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i, AELXS T 28 22 495 5 W Ji TR R R iR D s R
GALFE R IR R E RGN e R AP 7, RIN )%
FRGEAE T AN L A T A ) ELAE B S G A ) R G T
BV, MAECIR P %2 48 (pattern  recognition receptors,
PRRs) 3 X AN B ATHIATIS. A SCE AN i ie 1
FRIR 9% R G0 A R A 32 RS 5 0 i R AR S
HISZIA, 73U T T g AR SR ATV G e Xo) A TR 1) DR 2 A
it

1 SOE/IMAKT B R R 5

Tl 2R IR AE Ak 2 S A Y, BA1STE £
B ELAE I A 32 R AR G A Rk i A xR ) 52
PASEIL. 1% LEPRR VIR P I RFAE 43 F-(microbe-as-
sociated molecular patterns, MAMPs)E Al =4, 4n%E
SENRITIR . 75 B RS2 AR IR AN 2 i), B 20
155, WIS s T s IR 1. B RTS8 kBl
HIPRRsH 2, B4E(1) TollFE3Z{A(Toll like recep-
tors, TLRs), 1Xs2&—RE M5+, F2 M T fEEL
IR, B AN X IR, BN X fh S f% 0815 5
(i) CHYBEEEZRFEZIR(C-type lectin-like receptors,
CLRs), FZEfffiDectin-1, Dectin-2, Dectin-3, iR
TG BRI AR N 2 A (Bid) 4 RIS S BRI
FE 82 A (retinoic acid inducible gene I (RIG-I)-like
receptors, RLRs), FZHARIERIERIAZE, B3t
B RIS S, (iv) NODFESZ/A(NOD-like receptors,
NLRs), iX7&—R40M N IER 7+, o LA 2
MAMPs; (V) AIM2FEESZ{K(AIM2-like receptors,
ALRs), FZAEMEFIRGNDNA, JF3IRABRERE
S E/NLRsFIALRs T AFAZE LM 8 15, WnASCAN
pro-Caspase-1, &% E/MA(inflammasome), &1L
Caspase-13E 1T ] #pro-1L-1BF1/apro-IL-18, {2 i
oy, 8L V)E gasdermin, 5140 LA T (pyropto-
sis)),  TEFUR LA R A S 2 R s rh AR 07,
R 2 Tl JORE /MR IO 1 3L [R] T Ui 3441 2 Caspase-
DEM . IL-1B/AL-18%r W AfsET=" (A T2 M4
MR IR ARFS, SRS, At g
AN A R A R O N A K B K k)
T TR AR A IR R I e B e, oiedn e, AOGE
/N B JFC R 4 1R 4 IR - T i R ) A RSORT D e
A B,

572

L1 NLRP3RAE/IMA T REHE 5 ik S X) s i
A

NLRP3 fi¢ 552 IR 1] 1 9T & PR A i 25k R 1) 2
BERAF 1 2245 (gain-of-function mutation) 2> S B H FE /N
A A0 2 J B4 25 & 1iE (cryopyrin-associated  periodic
syndrome, CAPS). iX 2875 A FINLRP3 28 it /MAIE 7K
P, FHUL-18/= A0t &, 5]k B RS 57 1
fEM, BELCAPSIE A HINDp3* 7 e 3R M R A N
SERCAPSH AN REIR AL, A Rk ;T Hi%
NIRRT A2 5 7= A2 IL-1, IL-1p- 53 Th1 740 1
Sk, M JROR g R 2T AR N R
Nirp3™>* " Dy e AR 5825 /I BRI B ok A8 2 iy 386
e AR 5 1, O ST Z AP LU, XA/
R Ao B RN, AEREHAERE, BA
fiE A 2 I, (HE N3 R AN R
IR KT, HEIEREIHIDSSHE S H4 i &7

FF16S (DNAREHEN 7o Mo, SRR FEAE
BB B RIF R 2R b, Nirp3™ ™ AN A5 R
0 HER B A RN R IT TR X ), AE R AE A B B R 4
M EEE REAE. EITRK B, BARREER
15 B B 43 X FUAT i (Bacteroidetes ) Fl JE BE I (Firmi-
cutes)7E PR B AR XA FEAN B R, (H 2 4 T (Acti-
nobacteria) 5 JE 14 i (Verrucomicrobia) ZE Nlrp 3™ 58
AN IS R B PR, 7ERR RKOP bod i R
432 #. T (operational taxonomic units (OTUs, >97%
similarity))iEAT TUR 24T B, BT AR RN G AE R /N R
FMEFEH AR EER: BIARE Lactobacillus)
FE N HI30NOTULENLp3 ™ 548 AN i %, T L4
K] ve, 2 [ TR (Akkermansia) /£ N 120N OTULENIrp3
B YN TR

FIEF TSR DR, Nirp3™ " heskaikge
A2 /IR (R B3 o0 I ) B AR AR/ IN AR B, B B A
B AH AR AE R XA, 43 A 1IANKEGG 045 FE 1)
A B 7E NLrp3°27° 7 9828 /N UK i T T e o B T
B AR B AR B, — e R ek 6
F45 5 18 B (B FS lipopolysaccharide 4= 1 & il fllipoate
AN ENIrp3 "IN R B AE B RE P B0, i
G glutathionef1D-glutamine/D-glutamateft & B A Ht
S AN 30 35 Bz 58 B 1015 5 38 B WU 72 N Lrp 3727 5
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AN B i b i T X e R,
Nirp3" 2585 /| B3, 1) v B M b BB A 704 8 0 o1 1 58 F
AR %8 Pt 2 WIRFAE, 5% 5 R/ XS DSSH %8 1)
Fitk E AR,

BR 17 b0 R A 45 R 1) R S AL RRT 1) B A R LA,
7EFIDSS S 4517 % it 2 b, Nirp3™" the 315k
A /N R [ 5 50 R AR R/ R M B B T A5 B A 2
VA1 ) = 3 AR 1 0 4 ST AR R PR 5 NErp 3™
BT TR B 2 UL BN 5. s M EARR RS,
TR P ) ST S5 A AR AN E 2 288 SR B BEAIG. N %
FE B RN AE A 0o 1) 5 FH R IR — AN X 285 v 1 25N
S PR TR o B S ) £ T P /) R VR ) B R
R I 53 X (72548 th B A" B T BB
BRI AT, FEDSSTMERINT =K, Nirp3™*" 548
/N B P 288 16 T &5 R AR G TRl MR DS S 2 I Y IE 4 77
RS R H TR, BEANGp3 Y RAE1R
TE B HE S A 8 2 [R) R 2R BH SR 9L, A L BE Z i B0, B
LA, Nirp3™*" ThBESRAF P R AT 450N B 7 1 B RE A
e NG5 M) L (FRS TN B 25 W 2451k /& M Dh g bk A
T B kA,

NLRP37E il i 3 SR A T [ A 2 1) 3% &
AL, TINLRP3 4R IMABEE J5 7= A RN 73§
BURIL-1BFIIL-18. #E— 5 7t A BH, TL-18f¥ 3R 7 ]
HEZRHRDE LA, B1E E R+ 25
SE M EERIE; IL-1BMIEGFAH i, TEFEA Z4n i fa e
fEFIA, MTE bR 40 A ) L-F-3% A k. NLRP3[ %
EHIL-1B—3%, 7E[A ZERZAhRIA, 5 LK
R E Rk, Bk, Nip3 I RE R R AL S
18 B AR T BE R I TL- 1815 5 S . 5K,
O NIrp 3™ GAR N B AT TR BIIL- 152 ARk 1 /N B
11rI™ ), AT N ATDSS T 5 46 1 5 ek S I
o B 5 B A RN RO S K [FIR, X ENR 1
T 0 A 7 R A /N R T A S s,

A, Nirp3"™*" 5678 T i ITL-1 X2 40T S0
TERBERINE? X LA/ RO TE 2210 il = A s ]
5 (RNAseq) 45 BRI, #ENIrp3™ " 548 /N A —
G5 TR DK LG B AR AN R R B, B FETtnl, sPLA2,
Retnlb, Angiogenind (ANG4), S100A8%%, 147t i JIk 2
AR EE RS EER T FRERERE,
B 5 R I ) 3K L B K () T v AR TL- 115 5 RO 1Y
AR — BB IL- 152 AR R BRI R T = 0 b K 2t i

EANH. XFE, IE A A A R AR s R
FEAFNLRP3 %8 i /AT 3k 1L~ 1B 0 1 i) 5 i i
L AR 2 s, S B e F ),

R 1) V7 T TR A R W T RS AN 98 R 1 B
(R D00 e 3 o 3 755 P T8 (regulatory T cells, Treg)
SEPLE. FLRT A R T T Treg K B 7046 IR
PO AENIp3™ Y AR N i iE T, Foxp3©
TregZ A B3 %, HxX Se 4 i i) b 2 B & A [H] 58
PR SR B R A R T . BT B
AT BB AE SO0 UE ST, TR/ BRI iz 3 o A 1 L
B AR RN R B A A R Y Treg 5 SRE ). B2, 1E
NLRP3 e Gy, i o8 2 B1L-1pid i 0 g Ak
T E R, EIE ) i RS S Treg /At AT
1E B R B 2375 S5 DL T B R 28 (E1).

B T LA R INDp3*2 7 T e 3R A5 R A W
T BRI, I NIrp 3 (NIrp3™ ™) /N BRI JR g —
R YV FEA R BZ 980 /A0 i B 0 2838 DL e
TE 9 IR B DTk, 2010448 P BT 7 & 3,
Nirp3™ 7 /INFRAEDSS 5 S 145 7 46 13 rfoiofR b B 2
% T 5, $EoRNLRPIRAE 1 3 7 JLF[A
I, SR SCEERIE TR ISR, EINIp3T TN
TEDSS F (1) 45 M A ARk yak %, HLX PR A AE
LR RN R R IR 52255, FERNLRP3IE % 1F
FH2 5 M TE R AR OC Y, (H i B A ) AR AR A AR 1K
BRI 5 b A A I, SR A 5 A T AR U 2 A
FITNBSAIDSS % 5 {145 1 48 B R A NTrp 3™~ /N RAE
TEMTE R R XL, IR R 1%/ RO 45 4 5 I 1) IR
PAl: i3t 16S rDNAIE, % TAE & BINIp3 ™ /N K
T8 H B VA BUW AE (9 1% 4T B8 B (Enterobacteria-
ceae) Ml B E M %, BIGHIEIRIT IH (Citrobacter) 7%
TEAT Wi (Proteus) M 58 IRFT 18 (Shigella) 55 2 /1 J& FI 1K
0y A ER E 8 (Mycobacterium) A K J& (Collin-
sella)~ YHRLFEKD 1 & (Subdoligranulum) R 1% )&
(Clostridium)F7E K 1 J& (Ralstonia) X AENIrp3™ /N B,
() W T8 A R B, T B A 2R HE /N BRI T8 R A e 2.
PRI, NLRP3 R 3 B3 i 5 T 380 &
X 4% 1) 5 1)

gk, AR 20 J5 B AR R R 48 I BUR LB 2
I X NLRP3 %8 5 /IMA 0SS L. A WAL EoR,
95 i TR 73 S AR TEAT B8 (Proteus  mirabilis) 45 5 14 0%
[ 7 )2 FRAZ B W 40 B FFNLRP3 48R /A, AT
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Figure 1 Gain-of-function mutation of NLRP3 reshapes gut microbiota, which induces regulatory T cell development to control intestinal
inflammation. Hyper active mutant NLRP3 inflammasome induces higher level of IL-1f secretion in the intestinal lamina propria mononuclear
phagocytes, and IL-1f induces antimicrobial peptides to regulate homeostasis of gut microbiota. The remodeled intestinal microbiota balances the
potential inflammatory damage caused by IL-1p, and induces Treg cell development and differentiation, thus reduces gut inflammation and maintains

local homeostasis in the case of intestinal mucosal barrier disruption

[ b B R LU B 20T, BAk, BARE AR
— T L AFAE BINLRP37E b i 4 i o 5 ek 2,
B BT FEE R, s B SRR 14 58 B i 17 R (short-
chain fatty acid, SCFA)iEL4/% bR 40 b )=tk
GPR43/GPR109A S T /15 5 WUENLRP3 48 i /M,
TRk b R 0 s e Ve TR B I b
YT A /D AL A AT A

1.2 A SR /N FIAH % 20 1 IR % A 1 A R P
A

AIM2 RE /M T4 FE 18 e e fa S AW =
T Aim2” T /NRXTDSS T 145 i 45 7 URK, (B
TP R AL R AN R S RO A5 R R,
Aim2™'"/NE I o T B BHR B AT (Escherichia
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coliy%, #FEGBREY 35 (1 70 B B S8 E B,
Aim2™ TNRB G R S B R R A,
ATM 2505 7 T8 T F 1) 28 066 2l ik A S /N R Ui (R IL- 1B
FIIL-18%% S PUm RSB, 3% TAE R & B,
Nlrp3_/_, Caspasel/ll_/_, Il][)’_/_, 1118~ /INE g
WL Z W) Escherichia coli®™. 55— T3 LAE
R, G Aim2™ /N B A BB L 38 5 ) i 4% R Al
IR, HIX LS Aim 2™ /N B 3 % BT B (Prevo-
tella)~ TUFT B (Bacteroides) /)N 5 i 18 YUAT 1 (mouse
intestinal Bacteroides, MIB)-5 %7474/ § T LY BF I 18
%, TfiEscherichia colidti%76 5w 2 X P,
WA —TIFTE T BURE 0 (0 AR R, 1EAim2™ /NG
M, PUFFH T (Bacteroidetes) JEBER ]
(Firmicutes). % [ 1(Actinobacteria)FlHE i i [
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(Verrucomicrobia) 4 B £ FE 2 Z 1, M AR T 1R 1)
(Proteobacteria) fi: & 98/ ;  VEHHE R 1 B 2 (streptozo-
tocin, STZ)LAJG, SEFARIXHEAHLL, Aim2™ /INEU
FAg TP g S BRI (Collinsella  aerofacien) )3 FE#K
T EHIE I (log, o f%), & XA H (Bifidobacterium
longum)~ KRGHTE . F5RF (Akkermansia muciniphi-
la)FN G NT % (Bacteroides  intestinali)t 221400, 1M
H AL 74 B (Sporobacter  termiditis) F XU B A B
(Parabacteroides distasonis) W F /b, IXLCR R
ALV R 5 AIM2 RS/ BRI EE A T 208k PR 22 B4 AH
F X LI TAR AR, R R B AR i R
IEAR B R EE R, P AR P 2 0 7 3E 18
FERRR A AR AL TR,

NLRP67E b fe th ik KR, el S vh 70 A
FERIRAH Y, NLRP6/Z 56 15 1 30 50 5 A s i
KR T, X YERE I8 o e A A FIAg B 1) & i A= 4
HAAEEMED. SR MINrps /N
T %ok I BB T o4 28 9 JR A& (specific  pathogen free,
SPR)HIFREEh 3 &I, Nirp6™ /NG i i e 2
FE3 R I 5 B AR IR RO T 2 270
T8 B FERUR AR P W) AR IR L 2L IR i 45 T LK
WENLRPOAIE/INMA,  SEANIL-185 T (M B2,
K, NLRP6mMRFHEIUR KWL, SIEREEER
F, SBWNIp6 ", Ascm, 1187 /INRIDSSIE S %
() Gy YRS I, X s 2 Y 5 8 B IR IR B B (Prevo-
tellaceac) ITM7{I £ S YT, 54, N TR
e lnba s e B ANAZ, AL T H N AR S S Ak
ARG 2 X TLREEEN AR S, BEENLRP6 2E /s
A SRR 20 LA B g . B BT S A B,
NLRP6AT B T2 il fre 2t 25 i 4% (0 R v R R 1, AT
SEARIL-108 /N BRIK B RS K57 Nirpe™ /R
o T TR A 1) S 5 3 M b B Al b R IL-615
(i BESE 7 9 B 5 e A0 AR, A 2 R,
NLRP6 4 i /A 7E AR AT B 52 56 v IF A 25 32 iy 3 T
B SORN T R A B SEI0 R 4, WEIE R IR s B
L, MR PRBEAE RSN 1 R R R AR N %
JEHER, TN AT RE 225 A T 45 e,

NLRP1 %8 i /IMA AR 2 5500 g i e () 4. At
FUR I, NLRP 1B 7IN BRI 9 iz de 45 LG BT A2 2 )
RO, 7 [R] 28 1 5% DA S B AR 2 N BRI
INEE, UEHIFENLRPIRRIIELL T, (228 1 iE ]

DSR4 B A RN R BB Y. B, NLRP15 i
AR CRF A2 S NLRP 148 /M 4 52 B R [ AH B
YEH, DLANLRP1S HAth % 3 RIE 4E R TERR S 7
[ W] REAFAE BB/ HANE R, HAMILHIAE R — PR
ANHFAL.

B FCRIN, T8 g R MR 240 P i sk TL-1 B3
i TgA =4, T 4R it i it fa s, i ke
FRAHE K2, AIM2FINLRPG %8 JiE /IMA X} 718 B A ) 28 i
B TL-18 ST, TL- 187 5 i 2t 5 S5 g B
ZHELAN & 5 10,

2 NODIFINOD2X 718 15 i it 220

NODIHINOD2/E Z Fffg T A P 3%ik, 7351 iR
S T 1) 21 PR BE FR 73 ieDAPAIMDP, X £ Fhé i 7= 2E
Ri%s, TEmEiER S 4R R E B E AT B
AW FUHRIE, NOD1AINOD2#RAS 2 #2mi /N R 1E 5 i
A R AL A £, BB AT BT AINODI
BNOD2E [ I i i #12x 51 b i it 625 TR RE AR A1),
15 = B T RMA ZR IR 2641, NOD1SR 2/ iR it B i
M 5 B A RO B R A B 2 e, H R ETR bR
BT, XS R AR R I/ R LR S b
PRI T NOD2 R E A AR P 5
PRI S i 1 A B S T T S L I
5%, UL Z 0T 78 NOD2 X T il B B ) 2R
B, BHERKEI, NOD2RA S EUsiE H Rk,
R AN G IR T 3 I A 2 R B A 92 - T 4
AR HAm R 7 U 83, NOD2#k 2k /N R ZE SR 1 8
77 15 B A RN R B AR, B 5 R AR 4 i 9
et B4, HEHINOD2 T Bt Bl e AL A ) FLBE VS iR
FHRIL G MR RSB, SR R
“H M 2 AT R B B AR B (Faecalibacterium
prausnitzii). TAFE . PEHEFHRuminococcaceae) 7K
TREARTY, e 2 g B R I g i
A TR 22 RN B35 TR 22 56) g 368 1A 1) 40 36 0 A E B 5
TEA AR BT 15K e 25 Bk #0T 7238 2 s oL R,
TR [ ) B 6T S B0 45 18 f N EELEE,

3 TLRXY i B 50
TLR{5 5 2 5 4 FF M ia ke, sUERrE & 0F T A
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FE5REB R IE RAE. 1L-108F% /N R ESPF
M FoBaREmES;, HBIE, IL-1085/N R E
ZEIMyd88™ /NRA S E B K A %, FORTLR
552 5EMESKEN FREDY. TLRIE 57
T R ETE R, SRS R, X ERE W
Tirs™ /)N 6FI A HE  B T H8 6 012 2 Mk K 18
J&i, GRSEAES IS N AR, A HEE R AT B R
Tirs™ NG G %, TCHEBERA K, WY
TLRSXH 20 3 # B 2 AR B0 4R i i A s 4R % &
= W R R (Yersinia enterocolitica) s JG A5 T
KTl 17~ /NGB R E B R R, AR AERS-A T
FREA R 2, 125 R I 2R AR B U 1 A e e
FRHEREIETY, PO A gl I F 1, B I Rk
R P Ji 108 T R Ao 52 AR B A /N IR 28 5 R AEDSS 5 S
Mg 2 EHETRRIL, W L 4R b TLR 43
PSS AN G R E R R EL, o BB T xR & 10 5
M, I HAX AR IR AT DA 38 4 R) 28 1 5 1 B A 28
BN BB E T DL EDSS T 5 10145 [ 48 Hl 4 B A
RN G 8 TR 350L, (EAE TLRARE /N B3 1% 2L
T, T PR Bl B 20 TLRA(S 5 i 3 bR 4
Reg3B A1 5BE 3 5 FF B He 91 TLR2/MDR1AXL
BN e R ERR S %, CDIL' SRRy
4, [ EThl G ) B 58, 17X sk Y 530 AE p i
UM, BRI, TLR6S S5 AT LAFARY %
i FERE A 9 RE 75 5 (1 K Wi e B k. 587
AT A EL, Tlr6™ /N BR LB 22 (R, o S
&, FLERTA TS T B 25 BN GRS RE 40 i) 28 RE F980 D i
TR, (X Tlr6™ ~/INRTE R, I FLIR B O AE 2 1
IFTLRESEHLAY . 1 NTLRIZ 5 1 EE AU T,
IRAK-MXT-4ERF 7738 B B A S AR 22, IRAK-MGR
RINEIGIE B R ETL, BR SRS E.
117 L Jirb 988 24 i e 232 AU TR A K -M A 3 1o B AT 47 1 9 £
AR STAT3M7 5 T 34k 425 s £ P ),

TLRAH < A AE 75 2% 1 1 5 AR 11 35 L 25 1) < Bk
16 b R A rh S TLRAFITLR S5 5 1/ SRR A
TE RO, X SRk T AU B I R AR R R
J&, JfASiE A L B AR R T AN RO,
SRS, Thrd™ /N R 5 A A 7E ) i H Ak 2 b B
GBI (HREERR, ARSI 3R 3
HH R BR 5 Bl A 4 e B A TR B 54 /0N B0 1) P e e 1) L
PR ORI (R A AR — NI A AE TIrS3E IR 42
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Ly br AN b R kBRSO SR 2 T i T
BESCEL RGN 2 BTN % A A B B T )
Tlr5 K DR 4= 5 iR /s B30 RE R i 45 RANACI 2k &
AL BT, BT XL R, TLRAS 51
o BERGE SR R R SR B TE A W R R H, Sk
JRE s R G

4 CLRX iz i ek i 52

Dectin-1& —FhCRIBHE F 24k, Aeidd i1 i
T Z ORI Treg M 704k, FEGTE RS H K
FEERIEERTY, AT IHI g, B
WEFCRIL, &R IE 1) B~ 5 B d it Dectin-1-1L-17F-
S100A8/Ah 2 | He A= i HF LA4ERF IIEFE4S, Dectin-1
BRIL-17F S R 2 S 8 R AT B (Lactobacillus mur-
inus)y 48, 7 5 Treg 40t AT #0861 iy 38 2 i, {H th Ay
T 50 EFR, Dectin- 18 2K ASFEIA /)N BRI SE 56 PR 45 1A 6 3R
U B R 28 PRI R 2540 5 1 A Y5 A
TERIRERL. 7R I Dectin-3 w12 38 45 1 4
(A JE, B R e 5 1 R 98 Ha g2 S B FE X 46
AN A, R T B 23 B i L AR BRI
G s A

5 RLRAIMAVSXS J38 R #5200

RLRs/& — &A1 40 1 5UR BERNAFIPRR, £ £ %4
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Tremendous amount of symbiotic microorganisms colonize the mucosal and barrier organs such as the intestinal tract, lung, skin and
reproductive tract. These bugs consistently interact with the host immune system and epithelial barrier in a dynamic way, which is
essential for maintaining homeostasis and health. Symbiotic flora affects the development and function of the immune system through
its various components and metabolites, and the immune system regulates the development, colonization and function of the
symbiotic microorganisms through various immune cells and host factors. The immune system consists of the innate and adaptive
immune systems, and the innate immune system is at the forefront of interacting with symbiotic microorganisms or responding to
infection by pathogens. This paper reviewed the impact of functional loss or abnormality of pattern recognition receptors (PRRs) in
the host innate immune system on intestinal microbiota, mainly including the regulation of gut microbiota by the inflammosomes,
NOD-like receptors (NLRs), Toll-like receptors (TLRs), C-type lectin receptors (CLRs) and RIG-I-like receptors (RLRs). The
synergistic effect of genetic and environmental factors in shaping the microbiota was also pointed out.

innate immunity, pattern recognition receptor, inflammasome, mucosal immunity, infection, gut, microbiota,
homeostasis
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