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NLRP6 Inflammasome and Inflammatory Bowel Disease
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Abstract: Nucleotide-binding oligomerization domain-like receptor protein (NLRP) 6 inflammasomes are composed of
NLRP6, caspase-1, and apoptosis related spot like proteins. NLRP6 is the core protein that constitutes the NLRP6
inflammasome , consisting of the NACHT domain in the middle of the hot protein domain at the amino end and the leucine rich
repetitive sequence domain at the carboxyl end.Due to NLRP6 being a relatively new inflammasome , many details of its role in
the pathophysiology of the body remain to be determined.Currently, it is known that NLRP6 inflammasomes play an important
role in the development of chronic inflammation, autoimmune syndrome, and metabolic diseases. Inflammatory bowel disease
(IBD) is a chronic inflammatory bowel disease closely related to immune dysfunction, and has become a widely prevalent
global epidemic in developed and developing countries. However, the detailed pathogenesis of IBD still needs to be thoroughly
revealed. An increasing amount of evidence suggests that NLRP6 inflammasome is closely related to the onset of IBD.The
article provides a review of current research progress in related fields.
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RN IMANE Dy T IR AT NS B 25 v R 45 ok
R RN ZEAB M ST | A B e SR S A A
Pegems T OCHE M 1 L BT IRYE & SRR AL
Fay R A 5% PR F5 1 ( Nucleotide-binding oligomerization
domain-like receptor protein, NLRP) 6 R4 /NMAAE Ky
S/ IMAR G HEBOHT I L A TE AR5 I T8 I P58 1 R
A& W e RS- R AR LA AN 1 R
Wy EEEEEAY . RIEMHH (inflamma-
tory bowel diseases,IBD) J&—Ff B B G e P , H
P ERAE A i TE A2 MRS | $27R NLRP6 R A%k /MA
FIRES IBD A& T 22 W2k &, I, A& S0k
NLRP6 #ME/MAES IBD SR WFFE R R AE —LRid
1 BENA
1.1 XEHEmsm  IBD e B (crohns disea-
ses, CD) Atz P45 5 28 (ulcerative colitis, UC) PiFh
AN H LRI RAAE 0 i 38 08 PR A S SRR R, — 3
TEIG R B 25 W Be T 2 B0 RN 24 405 B~ ol AR 25y
ARG RS IBD 6 ER BRRA
JAHME RS 2219 20 45 5L, IBD 19 & 9% a5 TE
Wi B SRR R R E A B T HKGE Kk
FE R A ETHEFATIRE NI X — B
A5 A5 2T B AE AR, AR B A TR
FUG T A R HTA: 3R a9 BT DL R B
18 A Al 1) - A AN Sh 3 R 3 BUEAHDE ™ IBD 1Y
W A G I R R AN B A R 2R AR
AR B2 A A SR AT . H T = ] AT 12 W
IBD s{[X 4} UC 5 CD My —f A FB ™ . UC i
J i RAE—BBR T b e AT )R B BLZ , Tl CD
R RAE 25 2 M 18 375 BEME RAGEIF A JE T AL A 2
Jifr A B PR T B, IBD B &5 HIL T 18 A 58 4 T
RN R 5 B R YRR O sl R AR
HEAKL AHFIEIN R IBD 1 s 36 540 4 2
FERGPERATFBONAE R S e, T i
AR A i LA AL S B B IBD 1Y &
AL & A E S, A8 IBD K LT 9 B8
W rh BRI 3R 9 5 SRR R 32 3] 1 AT
RBETIZ R, A CHRRIE NLRP6 % PE/MA
R REZ RN 5 s e B B U M 2 SR g
SR FE RN FE TBD B g B A BELAIL i) Hh
RIEMERT
1.2 NLRP6 2000 4F, 7E AfRH R BL T S8 AR

MR E AR, T ARG L, BN a4
BOREL, WY TR 45 5 5 R AL 45 44 38 ( Nucleotide-
binding oligomerization domain, NOD) , NOD #£ 37 {&
(NOD-like receptors, NLRs) 55,2008 4, Bl2= Z A 13
70 WG H L 58 — 4 44 4 NLRs'™ . NLRP6 J2:
NLRs GBI A 2 — , S —Fh U i AR AR 5 231 A
A RIR e B, e 28 w4 e
PYRIN £ 3 i) U T 8 F RS I -1 RREE 57
( PYRIN-containing Apoptosis protease activating
factor-1-like proteins, PYPAFS5) 1 HHA NLRs &
H R %A BN R] 2 , NLRP6 # i E a] LA il K 4%
G RE A 38 I, -4 4% ¥~ ( Nuclear factor, NF) -
kB J 22 24 7 3% A B H LS ( Mitogen-activated pro-
tein kinase, MAPK) {5518 %, NLRP6 K E% M 3
ANER 3 41 1k, B2 K v ) B R 45 8 B ( Pyrin
domain, PYD) , 1A A9 NACHT %5 K485 D S 3R Lot
LS PR A H &2 7 91 ( Leucine-rich repeats,, LRRs) 21
Y, NLRP6 21— & A 3 Al s 19 ke
RO BB — ML THEBIEIX MR i h 3RA A ik
PV S AT PYD S5 A3 v ), H e £
TERT B AR IR 5 =AML T PYD FI NACHT
SRR Z WA X AR T T, NLRP6 25 1 11
B S — B NS — N SR B 2 U IR, B
HEH) NLRP6 2528 1), 2 K Y, NLRP6 )5 3)
XA B i TR 3 A 0 T A 1 B ) RO 2 1A
(Peroxisome proliferators-activated receptors, PPAR) -
y S5 G075, I NLRP6 19 %35 1]l PPAR-y #
BB ARSI T . 534 NLRP6 mRNA #% 11
B2 S8 PPAR-y K L RIE
5 U R UK BE A 1 A5 ET LIS NLRP6 1§
1, NLRPOMSED 235 Ry S e A G B A
TE/NZ RN EH LR B rh 3Rk, 78 WUIE A h A
Fi#IA, NLRP6 N2 5 T/ B RAE 5 S B
R AN RS R A h R A —E R
1.3 NLRP6 kit Mhwy g 556k RSk
A BRAC R NLRP6 i Ak J5 2315 42 U8 T2 AR DCBE A
FEHE 1 ( Adaptor apoptosis-associated speck-like pro-
tein, ASC) Wt K HE ( caspase) -1 M caspase-11 L)
R A4 B NLRP6 RAE/MA 5 & e
LR AR T A Z (Interleukin, IL) -18 F1 IL-13
SIS . NLRP6 BERZ I L [1 5 PYD 45443
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B ) 20 % T B 22 AR ZE K i 22 IR 25 0 AT LGl i
PYD-PYD M EAE 5 ASC 454, 52 P48 e /IMA Y
1AL SR R IR 2517 F B ( Recombinant cylin-
dromatosis, CYLD ) REYJ | NLRP6 [ K63 & 4% 1172
4k, T NLRP6 5 ASC MIH.Z5 A mRE S,
NLRP6 5P /IMA ) ST 7T H AN [5] 1) 38 h 790 8 & 4
TR VA A 224 45 i T A R I S R A
7 NLPRO SR/ TE M . 3 18 B i A ™= 9
WK AR A AN A% i 107 192 7] BEXT NLRP6 4 /)N
T 05 VR, Al AR 38 7= 4 G 4L e RORS e Xt
NLRP6 %1/ MA I 16 PE A I 4E 2 24 58 n
f) NLRP6 A t/IMAT] LIl 128 11-18 5 1L-18 DI
R LI 5 T AR SN I AE VA 49 i 3 R
A MR T RE T 1 LA S A 8 B de v e A
FifedRs P 5 05 1 A O B Bt R R FEAE Y BT
NIRP6 4/ IMACE it 2 B e /IR, AR 5
AL S5 A8 2H R RO AE LA B v & A A A B4R
B A R — 2L W

2 NLRP6 #M/MES 5 IBD &%

21 ¥ RAFHRLS FZUERIE T 7iE
A YIRETE IBD (1 & 90 o %5 A FH Y NLRP6
FEVE LS 0  1 1e 20, A RS AR 40 it A g 4
AHEBENRIE, AL UESE NLRP6 HlBE /N XS
FUS38 Y WT 7N BB B HS A [ (4 fi 3 v AL B >
XFh 22 75 8 B W R 4 ( Dextran sulfate sodium
salt, DSS) %5 3 1 45 I & 502 M 4 ¢, 7€ Elinav
PGSR N R EAT T 16S BB RNA
I3, 45 R R IS B A L (Wild type, WT) /N EE
NLRP6 it 2% /N B I 18 B B 1) 5 3 X B ( prevo-
telleaceae ) Fl phyla TM7 25 41 18 2 i % A%, HoxF DSS
PRI RO HUR, AR WT /N
5 NLRP6 S /NEUE T il — 2 53 WT /)
BROXT 445 o 4% O SBURRPE RS i, PRS2 NLRP6 2k /N B
Ml 18 o B R B T WT /N BRI, Seregin
LV BG5S HE T Elinav 25 B9 9256 45 51
{HJ2& , Mamantopoulos %" [ SZEGAF T 45 Z AH
ML, B AT O R WLEZ 3] NLRP6 @k /N B 5
WT /N I8 TR RE 2 AR 2 )7 76 B B i 22 5 (A
FIFF R AH G2, AT TIA Sy 3 26 22 JIAR W] fig S
H T SE 6 15 22 5 S 9, 100 AS J& R oA NLRP6 it [ fir
Y, Lemire % (19 & LY UE T Mamantopoulos

ERITE SIS, AT R B A 35 1) NLRP6 Gl /s
B 3 /)N B B 3 TR B AL G I B A AR TR, LA
SR ZE R B K 22 AR T BE AN 5L 58 S 1 v
ALY,

22 A& eE IL-18 B —FE R4 T,
FEAE/N R ALK I8 b ik, nl i i
IFN-y Fl Thl W24 0774, R UEN] 10-18 %
DR A R Y 22 A5 1 2 S 30 IBD M fE I IR &Y
e AT RIS & B TL-18 W LGRS 51300 ) 235 i 4% B 45
[ RAR SR AR T BT TL-18 BiE B 75
TH 25 Fh A E 3 PR BB 0 E MRS RAEME
o KRR T R A B O, Y TL-18
K- FTRES: b TNF-a 25 K7 % ¥ 42 4 4 I hn &
[T S RE S | i Y FEAR TL-18 7KEA B T FAR 4 4
K, SRIMSEA TR 1L-18 £ FHUNRE 5 Z 5
R AR I IR G i o AR AR M R R R
SERA R T T B — i K1Y IL-18 SR AR 45 W e 2
SORERYAR , T TL-18 7K V-1 58 T i & f2 a0 46
7B IL-18 145 I B T caspase—l“o] ,
NIRP6 /1N BLTE S SRE SN H TL-18 F) 7= A U
UL RS R NLRP6 RME/MARE M 2/ 5 T1-18
P4 77 A SRS R iy T 0 RE A 7™ B R R, L EL o ] - £y
IL-18 A FAEH -5 LA 5 VE FH 14 1 5t 5008 75 L0 2 11
WFFER IR

23 Ry MAEFARE AR R A (g R
LA FE A AR B S, IEH A B IR 2 PR HLAR
BrBE AWt R Ak B b e S B A s, AL R
I 8 O B Y B AT R L A, T A R
1A =W 535 3 o B S 0E A I 34 A 00 5 B g
PR E AL ) I R DR WA SR A A B IR
FH s A2 B e S BRI 1 12 43 WA I B T AL A
TE R TR R B G028 B 155 o 0 TSk L 4 230
F 8 P25 40 43 s TR B A B 5 45 i ol
o A5 45 , B0 A 0 ) 2 28 1 i T 5 s A2 A\ B
LAV B0 B 8 RAE L W TR R i
[ A L AR, TR i T R e A
I | Bk e e 2 NLRP6 o] LA 15 i
E R, 378 NLRP6 1] Al i o0 2s i 18 1 R
P14 2 B SH 5 i) i 0 B I o, 24k 25 P 28 ot s A e vk
Wlodarska 25 [ F 57 3¢ B, NLRP6 X} #1R 40 fitd 43
WS KR I 2 G E Z /R, NLRP6 R /)N
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ERCARARR 200 L 53 0 ik /0 - AT 5 3501 B2 80 2 A8
i, L35l 1B L 1Y 5 M $2 78 NLRP6 A figs
T AR T b 2 B B R ok Ak B AR B 1A 1 1
FH, Chen %" By 58 % B8 NLRP6 it 2 /N LG %
13838 WT /INR— A U 5 2 B L 1 91 0
RIE, AN, FE UC BFHF DSS i T 145 17 & /N
W AT LOURER S 25 B 1 R A AN o ik 2>
B IE B RS2 87 Hu %1 (9 BF 58 & 2L NLRP6
A DIE O SR 1L-6 £ #E i b Ry 20 i g GRS 2
BEETL IR
3 HEZHAET NLRP6 &M /NME47F IBD

IBD 975 B= 3R 7 RO A4 Nl i, Kl
W VG250 5 KGR KOs TR 5 5 FEOR
RN Hox & RAES . A B K IBD 3T i
BT W, 1BD Y B2y T ARIE T AR FFHIE S
16, NZ A 41 IBD 1 R AL, i RN T 55
FIETT T Y Zhang %5 fd B B LT 7 DSS
PRSI RN, KT E BT DL N R 2
RINREE LY ASC K caspase-1 5 NLRP6 R/
PR AR (23K, 8% FHE 4500 (R 78 UE 5 (AT
LWBORL AT DAREAI UC /B A M /MR BB 53 B
Tier=w i 2 ik, v 2540 b I S AT DL BRI DSS
HFMEE IR /NE M T ASC il caspase-1 1)) mRNA
Fak PR FLA] LU ] 2 PR /MR I 0 LA BCGE 1BD
AOREARY L PR BE 25T 3 Y NLRP6 203 1BD L)
ST RO AL 3 T 22 5 22 B 0 5 3 3ol e R R Al
5T 5 MR
4 itig

NLRP6 %M/ IMAAE Ay Lo 8558 i 2 M/ IMA 58 i
B AT AR T i, HEA R
NLRP6 1] L) [ B} Z54E caspase-11 Fil caspase-1, 1
il NLR 5% 15 B 03 A 35 45 Forp 22— 1R o, 28 A
NLRP6 W] 52 BiX — 5 A AN 5] (14 Ty g v] g X HoAE
IBD A A BT B[R], 3T 4F Ok %P NLRP6
M 2 S HE 5 /B FE R 7E I 3 vh /B FH I A 5 R
WEHRAS I R A K i T AATTXE NLRP6 i ]
SEM A TR, BRI IE 4N b Seaus B 5T
IBD ¥ 5t NLRP6 B 5% KK 43 #1542 i FH /)N BB
B NS AL T 5 il Wi 2= 5 L5
BRANR AR T BE R BOR —FEM 255 . RIR/INRSE S

4L [A] M AETE 25 5%, NLRP6 /)N U 55 A\ A

SN B A BRAEAE AT, XF IBD B35 1 7 , NLRP6 &

T8 3 S 0 SR g 3 407, 3 SR AR S I B

3 IBD [ EAR? 78 AR, NLRP6 & 2% 3k F /I

> TRl CD 82 B A% /N i e P9 B B AN T AL

UC = RN H M55, Wi & 5817 NLRP6 7

HIARE, &4 NLRP6 78 st /e R L

FHIFIWE? 33X AT ey 2208 Z 5T ZHEsE . 3 it

FEUEB T NLRP6 X AN [A] (1) i 38 S0 A W A7 AN [R) 1)

YERT, B A FAE WA PR VE AT, & T NLRP6 7E

JriB A= 2 b AR FH A A AR K B 4180, 1 18 T

BE S AR IR e IR DO ERAS SR

FYJFAG,, BEGR PEA NLRP6 5 3 1 B A Hops 3=

FHEAE A BARPL S 57 47 B F BB IBD 1 & 9

MU 8 T A AN T) B AR 7 4 52 ) NLRP6

ATEAE" X T BELh T AR R, 3 T T M )

FEAR I = 9 A 19 G 22 U819 T RE IR YT IBD (15T

71

ASCVHE T NLRP6 RAPE/IMATE 7 5 1BD &

S HIL I A S 10 B 3 Bl 2 2 AR M 85 I s 1 B

G BE 7 1hI T AL A A FH LA B 5 2 3 5 15 NLRP6

1RYT IBD WA SCAF ST J B IBD (9 & L &2

%, 0 24 H AT R 58 4 #E i, 301F NLRP6 7

IBD EIR L iR ARV 2 v R T AR, X

T EASR T Z BT 2
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