR AT R, TR AGIRYT EMT 3R19 7
WLt . bumE S [41] A as KRR, IR 55
BT B ARG R, HFHEFIEZRA
SH TG, TRIM24 [FJZRIEBH B, #— D3k
NLRP3 Z&AE/IMAS T 40 M £ TAH G AT IR, I
bR IL-18 A1 IL-18 [ 4rids, s EMT (1

6 M4
EMT FCRAHUBIH AT T B b2
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FHul GBMER R, A EIE R, IZRER),
B EMT KA KR BARHLHIEANIE R . 90E I B R
B2 BB E AT O, ORI EMT RIm L i
L A R, 32 I A 4 G 5 A T R 4
IIHUAAAE 2 40 H R 77K ~FR A 5 EMT A kAR K
FR4E DL iR, NLRP3 28 /MRS 5 38 BE 4 il K

IL-1B. IL-18 KEMAE, NFRAwLrEHE. 7
A KR ZE, Il T HRAKRE.

HAT, Y897 T 5 WIS AL 1 290 JE 2 [ B bt
#6245 (NSAIDs). ik 2 s it IR R 2454,
AT DA SRR, (HAREMR MR EMT. FARIGIT
X JB A I R T B P S AN AH KE TR B N 2 [42]
SR, A WRIBUMNHAIT R, FE ARRACER S
REIRF[43]0 BLAE, ATAT—Phyr ik AN SR T35 R4
R R [44]. H aro] FYE Y7 7200 R BR (R A AT
FRIBIT EMT KEHTE, NLRP3 KE/IMAZ 5 EMT
()R AR R e B IR HE 8 A 3 k) NLRP3 28RE/IMA T RE,
WD AL FRIE W, HREIRITROR, WAOAR
RN o R LT B oA RS S v 3 AR B AL, A
I RIGTT EMT SR 458 M1 5, X g mBA 5 A7
G RIGTT 77 R IRTT SR 2 R E 2L,
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