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containing 6 (NLRP6) is a member of the NOD-like receptor (NLR) family. It participates in

inflammasome assembly to mediate the maturation and secretion of the pro-inflammatory cytokines

IL-1pB and IL-18. In addition, it plays an important role in host innate immune response to pathogen,

maintaining intestinal epithelial integrity, and regulating metabolic diseases and neuroinflammation. In

this paper, we reviewed the activation and regulation mechanism of NLRP6 inflammasome, as well as

the role of NLRP6 in infectious and non-infectious diseases.
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J6 K 9% R GiAE a5 B AE Y 5 — 8 B
2, MO T B0 B 3 4K (pattern recognition
receptors , PRRs) 3 5l Ji5 J5 1 AH 5 43 A =X
(pathogen-associated molecular patterns, PAMPs)
o M % 4 F B X (damage-associated
molecular patterns, DAMPs)* A= Gy [z il
PRRs £ 45 Toll F£3Z 4K (Toll-like receptors, TLRs)
1 NOD #£3Z & (NOD-like receptors, NLRs)%,
PRRs M3 MF 515 RPN 25| Kk — R 5
JERBPENE , FLHEAAE/IMA B . 20 [
T WM AT, NLRP6 it - Grenier
AP 2002 AEH Y, S PR R
M C ¥ & & 5 % R ) B & 77 5 (leucine-rich
repeats, LRR) N ¥ #E [ 45 #4358 (pyrin domain,
PYD) Dk K v 8] 2% 1 2 1 1% 45 #4 8 (NACHT/
NOD) 3 #4418, LRR REPHIAF Y DAMPs
F1 PAMPs'* 7, NLRP6 7e-# B85 4l h ik,
FLFER SERANML . h VR i . EEGEAL Al T
AN, W bR AN R s . NLRP6
A DLZH 26 Wl AR E /MA S G WA 542 56 At 1
IL-1B IL-18 G, I ELAT LA 2 & D
(GSDMD)iF S 4IMEAE T, WAl T R AE/MA
RHEHREN ) NLRP6 B I B 7E I8 35 4 AE A
15 ERIE P R E AN, AR REA
L e AR FTITSEHESE , 5 NLRP6 JEAE/IMAHY
BOEALT . NLRP6 7/ M 5 R Ik e Mg i vh
PR A5 5 T AT A

1 NLRP6 3 JE /MEFKTE 5 5%

1.1 NLRP6 ZE/MARIER 5HE

RAIE/METE IR N —FE Ak, it
S AR B K A4 il (caspases) AT F 241 it ] 7 il 34
553, B ET, 1RO AT AR
G N PR SCHEME M. NLRPs J& NLRs ¢
WP i K E A%, NLRP6 76 K86 451 T 4
W S it PYD-PYD [R]E 2R A B AR #5
J8 T- AH ¢ BE & A 8] [ (apoptosis-associated
speck-like protein containing a CARD, ASC),
ASC it — 2038 i 1 R A WS 25 /38 CARD
5 caspase-1 Fll/5¥ caspase-11 4545 TE W58 4 1)
NLRP6 #%E/IMAL 1, fiift, Shen 4517 i)
P UR ARS8 157 07 154878 T NLRP6
) PYD Z5#3kAE S A 42 22 R S50 , A BiAs
G54k, SE4E ASC 1Y PYD b

HOR B Z B R, 2R Y24 5
R LAY NLRP6 J5E/MAZHZ: . 49
TR P AR FT LG NLRP6 ST /IMAMY
I, A IL-18 UGS, TL-18 XRERETA 154t
IR A, TERTE TR A 2 BB, DR i iE A
SRAEAGT 2L P ATORG e D0 e B L ekl S
HAEMIREW, H 5% KK Roux-en-Y gastric
bypass) il i # & 1% B H 4 B R UK F ok 15 1k
NLRP6 #AE/IMA, TR il i, s
RAEM

BRI A A 5 NLRP6 RAE/IMAEE
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K, RIESEREE (Listeria monocytogens)4ll
Jitd BE 2H 43 R s BE iR (lipoteichoic acid, LTA)WA L)
55T NLRP6 S/ MAR, Xt o 2= Bk
W, AR 32853 IR 224 (lipopolysaccharide,,
LPS)A] 4% 5 NLRP6 454, /5% NLRP6 %1k
MR BUETE L AR, 76 ATP (R 2Rk
RO TRAA . ANRAREL 2 T RAKSER Y
LA IR 5% ASCEY. Lu %P2 A AT 1
(Escherichia coli) LPS KIS Fi B4 i)
NLRP6 ik B, MAh, 2z %5 LHE Cyld of
il NLRP6 5 ASC 454, Wi/ IL-18 Jli#h,
B 1k ek BE R RE
1.2 Nirp6 ¥ RFE

Nlrp6 K& [H 5% s 33532 3 Z R ) i i 4
Nirp6 B A 8 XAFTE R i ik S8 Ak W i A
B W) 18015 7 1K (peroxisome  proliferators-activated
receptor ¥, PPARy). ML #HEZ{K o (retinoid X
receptor o, RXRo)HIXE UG & A Rl 80 75
%A 1 (chicken ovalbumin upstream promoter
transcription factor 1, COUP-TF 1454 41124,
N F4Ii & Caco-2 5 PPARy #8h5 % #% 4]
Fi 3L 325, NIrp6 mRNA Rk B, FFHZF
FANERRE 5 T 0 b 2 ISR 18 NLRP6, 4%
JEZK IV 8 (water-avoidance stress)5 | A7 4 o
DL BRSNS R PPARY 25 Nirp6 1A
PR FREAI Caco-2 IR, KiEH L
T 1Y 1€ B IR TR (Candida - albicans) Yo RE S 4]
NIrp6 mRNA 57 B L i 53 % B, Nlrp6 mRNA
e SRV 32 B R WAL 2 5, microRNA-650
(miR-650)/EN Nirp6 FEH ) FifEER T, 7
Tt 95 V45 W 9 19 e i AL v ke 4 EE AR T
miR-650 il 18 5 Nirp6 1) 3" vk g i [X 455 4 il
NLRP6 k527 Zefigipy H Il (intracerebral hemorrhage,
ICH)HIHFFE R & X microRNA-331-3p (miR-331-3p)
WAEFATE NLRP6 93357Y, NLRP6 Z Hiibk
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TESZ AT LASI G 8 M 9 kA, KAEAE gD RNA
OIP5-AS1(IncRNA OIP5-AS1)A] ) B # 5 4 &
1 H Ak 5% F2 2 (enhancer of zeste homolog
2, EZH2)Z54A40i NLRP6 ik, dbifie ok & &
R0 NLRP6 Fikif 2 2R T, L5
b MR Rz R A W 5 B4R A AIE (irritable bowel
syndrome) B S I F I8 NLRP6 #iA1,
1.3 NLRP6 *f NF-kB #1 MAPK {E 5@ &
BT

5 HAth NOD HAZ KR, NLRP6 A {Lid
277 A TL-18 A IL-18 2 5 405 K, 38 AT LA
il #% 5l -7 xB (nuclear factor kappa-B, NF-kB)Fl
24 54 i 35 AL B 1 P (mitogen-activated protein
kinase, MAPK){5 5 i 1% M 17 $1 ol 2 AE F1 75 Bl
FEHL S . NLRP6 i bk (NLRP6 ™ )/IN Bl L I 4
it J G LA A SR T S BUTE 2R B T TLR2/4 i
PRI, 3 % TNF-o F1 IL-6 2540 i IR 72 3% E ),
F W] NLRP6 ¢ 4 il TLR2/4 {8 NF-«xB
A MAPK 18 385006 B2 767845 M TR (alcoholic
AH) F1 3k W K5 PE s Wi PR R
(non-alcoholic steatohepatitis, NASH)*%ZT.LJEF' R
NLRP6 HJREMIH] NF-«xB {553 # i B , & 2
PP FEAVE FAD Y AR IGU2H 5o iFF 5% 4 B
1E il % 5% BR & (Streptococcus pneumoniae) sy 5|
J&YL NLRP6 . WT /)N HE s 55 I 4 st
NLRP6 B 11 p-p65. p-ERK1/2 Fl p-IkBa
Fek KB B TP, W NLRP6 715 RAE
£ NF-«B #1 ERK 15 Z i, NLRP6 @&,
NLRP3 3% Al R AE A —FAMEALE], WP 50E
IMETE ZBURE LT R A AER, (FR X
Tt 9 R /IMA 22 () EL AR SR Gn i R4 9 08 AN 5 2
7 B Z2 S50 A i LA 34 . B NLRP6 1 NLRP3
IR T YA B ik 33%, FEZEFMT
LRR 2537, $#2/% NLRP6 5 NLRP3 &g
ANFEECAR K Nirpe BERUER, KRIGHTFH LPS

hepatitis ,
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A R4 L P 55 NF-xB Fl ERK {55
W PR, TL-6 Ml TNF-o /K- Fh, [6 i
NLRP3 .pro-IL-1p F pro-caspase-1 #ik [ i,
Chen 2B AT AT )5 , caspase-8 15 5l %
Wit NF-«xB %42 FJH NLRP3 ik, 1fii NLRP6
FEIR WP o AE 5L 15 i T 40 MR A 5
(455, NLRP6™ /)N BURI R F 87 4 I (WT)
/NEL, IxBa. p38-MAPK R ibiesm, L& 40
BLPEF IL-1B. IL-18 ., IL-6 Fil TNF-a 25 ik 880,
NLRP3 &3 7K -, B Gt i %),

2 NLRP6 5 R 3 ¥ 9% ¥

NLR %A 5 b in NOD1, NOD2 . NLRC4
DL K NLRP3 X3 B i P S A i 22 AR £

%z 1 NLRP6 B8 £ R IR
Table 1

PPAERT, BRI ok 52 (AR 38 TN 32 14 0 38
FET-RP 2 NLRP6 /2 NLR ZBMR b1 2 —,
X AE TSR ANEA | e R A A A DA [ A
B L VE . TEAS [l A: Py I g it Jie
Wi HA ], NLRP6 R H Xt 1 32 A (R 47 sl i 3
fERGE Do
2.1 NLRP6 797 JF 7K R 5L fifi B 5 B9 1€ F
Ghimire %P 4% (42 BR TR (Staphylococcus
aureus)E&Ye WT Fl NLRP6 /)N ELA i 48 45 AU
FEM, 5 WT /N, NLRP6 /N4 E Y
FRURRIE AT, I B o AR A RN R B ) 5
()R HRE AR . B AR A3 PR A CDA'T
YR SEAE R N . 4 ¥ €018 % BRI (Staphylococcus
aureus)VE AN AR R, 1S NLRP6 i 541

NLRP6 regulates host defense against pathogenic microorganisms

Pathogens Tissue

or damaging role

NLRP6 plays a protective Mechanism of action

References

S. aureus Lung Damage

K. pneumoniae Lung Protection

S. pneumoniae Lung Damage

L. monocytogens Intestine Damage

S. typhimurium Intestine Damage

E. coli Intestine Damage

C. rodentium Intestine Protection

EMCYV, norovirus Intestine Protection

C. tyzzeri Intestine Protection

Deletion of NLRP6 enhances bacterial [43]
killing of neutrophils through increased

IFN-y and ROS production.

NLRP6 promotes NET formation and [44]
NET-mediated bacterial killing.

NLRP6 inhibits the recruitment of [35]
neutrophils and macrophages in the lungs.

Deletion of NLRP6 enhances the NF-xB and [8,20]
MAPK signaling pathways, and increases

the recruitment of neutrophils, which is

conducive to enhancing the ability of host

bacteria to clear. NLRP6 inflammasome

mediates the secretion of IL-18, which

aggravates systemic bacterial infections.

NLRP6 inhibits neutrophil recruitment [8]
mediated by NF-«kB signaling pathway.

Deletion of NLRP6 increases neutrophil [8]
recruitment.

NLRP6 regulates the secretion of mucus by
goblet cells to form mucosal defense
bacteria.

The activated NLRP6-DHX15-MAVS axis  [48]
augments the expression of ISGs to limit

virus in the intestine.

NLRP6 inflammasome eliminates [50]
Cryptosporidium by promoting the

maturation of IL-18 and GSDMD.

[46-47]
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FRSEHE P T, R ERAE KA, %t g £
A EMER, (5 NLRP6 P840 M 38 560 /T 1)
HARLE A A Ry it — 5T

TERZHW5EH, NLRP6 J&AF A id 2 K
Tl BN, AR R s A e
(Klebsiella pneumoniae) Y Ifil it ', NLRP6 HE
JEAY R AN A RS . NLRP6 /)N B e fi
RITEABR G, /N BUI I Ve bbb 40 i
BoE T R, B 1 4 1k P i (myeloperoxidase ,
MPO)53- b /L, #afk A+ (CXCL1, CXCL2 #i
CXCLS)LA K 4ii g [ F(TNF-a., 1L-6, G-CSF,
IL-B)FRIK TR, 40 MR B BOET- 25t
A rR Pk 40 M A5l ) (NETs) B9 T8 B
PR 41 R B8 40 i A D ik 2 e BB o
Nirp6 JEHEFR G, /NEUNETs JE Rz 451, Hilidh
R B R T i — 2 F ST & B, 7] NLRP6
NSRG4 CXCLL &, 15 EBifHAE J186E ,
NETs &5 2I& & . KL NLRP6 1E K
HR R 20 R S A | A RN D RE G HR O T R
P 98 v T AP DA B G it S B el e R B VE

7 55 4 i iF NLRP6 /)N B 4% 74 §iF 52
NLRP6 7 fiti 4 i BR 1 J8% 4 By 0 vp 2 41 35 1
AP 5 WT /NRAREL, NLRP6 /) S G fii
REEFRW T, FET-FHEAL, WT /N EUb L4 13
SER W B B T NLRP6 /IR, i v vk 4
L5 B AN M S AR BRI, AOE T, R K ]
A . RGN A NLRP6 78 i & 4
Bk P e o AR b A A R P AT R R T A
it 8 G 22 441 JH B2 4 L T e AL Hh 4 400 i 200 1 3
PR g
2.2 NLRP6 7R R AR A EH BI1ER
2.2.1 NLRP6 5 i85 R & 2

NLRP6 £ 7 18 r 7 48097 i 1 g% e ELAT 81
YEHI, Anand %PHEFR NLRP6 61 i ¥ RIE(H
S, NLRPG /)N Bl B 23 1 5 B 11 it 24
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Pexg g . Y RIS, NLRP6 /N U4 IE
A E S R N, B m R AAE A, A
1 H A A 240 A B A A i SE A 1 2% NLRP6
FIRgiE L 30 TL-18 2 B A H R 1 4 B Jak
e, PSRRI LTA RS H S NLRP6
B ZREALZEY), 5l ASC FEERAL,
[R5} 5:4E caspase-1 Fl caspase-11 JE B AE/)
A, (kA0 A 4 TL-18 A1 IL-1P (& 1A),
)RR TN B S TL-18 J, /N BUR 2R 43t
RE TR 1) By Bk e 2

JHEER NLRP6 35 15 = By 48 48 P s A
5 MEEEA ¢, Anand ZBIA G VD) R
typhimurium) # K B
(Escherichia coli)if 3 I8 i 1 5 0 J& G Jy X &
¢ WT /NEURI NLRP6 /N, 2558 5 B 4= i
A TR 45 R — 350, NLRP6 /) BB U A e
JUEZ0 T R A TR, fE EAETE R B

Wlodarska 55 VR F mh 15 7 B¢ 2 AT B8
(Citrobacter rodentium)ifs T 19/N U R ALK &
Bl NLRP6 i 3815 AR PR 4 50 A 2 i 4 -5
ERAAS . AT 4B A A AR 4n i R 2 4
SMEH A LPS. J8Ji AL =k Ak Pam3CSK4
AR HER A 155 Toll FEZARRYTLIR, AR5 H5
M= ROS, HE— 2% NLRP6, FifiJo 817
FPRARGH A 53 MG JE 1 Muc2 JE R AR LA B 40 24
B AR T(E 1B), 5 WT /NG, g m
R BEBR AT, NLRP6 /)N BU i 20 78 5 A o
W, FRE L KRR, g R Az
2.2.2 NLRP6 5/ &R 3

NLRP6 AL AE % I 19 470 18 S 2 S, Wang
SEVSIRTURAIE S NLRP6 3l i 44 /MA AR AR gk
AT M 38 50 1 S R SCHEE P o K ki
> L2 9% B (encephalomyocarditis virus, EMCV)
3 3 P T 1 5 U WT /)N NLRP6

(Salmonella
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(A)
Listeria
monocytogenes
(B) (©) (D)
TLR Ligands EMCV ’ , Cryptosporidium
Mucus exocytosis
/ \/ \ / \ | .\\\. \
\\
O ® & LTA
®
o0 ©® e® | = ¢

| \ O ® e
. . NLRP6
P
. . . ASC

Pro-caspase-11 Pro- caspase 1

Autophagy NLRP6

So Caspase 1
* MAVS U Dl Caspase-11 © . N
ROS

\-} Pro-IL-18 D@ / ﬁSDMD

—
- 4 Actlvate
! IL'l GSDMD

Goblet cell O
NLRP6 Enterocyte
inflammasome y
w \ Type 1/111 IFNs R
ISGs
®eo
®
@

1 NLRP6 58w RIEHEEER

Figure 1 NLRP6 interacts with intestinal pathogens. A: LTA, a component of Listeria monocytogens,
might bind directly to NLRP6, and then NLRP6 recruits ASC and pro-caspase-1/caspase-11 to form the
NLRP6 inflammasome which cleaves pro-IL-18 into its active form. B: TLR ligands such as LPS, lipid A,
and flagellin activate the Myd88-ROS pathway to activate the NLRP6 inflammasome, to facilitate
exocytosis of mucin granules to form a colonic mucus layer above the epithelium. C: NLRP6 recognizes
dsRNA of EMCV via the NLRP6-Dhx15 viral sensing complex. This complex further triggers the
induction of type I/III IFNs and ISGs through MAVS. D: Cryptosporidium activates NLRP6 inflammasome
leads to the processing and release of IL-18 in a GSDMD-dependent manner.
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ANER, R B I AENE AR, 99 HE R AE IV
IR LA RO fE B I i 25 5%, {HJ2 NLRP6 ™
NEAIE R R R B ST WT N @i
1R A e Jr s EMCV, NLRP6 /)Lt
W 2 R G, ETOR TR . X — 2
SRR AT BE S NLRP6 75 il o & 455 0% %
YERT, Wiy NLRP6 REMEMEING &4 5
AU, BT W09% 7 (Norovirus) B YL 15 T th 15 31 28
IR AR . Z IR A — P9 &L, NLRP6
TETE F i F R A, ATLURT RNA fiR e
DHX15 JE S A WEIF45 6% RNA, i
IS SRR P #0555 B (MAVS) o 305 (1Y
NLRP6-DHX15-MAVS i fit o 3t 2 il 8 3 R
(ISGs) K ik, Mk BN s R (B 10),
A PR T 2 MR/ MAR S, BN AR
WA TE R E AR o (EAF RS, NLRs Kk
) o5 — 8.0t NLRPOb £ 73 il 1 RNA £ i il
DHX9 [A] 3271 5% 7 RNA, 5 ASC . caspase-1
T AR AE/MAPEHE TL-18 F1 GSDMD 3%
A AT P, NLRP6 4275 5 HoAl 48 hiE /)
AR [ 85 1 32 X600 B 14 977 0 DA R AE At 2%
H B A B 1 ELAARAIL I I A R — 25
2.2.3 NLRP6 578 4% AR
HOHTIFIRIESS , ZRPERHRF H(Cryptosporidium
tyzzeri) B i iE F ), NLRP6 GEGSTE il A HiE /)
PREF B0 R PR R F S 7E NLRP6 ™
ASC™". caspase-17". GSDMD ™ HI IL-187 /M
iEh R EME R ERT WT MR, W
caspasel/117 /NERVEST E L 1L-18 Ji, /N RG22
Vet A e 55 0 TL-18 RS R A e 4
il B T A LAY, BOAH NLRP6 S 4E /I
PRTT @ e TL-18 40 Wb 37 Bk i i A Bt
T H(E 1D), (HZiX 5 B 4= ks o B g i 1
W 7T 45 B PO F 5 , R L e B NLRP6 50 3135
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s B 6L 7 1) 43 455 26 T e P 200 i ] )i 3 5
KA N i 1 s SRR HAT R

&S2Z, NLRP6 7E1E 3 B AN [A] [ A4 o &
FEAFER, NLRP6 A5 15 = B 8 8 42 ] fg
W T I8 DL RO iU E AR B . TRE, T
B Z 5k iE— 20 L NLRP6 FESE R
FERG P HIVER, #2408 NLRP6 Bt 5k 2
) EL AL

3 NLRP6 5 3 & 34 &k

SAE/IMA T IR 5 i 8 BB e B L T
A= WA RN I B 5 5B, NLRP6 7E 2 Fpdl
b RIE, /M. KihREERE,
JIAL PR AR it o 28 R AR B KT NLRP6 AL
5 E B Z RO ARG OC, AR — LS R
1B T NLRP6 82 5718 | JFIE S5 R I v
PR
3.1 NLRP6 57i& %7

H T NLRP6 TEf7iE ik, NLRP6 I
REAORF 9T R B TP AE R T 15 T SR IV Y
Iy fit s A5 0 i T2 P e o B AR A B T
ﬁ\iﬁ‘@%ﬁ(inﬂammatory bowel disease, IBD)
(% JEEP) . NLRP6 BEWS AR i 18 fol A 0 o 4
BZEH , NLRP6 ikt = 2338 in 5 1BD AH G 1 B
FEE, BB EE -2 | R TM7
DY, [ R AT S X S A R R
T H 52 NLRP6 W%, 7 ik — 5% .
| FH B T2 757 S8 Bl 4 £ (dextran sulfate sodium,
DSS)i7s 545 W % & IR NLRP6 7F Ly 6™ HA% 4 ity
R AR B, K WT /MR Ly6™ sz
%R %) NLRP6 /N A, ATtk 2 B A i 3 18
BRS8N RIS R, F4h, NLRP6
FIB AT e 3 B 45 W 28 B A5 W T A W A
B AR, I IR E B 5 A SR /N B 5
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(hirschsprung’s disease associated enterocolitis) /&
ABSL L dy AT L, NLRP6 RERS A3/ L5 32 Ak
PR AE RAE, JF 5 B A PR B A
BEMRK
3.2 NLRP6 5/FRE% %

NLRP6 4 £ TLR4 st #1515 bk
6 A5 SR U i A A = A R AE DT, 3k
T 1T 40 it % 4 (allogeneic hematopoietic stem
cell transplantation, allo-HSCT)/&44 &R YT MK
PRI A M . 2 K PEE B . BRI A R
ZEA5 AR — S I R SRR 1Y 7 i, (B2,
allo-HSCT 275 | B 451 495 55 I A L DT 52 0] 2
HARIGEHEAEZEPY, NLRP6 7£ allo-HSCT J&,
AL P RRET &, 5 WT /N,
NLRP6 /NS5 T T AE I B 3241, R
NRFHLOKMINE , AT RPEAIERNE . e
& MMET 4E 8 DU 2, X BEW] NLRP6 A L)
Iz allo-HSCT Jo HYNFIERIAT , /b S8 AE 4 i
2R 4EAE P, NLRP6 I8 72 RS T I R &
A R SR G YE T, T BT TEORS R I 58/ B
R EFik NLRP6 AT DL 25 B A LI h 45 75
Il S R R A S IR e 2 /K - . NLRP6 7] g
WL NF-«B 5538 P& R AR 2R 40
LX-2 4 p Ak . M FE AT RS BE T, Mol
ORI RS P £F 44k . AE RS 14 8 5
PR /NS, NLRP6 Sl 4% [F]AE2 i & AT
HERE W AE 1 . e BACH R A M Er ik, fedtR
E A AP DL ERFFER BT, NLRP6 AJ LB (ki
g it — 0 R e, HERRPLIARRZS
3.3 NLRP6 5P 1R#E R FKH

RIE/IMATE PR B 22 RGP AT 51 & TC
B PERORE a0 A 45 1 B #5245 (traumatic  brain
injury) . S X 45 H (cerebral ischemic stroke)
A P i S 0N i P e — e

AR RGP L /N 5T 40 JHRL A Jl P S L
S REARH G BR, B = Mk A s R AE S
AR A I Gk 21 3 Ak B /DN S S5 41
BV2 J&, NLRP6 Jiit it mRNA /K-V-if EAE
FUKF-RB s ik, BEAE AL M 20 2 vk B i s,
BV2 4, {2 R 40N F TNF-o Hil IL-6 Ay
R AL B ETHE Y, SV BFSL B, NLRP6
A B T8 Ao AR AT R P v L 19 382 4% B Rt DR 73
5 1 P 1 I A & A1 Meng 25 4RI FH K i
gy Jik BH %€ (middle cerebral artery occlusion/
reperfusion) &% %1 #5240 fixi &k Ml £ % 13 B M
(cerebral ischemia-reperfusion injury)A ¥ NLRP6
UG, INBEZE BRI &5 K SRR, flis
THREAS 2K, iwi dote TP 3 400403 5 S 1) AR
UK S N2 BN o IR i — B R
T AN AR 3 25 /42 (OGD/R) B T Iz okt 41 it A 75
. FBR NLRP6 AR 5 FEARM 20 1%, 42
FAZ 0TS 71, 5 b, NLRP6 7EH X #2483
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