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Abstract

NLRP3 inflammasome are one of the inflammatory complexes that have been intensively studied
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in recent years. They not only play an important role in various inflammatory diseases, but also
have a close relationship with the occurrence and development of tumors. Myeloid-derived sup-
pressor cells (MDSCs) are the main components of tumor microenvironment. They have strong
immunosuppressive activity and can increase abnormally in tumor, infection and inflammation.
They can effectively inhibit the Killing of tumor by T cells and B cells, and are closely related to the
occurrence and development of myelodysplastic syndrome (MDS). Recent studies have shown that
IL-1p, an effector of NLRP3 inflammatory vesicles, recruits large numbers of myeloid-derived sup-
pressor cells (MDSCs) to tumour sites, assisting tumour cells to evade immune surveillance and
promoting tumour progression. This article reviews the role and research progress of NLRP3 in-
flammasome and MDSC in the pathogenesis of MDS.
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1. NLRP3 RE/MES SEite 4 B A& F

RAEAMAE R JORE RS EEAE BT, WS P RCEY G PR R ) RIS R i
i, Z5HURSER GG 1] [2]. HAENIRED 20E SOV RBEP 3R, ek 51E 1 4t 5 5t A R
IR R

NLRP3 #Me/Mi e i AR, R T BN V2 I S /M, B B2 25 (NLRP3) 115 2% (ASC,
PRTAH OB iU ) KN, #8 (procaspase-1) — #5324 il FLH, ASC J& NLRP3 % [ #l procaspase-1 [ 4%
[3]. HZ2EOIA 7RIS, NLRP3 A5 ASC MIILAEH R s RYEMARITE R, H ASC [FII 5248 I
1% procaspase-1 PAFZAEVE I caspase-1, 2R GBI V)5S pro-I-14 Al pro-IL-18 TR AW 2435 1Y TL-15
HIIL-18, ATl — FRFUI AIE SN[3] [4]0 B FE 7R, NLRP3 R AEAMA RIS 70 AN BL: 28— B B
Toll F£AZAA(TLRs) R 5 #-Flt 5 B K 2 0% NF + kB, MM {# pro-IL-18 Al pro-IL-18 P4 55 I ik,
1% NLRP3 RIEE Gk, SRJE153 TL-18 F1 IL-18 AR5 74 (3] [5].

Jf H NLRP3 #1E/IMA RIS 32 2 2 Bk R R 2 m A, Sr@sE M. Ca 35t Na i,
Cl i) ZRRifRTE S ROS M7 A2 DL S I A S5E4R OO UE P AR B0E NLRP3 JORE/MA[6]. R PE/MARY
WOE 2 AR T RE R O [ 7] 0 A M A T NN 8 P B R 0o B S ST, 2 B3R I 20 R 2 /e B
B KB RAE T2 N A, MR TS T8 FIBE A 70 NE M) Caspase-1 #RAS 40 i £E T2k 42 AR
Caspase-1 KM I AIMLEET I8 R HIE IRFIE 2K Caspase-1 HIMH0E, BEAHE KM RAER T, Sl
AL ZA SR VAT, IR [8] [9]o AMLAASZ B A5 R pA 5 1 A 6 R 26 PR R, A TR0 32 4 (pattern
recognition receptor, PRRs)BEW 1R J5 AH 5% 73145 3 (pathogen-associated molecular patterns, PAMPs)#l
A 5% 4 745 3 (damage associated molecular patterns, DAMPs), 324 /MK G B ANEGE Caspase-1,
SlhEgp T, AEmiest IL-18. IL-18 FIEA 570, SRR R SESIRN10] [11]. AT LK
Caspase-1 K AHIBAE T840, AEE S 20 M A8 T n] ANHOBJORE /IMAEOE , B W SR 4544 70 T B0E
Caspase-11 /M FAIMIAET[12],  RAEAMABEIT IR A PAMPs 5(# DAMPs, #Eifi#iE Caspase-1. i 5
(1) Caspase-1 {21 S SEORE R 1 IR, DB SORE IS, TG IEIEFE o
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HHEN A R s S AE(MDS) & VR TG M40, DA A i, XU 1] P 2R
AL RE R RI[13]. MDS [ U2 B /AR B = . MDS 15— MRF R & NLRP3 R % /ME R
. SRR IR NLRP3 58 M/ INMAR IR Zh 40 i o F PR 3 AR 26 MR T2, AN 2 P& K NLRP3 53 Caspase-1
Fik. ZYIBHAEANH] NLRP3 a4 2 MR T2 9K E MDS /NRARGE N[ 14].  H §T &8 B FEE L
RAE/MALE MDS HR ik TFE[15]. Basiorka %[ 148 F L RSO RS KM NLRP3 R4E/MAEE MDS
WA RIETH S, HoA MDS A FE R84S S100A9 (43155 22 Rl K K REME 15 S NLRP3 48 E /IMAIE,
% NLRP3 5§ Caspase-1 B{ 2547404 NLRP3 J5 MDS /)N i 2 M oh e 5 2 2% 2, 4278 MDS
1) 22 Rt IR 2otk — 20300 NLRP3 JE /M, {3 5 RIA7E MDS & ] et & (e ki VE I « k4, Sallman
161070 K BIAE MDS 1 CASP1. NLRP1. NLRP3. IL-18. IL-18 4fig3k A%k Fifl, J+FIH CASPIsh
RNA # 4 MDS-BMMNC K3, 5XfIAHAH LA T 8 T BEL) 47%, $7x CASPL 25 MDS [#H4H
FRAATE . BEAME R I, MDS S /MA B I B 5 5 20 B 2 R0 o 4 i (1 FRBE ¥ . R A JRE Mk w]
REIE L Y% MDS H (1) 57 A M 3G 5 S 8 T2 AR 2 i3 MDS B . MDS i35 Caspase-3 ZRIAIEH, 1
Caspase-1 £i&THE, Caspase-1 NS SR T, HilidgufiefE -7 MDS HiEfEH[17]. Basiorka Z56ff
FEon MDS B HIE bR AT I R IKE R NLRP3 R/ IME J 4 B TR R4 1, %45 BARR
NLRP3 #AE/IMA 5| & FI4HBAE T 0] A& MDS B #0808 i S5 R 2 —[18].

2. SEEMINGIZREAMDSO) S B iiiEd REE &1

B Y5 M 401 1) 41 B2 (myeloid-derived suppressor cells, MDSCs) & B 5 77 A5 143 3 1) A B 20 il B 401
(immature medullary cells, IMCs), & MR TR 2 B REER 40, 3T 4F SR Jya TR 35 o S 2 410 o) 440 P
(MDSC) G i E A V2 00, S 2B TR R e A R TS DIME5[19]. B
RTAE/NBRAT N ZE 8 i B T PiF MDSCs, 73 7 A BAZ 4l MDSC A fi 48 fis MDSCs, 38 75 18 )%
JS; 54 E A A [20]

TEIEFIRES T R B BE R 41 (IMO)ELE T B8 BLG e e, e R . e SR R
AF MDSC 2= 7EAE bk e 2% B AR b 23R4, VA JE Y MDSC W RT #2082 T 48 Ao e s
YER, JEWT R Treg 20 M (1 14 5 S 1] H K 4% G 40 4 FH o MIDSC AR Sy ale 47 SR i ygg 2 o3 Hh it e #4 i) B
A ORI AR, RN BN R i E R . ) T AR B AR R 70 SR T 4
Jfl(Treg 4HMI)IF=A=: SEMAA IS0 ML IR 204k F) B SRR A% (NK) 20 ML [ e B ok HoAh 4
e STV 4 S B A AE

7E MDS IR, MDS #38H S100 f545 515 58 A9 (S100A9)iEiL 5 CD33 454, %
MDSC 73 s P 4R iR 7 TL-10 FI TGE-B, IL-10 AJ£E— @ P B b o mm it o [ adk I 40 B 1) S s 163
TGF-B i S v SEWNUA R T R0E L. #F 7RI MDSCs & Tregs #4177 74 i 7KF 1) IL-10 1 TGF-B,
MR AE e M E R, MDSCs 7E IL-10 Al TGF-p WI{EF F, 0[S CD4+T 4ifiil[A) Tregs b1 &
YT Z R s b E R, AT R R A KRR [21]. kAT L, MDSCs #E MDS A& o Kk 35 4 8
YER o JE4FRAE MDS HBE AWt MDSCs 162 N AEHT, 75 MDS i35 140 A& 1 #8e]
RPL MDSCs [ E9 48, HAEYT MDS MERGE M, #FimSE8xmitE, Hlm XK MDS [\ AML
AR RE . Law S5[22]8F 70 KL MDSCs IERIE/K -5 MDS % it FIA R ) WS AFE IEAHOC . AT
FRAE @R AL, MDS B MDSCs RIAEIGM, [FIFN CD8+T M) REEFEIK[23]. mfE
MDS H# MDSCs 5355 1k, % H 122 [24], IL-10/IL-12 A1 TGF-8/TNF-a ff] EL {8 535 1 5, $278 = /& MDS
Wi MDSCs B A 5 sl Gz MimIfER, alee 5 W5 A RA K[25]. tbsh, MDSCs 7] LL{E i Tregs FIH0E
M 181261, 3 HAENRZINEIPEAINE, BT 5 Tregs WhF4EHs /G MDS H 2 2 101 ) SO 1,
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BE— P BB R e k1% . MDSC EJy MDS Fi A Az A Jie 1A v B G eI 4 i, RS T 2
TEH

3. NLRP3 #1%/ME5 MDSC

£ NLRP3 SERE/IMAAE 3 M G e 10| )4 b, #5% MDSCs 2 R R IEdE i o 78 2 L
Hlz—. PEIRkiE, ZARAE/AMER R MDS FRIARIN. NLRP3 HE /M B850 ol 8 o B 86 405, JF
SHOE MANMIR . Getathmns . B AR RN Efh 3 IF 5% S A MR TI[27] [28]. NLRP3 #E/MATE
iR G 3% TP AR IEAE 28 52 55 R, TL-18 75 NLRP3 48 JiE /)M A 18 i frb 3 G2 $0 461 6 0 v (00 1 FH 55 ol B
ff, HPTLLE S MDSCs [ iR A7 SR 4R, AN 3k e S e Sk PR B A T B, (R a3 e 0 e

Chen 5[29]& 3 NLRP3 #JE/NMAFD IL-18 1E Sk A/ AR S o 1) Rk 5 FH v, A/ MCC950
FELIT S, IL-18 KPR AL, RN MDSCs #& /> . Shi S [30]7E R A ZM /DR R IL-18 vl 554
MDSCs, BT IL-18 5244 J5, MDSCs $UE M &k . Tu 25311 R I BT AL IL-1p i RIE, HEdE
5 TL-18 BB IRV, KPS Rk TL-18 25545 MDSCs, 17N 5 A8 B 19 KBS T 5 . (R a] )L NLRP3
RIE/METT LB IL-18 520 MDSCs, {3k 4 K35 .

4. Wit
g FRTR, BEE X AR /MA K MDS [IERNBEFCE AEN MDS [T i 251 & IS AR 2, H
MDS ({9657 $AL3T B £ K% TR (6 BT 567
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