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Research advances in NLRP3 inflammasome in infertility associated

with impaired endometrial receptivity
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[ Abstract] Endometrial receptivity (ER) disorder is an important factor for female infertility , and NOD-like receptor family, pyrin
domain containing 3 (NLRP3) inflammasome is a key target affecting the physiological and pathological processes of ER. This article
reviews the molecular mechanism of NLRP3 inflammasome in ER establishment and explores its aberrant activation and pathological
association in diseases such as endometriosis, adenomyosis, and chronic endometritis. Studies have shown that targeted inhibition of
NLRP3 or related signaling pathways may become a potential therapeutic strategy for improving ER , but clinical trials are needed to
further validate the clinical translation and application value of such interventions. This article aims to provide new insights into the
pathogenesis and clinical treatment of infertility associated with ER disorder
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KA Tifi—1 (cysteine—aspartic protease—1, caspase—1) FIREIL
A1 A % -1 (interleukin-1B, IL-1B) . A 4L A - 18 (inter-
leukin—18, 1L~18) & AT H T-2:5 75 NI S 7 I 35 .
FHEEAY S, NLRP3 () 53 T AL C R LS 78 AR S L
(endometriosis, EMs) %5 ER & AHOCH I 2 UIAHOC . XAk
EPEAR7R B 4% NLRP3 ST /IMAE I T BE AR 35 ER
SR A R AN ZEE BT SR, 3 3 e A I — 5 B N R 3 Y
oA, Sy ART HOEYR AN 22 BB SR S e M E 5 T 1o o

1 ERXE NLRP3 REE/ME

ER &4 F 8 WAL A D37 (3 2 R 05 19~
23 R) KB MY — R AR DI RRIRAS | (IR 0 4% 2 I i
FEIRFEA H R RN IR 2257 . ER I8 R3St 72,
Iy AR T, T8 NI E 232 B (estradiol ,
E2) P (progesterone , P4) B A AT o HEBRJG , 75 P
PEAGF UMY o B2 KOG FEII D . P4 AL,
TE N E R oA T BT B AL, SRS A R ZETE S
D7, T PR JEE A 7~12 mm, EIR IR K 4k L 4
WA SR . b BN T IR R AR . T E IR ESh
JoKEE I8, IS8 S P I 7R 4 FAKE |, 885 3 alpha V beta
3 (integrin alpha V beta 3, avB3) . F1 L 4101 il B 7 (leukemia
inhibitory factor, LIF) | [FJEHE A10(homeobox A10, HOXA10)
SERGMS T T AN AR A I TR S DY T RIS R TEANIEZ
11, 75 [ 48 A5 (natural killer, NK) 41 il b F & 2R, 7]
o7 EFET P A A G 70% , A it A A A PR ok
T 2 ok 1 e, A i M2 AR A A A BB AT S i
Mif 32 R BB R B s g AR, 2L R s B

l ASC
il U3

pro—caspase—1

JEREA B SR o 13k — K A R 42 A L S i ), Bl
5T IE R, AL AT RE 5 BUW IR 6 PR 5% s B 0 e B 2%
2, N L P2 () B SR
NLRP3 S8 /A —f 1 NLRP3 23k 7378 T A EBE
JFEE M (apoptosis—associated speck-like protein containing a
caspase recruitment domain, ASC) FI N 2 [ caspase—1 41,
2 8 U AW, RE A8 U I A 2 e B AR 45 45 45 e
W 155 o NLRP3 S /MA 16 A6 5 B 28 0 3 sl R 24>
KHEBTBL . TEJA S B B, 5 AR AR 5C 43 T (pathogen~—
associated molecular patterns, PAMPs ) o 1 05 A 5¢ 43 F 1% 5
(damage—associated molecular patterns , DAMPs) i 15 Toll #£5Z
1 4 (toll-like receptor 4, TLR4) #1% #% AT B (nuclear factor
kappa—B, NF-«B) {5 =i i , 2 1 NLRP3 Fl IL-1B Hif 14 (pro-
interleukin—18, pro—1L—1B) 55 1k , Ry S /M Y 21 2%
S AL STHER 5 TR SO B B, 22 MO I R = R
(adenosine triphosphate , ATP) 4l 1] 75 2 43 1 fish & B 25 1
(KM VB 5 (Ca™ ) NI I P40 AR ZORE A48 403 ) e
VS T AT 2R 45 A L S, A 5 B NLRP3 RAE/IMAZH %
BEAL, S8 7 (C1) AL AN 7 (Na®) N 2R A4 DNA
(mitochondrial DNA , mtDNA ) it % i 2t 2 5 4 #2 NLRP3
B Ak o 15 1B 1% NLRP3 5 $% 3k 2 H ASC il pro—caspase—1
EE T8 R IE/IMEE AW, (R 1F caspase—1 751k o 1H ALY
caspase—1 i — 25 VI pro-1L-1B Fl pro-1L-18, fili — 35 pl 4
FF43 1, R A AT U0 3505 Bz 2 D (gasdermin D, GSDMD) it /% 41
MLEET BORRAE N (181 1) o BRZ:SRARSL , AE 28 M S AE
IINMAE AR (U caspase—11/4/5 45 14 NLRP3 #0305 ) tL7E 15
W75 0 o R A

NLRP3 485/ MASE A4

1 NLRP3RE/NMEHFEZATTE
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TE NI 5 S HTR AR 1 B AT, = R Sy
ER SEBURIGRERT SR AR R . AR I, £ 28 ad
ity AL, SRR o e A0 M R S A A PR A B
2020 4F, Azlan A FEPIXF T E AR T NLRP3 AE /A 4% 41
G3 R RGE CLHEAT IS . 25 AR B, NLRP3 4 AE /MA T
LA 53 (0 ASCOFET- 5 N e rp 52 LR PR 84k, 22093
A T A58 AR JB A0 i 5 S0 2 e S Dk Jo] BT ) kb B 400 M 45
DX NLRP3 763 58 b 0 A0 230 b 3 3k B . B, Je 5
E2 FHMER 2k B (estrogen receptor B, ERB)F5 5% 14, 15k
T B N Ishikawa 20 i A9 1 K — 0] 2 % 4k, DGS9 IR JIG 2
BEE PR AR BRSSP BT I SO0 1% I 1, 5 R
A ik & H A B AE A & B (thioredoxin—interacting protein,
TXNIP) %54 I 34005 NLRP3 48 5 /M, {12 # caspase—1 T 1k,
P AT A Y TL~18 B ) I R 1R 2 7 2
222, BA A AVEM . microRNAs 45 75 Py 5 i 3
Rk e MR G R R AR . o, miRNA-
138-5p 18 & 1 il G 2K 1118 1% 3Z {& 124 (G protein—coupled
receptor 124, GPR124) LA K 48 i /IMA NLRP3 . 1L-18 Fl IL-1B
T A PO NI R BT AN LIF 155 7 5 5 e
1% A ¥ (signal transducer and activator of transcription, STAT)
FIFER 37155 , B8 ER, 35 IR NIG & PRAIR I IR,

2 NLRP3RIE/NMES ER #LBAHE R AR ZEE
FEAERT ST R W], NLRP3 R4 /IMAR 1Y S5 4 85005 B 2 g 2k

VA 55 20 P A B 2R R ) A R R A ARG, AL B ¢
i SNE AR T RE IR I8 15 2 2 A D5 i (181 2) o ATl

NLRP3 44/ MA

PSP BUYAZAE B AR B ML 7 78 22 57, 5 4 BoAA Bl
R B —f#HT o
2.1 EMs

7 EMs 35 19 500 F 5 N BEZH 2L 77 4% Kirsten K R
TR 988 5 3 98 55 R[] U6 42 (Kirsten rat sarcoma viral oncogene
homolog, KRAS) 453 [H 22 4% Je DNA H 34k | 41 25 1 16 1 25
FM AL TR, I [ 2 BUR TR AR 52 B P4 HLHT R R
ST 1A o5 BLRRAIE | 3R 30y ME R 5 IR I 3R 2 AR 3R ik 1
i, LA Rk P4 3 Ry 255 RE 1SS L i ER D) REREAIR,
WFSE R IR, X B AL AR LY, EMs 3% 507 PB4 2 o B3
LIF & HOXA Z IR, eah, 2087 R, EMs 3%
TR B K Y B A . BH T 48 5 S s S 0 {1 R A R R
W LY e . X SR B Ut i A7 BH, i i T R
15, ER BB , S50 T4 5 P R 5 0% 8 B Ak AR A 7 11 38
P [R5

[F] 1 % 20 AH LE , EMs 5 75 R4 21 NF-kB K&
NLRP3 4 1 387K B i i, B =3 2 3A7KF 5 8 5 1
W CAI25 KPR IEM G, i, B0 F 8 W R4 80
NLRP3 & [ 335 7K 7B 3 TR 5 PR 20 AR
J& NLRP3 . ASC. caspase—1, GSDMD F1 IL-1B & ik [ ™!,
NLRP3 AE/IMAE o Z ik 1555 EMs &0 : QM 2 i
ERa, ERB 375 20 il oh NLRP3 48 /MA , 2 9 TL-1B . 1L-18
TR, 85 S0 N RS A 0 86 M AR 2R A AR e ) L (2 i EMs
I A 2 J T R AR @22 S5 {5 -3 B I ] 98 4% 412 0 400
FE TN EMs 48 SO , GATA 454 5 H 6 (GATA binding
protein 6, GATA6) . =t % ¥ 25 [ 24 (tripartite motif contain-
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ing 24, TRIM24) X 1 | I % E2 (prostaglandin E2, PGE2) %
38 15 SO 2 F BT K caspase— 1 1AL RIVE A, 15
I 200 6 R PN DR T A4 B AR SR Bl AR R RO R TR
S DNLRP3 48 S /M A 12 4 22 P54 3 5 62 44 Noteh [7]
T H l(neurogenic locus notch homolog protein 1, Notchl MK
M T A L4 AR s DNLRP3 S /MAGHE i 40 Fi
OB AL 2 5 EMs P & 2E o AE 4N A, L0 J5 1R 25
SR TL- 1B SE0E R R TR, BRI M 2. AEr
X, /NS BT 240 L H NLRP3 S /IMATE AL 5| & M RAE , 35
PRI, LB, NLRP3 y EMs B0 HL i Ay S p e
Ho KRl NLRP3 AR /IMAS T A RREE RATIRES , BN
FER, mACEH IL-1B SR 4 F 7 R A 2 P br 54
HE S 1127 N N A N e o T T D W i 2 S
LT YN 5 MU AE L, U T T8 N B TR 25 5 AL 1ML
TLHE T , AT B R JC R S IR R S A A B AR AR
55, BV DR ARG ME LA K

2.2 FEMRIIE (adenomyosis, AD)

ER B G2 AD 85 IR A BAR A B i 2 g Hh 4k
TETEIMBUSASAGIN , 525 & DIBEIE 5 AR LL , AD A2 20 J
478 PSS JRE RE ARG, oA IS 8 T T P R AR A R R
SR M R AR AN T T 4 iR AL I [R]85 0, e W] AD A2 iR
FAAAE ER BREA™ . TR, AD SB35 10 A EOC S A8 2 MR s )
(HOXA K \LIF .avB3 FIVEHFE ) AR 32 R IA T
GRS A AH O I R R 38 S i, S BUIR R B FIAEARE R
Wie L S A VR A RO, B 3 0 DX 0 JEE R 3 S5t T4
R BGZ i FIAE AP, BE AN, AD SB35 0 8 P I AUk R 2k
7, A i SR RN E L, DR ERPYL

AD HE % T8 N AL 80 NLRP3 % /) 1R G 5 41 43
NLRP3ASC caspase—1 iR i L iA° 5% 201, 41 fifg
JHTAHOCHE R 19 R BT T NLRP3 {55 1l i, S 20 E W4
AR T AL 18 7 b B, 2 JE AD O™, 55 A S gk S8
NLRP3 # 4F /) 1 58 i 7 #2251 % 85 25 45 & (epithelial-
cadherin, E-cadherin)/#f 4 45 % 75 [1 (neural-cadherin, N-
cadherin ) 2 HE | Je— ] BT Ak , A 30755 PA P00 11 S 34
FEAMZZE B AD AL 3k A28 (b 3 [] S 8075 G
T AR TR T 0 30 2 T R 2 A JV R T A 5 199 43 R 4 L BRI
558 B AN (o B
2.3 T g A X (chronic endometritis, CE)

CE RN 7 5 N5 B S AE ORI ) (25 2 o g
KA b B 1A B I C 200 R 2 R [
Wit NK 248 1 0k 240 D 55 42 0 /. Di Pietro C 4R I 552
I3 fiE PCR BRI CE A8 35 5 (e B 2o M i) 7 8 IR 20
5 SEAE A G FE R UR T AR R B OC B BE IR . b AU
IL-11TE N Y 24> JEREAH G HE DA 1Y 2 1K 1 LI 2 82
B N RAE Wkt ER B A 20 ARG RO -
% (endothelial selectin, E-selectin) Fl C-X-C #& ¥ #a1k
FHEAK 13 (C=X=C motif chemokine ligand 13, CXCL1 3) &
T A RE TR N S A S TR T R B R E 1

WEHLS, BAA USR], CE B 15 B b g AR 2
fEFLE RS FAEAE K B F45 A 8 -1 (insulin-like growth
factor-binding protein 1,IGFBP-1) 7 3Z 5 fl mRNA ik
FREARR, BRI, CE B8 T Py B e AT e S A A R 1 7 2, 3
WL“BT U ER A sz, 2R I 5 w17 16 48 1R -5 8 B AL 7 7N
PECF 0 B B B 77 R R 28 i B, B O

16 CE 5 B F2 v, NLRP3 484 /A B9 3005 5 40 ol A2
Z%AE T I . FE N B R MR BT R A X &
254 % 1 1 (spliced X—box binding protein 1,XBP1) FlHEEE
1 Al (annexin A1, ANXA1) K35 T 9, #F 1 fi¢ #F NF-«B Fl
NLRP3 4 143 % 1) 176 Ak , 1458 42 42 DR 7 R i A0 A0 R 4 e 33
T TR AT R, NLRP3 S8 /IMA 3805 SR i T8
BRI RE BE A5, %010 mtDNA 2 A0, B0 B B B4R fi
& caspase—1, fi£ #F TL-18 B ™ v 14 7 41 flg &1 175 4 9
(neutrophil extracellular traps , NETs ) & FR HP R 200 B R Y
IR £F AL 2544 , 75 F B I e ot B o il Y BR e R . NETs ]
AT SR AR R AN A, S 3B P
AR AE T A AL BUHHE . 5 B, miR-124-3p 7E CE [ &
B 5 P BB v R T R 2 3 e R 1) e I I U 25 4 B G TP
it 35 0% 7R A l(identity quantity GTPase—activating protein 1,
IQGAP1) 3k , W3R & Bz 40 M A 14 55 28 B RE 70, AT 46 5
ER, 3 BUK R & PR R AR 224 H miR-124-3p , miR-
495-3p Fll miR-223 #8145 NLRP3 4 4iE/IMA | caspase—1 1 1k I
IL-1B 430 , NTIT IR 55 R 0E R R, 2 kA 2 (sirtuin
2,SIRT2) 413 NLRP3 % Z Bt Ak TG Ak o g s R 05 i [
F0 50T 40 M A1 b 458 i 9 47 SIRT2/NLRP3 Hli i /b M1 =
Wt 20 FEL ARG AL | 2% M B3 P9I 30 4 1 1 46 RE 2 MY, CE 1Y
%02 T N I ) 30 G B T R 8 S A, T NLRP3 #E /IMA
R M R A SRR AN A . LV KR PR AR Y IL-18 S 40
T SIS 2 e A (R AL ) | T R A A I
W HEREFE NN
2.4 R EAPHL K (repeated implantation failure , RTF)

135 i B M 22 w0 G R 98 S 7 L 25.9% 1) RIF J 35 77
TEER %, EERIONHAE 7B, 3T X 41/
129, E—LAT5E R IR, RIF B35 1 T8 P9 JRRE 5 40 ff o
J e i 77 2 kA A AR 22 58 0 W A o 55 , 5 N 28 A b e
HLA-B &35 FAFAAE— & X FR", [Hik, ER A2 ART %
RIS KRR SBRIF O EBR R 2 —.

RIF 9 & A= 5B 18T 1) 5 8 R O AH G, 3X — 3 it
5 NLRP3 RAE/IMA R S8 RIBHOC . RIF 8 F 05 N IR
H miR-3074-5p 235 F iR, NLRP3 48 E/IMAGH 1 miR-3074-
Sp/ER/NF-kB {55 5l 47 , A1 22k 5 005 200 it 1 2 9 M1 AU A
PRI & MM AT, SO 18 554 2 N T K BERR L, 3R
FE G ST 0 R A B . BEAh , miR-17-5p .miR-21-5p I
miR-193b-3p 2 5% NLRP3 [ #5454, Ktk , NLRP3 %
it /NP T R4 B i LT AR E S, 2 RIF &I AL v ) %
AT
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2.5 HE MR (recurrent spontaneous abortion, RSA)

RSA 5 ER B9 & HATIIF G 2 4. —Jriin, 250
WFFE R, #5 RSA B8 0 S A7 7E ER S . AR Y
RSA GBFAE 6 1”075 N RO 42320 S T
5 felt B Xk B L PEAR LG, RSA R 19 755 N B TR ovB3 T LIF
S5 ER CHEbR G B FRABBRAR . SR, A RFSE A3, RSA &
FH T B B LIF A avB3 25458 9 10 23k JF J0 IH 1 22
SNz RSA i PR e JBE S 0 1 MR I G 1k 475 A
FEEIREEDP, LA ER PPAL B RO B . Rt ER B8 UIAE ]
BLH 5 R 52 4B B o I R PPAl RSA I, 5 A0S HE e IR | fe
P2 BRI N R0 S N 2R, P NI BE 04T

TEER 7 A W PR RSA 22 vy, 55 N i NLRP3 4
M (caspase—1  IL—1B ) F IR, Ham i BER IL-18 254 4
KI5, 51 &5 N R LB i ST 2ok B2 AR , ER JB0R , 520 iR
JRE IR, AR HR Y, fERSA i E E M 5 N
JGT 16 o7 4 T TR NLRP3, ] 7 P S 114 9 A 2% BBk
N R TR A R R AT R AT AR B I IR W AR 2 Y
R T Z AN DI RE S () I BELAT 75 A A 1
WSt A SR, SR RAR— RS, e & R U T R 2k .
2.6 %90 % 22448 (polycystic ovarian syndrome , PCOS)

WroR R W], 5 R AR 52 A Ah 2 K — IR G % 41 (in vitro
fertilization and embryo transfer, IVF-ET) [} X} B8 4 #H Lt ,
PCOS [t B R I JF: S5 i R0 7 4 KU B g™ TR
PCOS 835 1Y 7 & NI IR S A A BLA i /B IS, ER G
B PCOS JE AL 7™ (1 G B PR 3R, T 8 0 K vy M VAR INLAE
[ 5% ZHEPT (insulin resistance, IR) & PEAK B 98 5E 7Y p [] 22
WRVEIT o e MR AT b R B P IR R A2 A SR A A
HOXA10/11 avp3  L-selectin B S 3235 , T4 1 & 115
AL AR, TR 2T IR A AU o, W A s
HEH4 (glucose transporter type 4, GLUT4) 53z & it , i 150

B EJLEE 3 38 ( phosphatidylinositol 3—kinase , PI3K)/ZE 1114
fitf B (protein kinase B, AKT) {5 53 J# B A5 5% i B £ F4 1,
P 2 R 5 B R A A PR T (1L—6  TNF—o %) FH 5 A
B2 20 L O 457 , i DB BE AL 2K 7= ) (advanced glycation end
products, AGEs) — B IAL LR TR 7 K (receptor of AGEs,
RAGE) REGLH , iX SE P 3 L [Rl B0 15 9 IR S e PR b
S G 1 SR i 3210 Ak, PCOS H# B IR %5 3%
146 M (claudin—4 . occludin) ik T4, L8 A i 65, E—
HAE ER™Y,

E PCOS 1 ,NLRP3 % 1| TLR4 R AE 55 0 B 0 L 51 &
M AETT, PCOS BH T 5 MMM b B 4 i v LIF 33k 1]
R BE, T NLRP3 2 5 PCOS 84 ER Bl Bt 7, 75 ¢
AW

3 ¥0[E NLRP3 RE/IMEHIETT REETFER

NLRP3 Z4iE/MA, AL S 5 Z R0 208 15 B A (7]
FEAEB G IR IT P S A5 B AR AT, nT AR N T A 1927 4L

IO — b Al ) M e 2R R DR A I A ) 3 B R R N T8
TRRE 3 7 BB A ER . ML LA U, i Al AT
FHR T 1 5 Mk B 2 AR /NLRP3/IL~ 1B {5 51 5 52 MR i %
TR SR E A0 ) R0 P TP A =2 ) 1) B DA B2 AL T
JIEESA Sy A, T PN R T A RO T R s
TR RS, JRy , AR TR0 3R A 7= B YT 305 5 s T TR 200
SEVETRN FAR 241 BFSRAESE , 75 N BHR TR T ] B
P NLRP3 45 98 A O L R I 1 I A ie if 52 i I9, e dt #i
PET 32 P77 A, DAITT 536 B N RO, DABR T AS B
A RIF 45 (8 35 09 G B R PR AT R ES /', fEFE N
R BB IT G , Z2 R0 259 (AR T4 1 598! rh 2475
PER (INER R R EFRMERETTILARRE TR
i )OS0 ] 3 S NF-kB %538 6 [0] 32410 il NLRP3 2 E /M
B IR ENEITAE . WRER BN, i URIRSE A 1 5 1 Mok
i NLRP3 48 RE /MA BTG AL, AR IL- 18 A9 A2 B, DA T 2l 3
TE N S S 5 kb %) SRE ST B L [ BI04 NLRP3
(4N MCC950) AT el i 75 JBy &6 44 , $2 =1 ER, B WM iR &
PR BEB S AE A, R CET EMs™! ADP25IT % 5 R0 ) VA )7
FWSHRAL T HEZ . HAT, A WS A R 4 [l
Meta 73871, PG ER #6:1 (tests for ER, TER) 38 S5 9 H: AL IR
ﬂﬁﬁ*ﬁ(personalized embryo transfer, pET) PRI R N AR o
T ARYE 280 TER £ R4, B 78R B IR IS A A BT 0 By for
BAEOL . REA IEE A = AR SR R, 25 R R,
X FJ6 RIF 52 (4 2ok, pET 4 B 0 42 w3 76 7= %, H iR
WAEHF B ART AFFrh & HUHET TER. 145 I8 FE 8 55 95
B, A7 0 2 v BB PSS m LURAIE . RNk, B sE A
TER 7€ ART 1145 5 pET B B AL THEZE A 1] i NLRP3
e/ INMAAE Sy 5 i L B R Y S HE I T, A K TER 4 0E
AHDCSE R AR s 2R bR 5, T ER MRS HEDTAR ™,

NLRP3 44 /N S B X 16 32 A 25 B o 78 T8 P e
H, NLRP3 & i /IMACE Bl S5 S0 sl i ), 0 2 S BUR A Bk
B A RE i 52 58, 51 A& ER B A A5 8 i, 4
EWRGE R AL IRAE R, A AL, BRX—HROH
KARBFFERGR o ABAAFAEA 2 : ONLRP3 RAE/IMATE ER
AR EL AR PR LA 4 A 52 4 BRI, B 22 B AR T JOE T, (H
PR | 40 (5 W20 A A T NK 20D B 25 ) DI R) o 4
Ko F AL B (DNA F AL 20 8 (8006 FAE i A5 RNA W)
245 S HAE TR E— 2R R s @NLRP3 e /MATZER A
T LI I A A B EATS AS B f  e  JE A 22 ] e
(S AS BRI BE s PR, D0 R ST MR A 7 e W S R BR . 2%
SIS ARG i S T AR SR 5% M AL T
FE 1 52 2% SR B NLRP3 48 RE /MR IR 05 B R 2 BIL IR A
B ; BNLRP3 4 i /AR B AR 5 310 41 35] (4 Dapansutrile , R A8
BT RGN PG5 ) A0 IR R L A R v EL R
T RS, e A 5 7 D 0 1) NLRP3 B 105 g (40
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MCC950 BT B 2570 R0 0345 ) AR ZSETR TR L T
BT . R, JE 455 RNA W R 4% NLRP3 48 0F /MAd it
TR SR, B AT 2 BT AT )R B T AN A 5 2 A
AU I R 75 5 S Bl Ak i AR ST A 2 o L, 45t NLRP3
(2P TE e A R S SR Y R0y TIPS 5 A B 22 16 PR
RGN PAE . AR IERBAFZE v , o] {5 Bh2s ] 2 4 2 F AR 0
REVEIIRRYE, TR Y W NLRP3 45 /MATE ER B
PHPERLE . ENG RS AL D7 T, SO T LS A E 1
B0 (0 S I 5 O A S 1 245 00 1 e R 2% A
FH o NLRP3 48 i /MA I 5 5 3000 & ER BB 1 SR 2
— o AN AR LI BB BYPEAY , nT 45 A 5 PR Ry
REAR A VEAT 43 AT o 8 A K I P 4 4 B R R R Y
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