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(WE] B8 PEETE 2N e B 0 L AN NOD #%52 & (NLRs ) 1928 25 B S HH i Bt
FERfER . ik SD REUIRBENLE T 23570 X IR (n=6) FISI6 4 (n=24) , R B 5L fLR (CLP)
il A SRR R AL . FRIS 2.6.12 F1 24 h #5106 KRR, RIS 962 Jeae i A il [ v (RT-PCR)
TR s WA FAE - NOD2 \NOD #5244 3(NLRP3 ) mRNA 323k ; 8 [ 5T S5 EP 2 i g Rl oK 4 e B Aee S 1k
W R A 1 1 (caspase—1) N B39 7 42 26 11110 2238 5 BRI FL VKR A8 28 (EMSA) 92 35 4 U A% 5% S IR -7 —«B
(NF-kB )7 1 5 B G2 W B0 (ELISA ARSI I3 1 40ME A 2 —6(11-6) IR IRFE N F —a( TNF-a) (7K T ;
JEA AR S Z0bR 12 B (TUNEL) WA M L ANARAET 18 00 , S BR AR DO B2 (FITC)FRic i) 1 RARA WOk
B REBEE, 28R NOD2 mRNA Fk7EAR G 2 h I Tk 0408, 5.0 8 5 TR 2H (75.50 + 13.03
1.00 £ 0.00, P<<0.01), RJ5 6 h i[5 , )5 2218 N [ ; NLRP3 mRNA ik TARJS 2 h BRAIK, b5 & di s &
12 h ik IEAE , H W 5 5 T4 BRZH (4.03 £ 0.71 FE 1.00 +0.00, P<<0.05) ; caspase—1 25 FH #IATEAR G 2 h EIIA 55
TXFHRZ (3.56 0.14 2 2.10 £0.11, P<0.01), RJ52ZEHH & EE; BREEEN Occludin, Z0-1 1
Claudin—4 WX MTEAR)T 2 ~6 h BIH BAL T X EZH (2 h Oceludin:7.24 = 1.13 [ 12.72 + 1.34, 6 h ZO-1:
0.47 +0.09 [t 1.57 £0.17,2 h Claudin—4:1.63 +0.28 I 3.40 +0.34,P<0.05 8¢ P<0.01), K5 ¥IZ 80 ~ K
NF-«B i HEEAR G 2 h BV 5 T BR 20 (24.85 + 0.57 [ 12.42 £ 0.73, P<0.01) B G 7E— M E R RAE T 2
G TR IL-6 TERJG 6 h SURIME SkIg . (S5 XTHRZH He A 3088.07 +330.03 H 26.19 +7.58, P<<0.01) , Fifi
SRR 7% s TNF— o TAUS 2 h BT S TR HRZH (110.75 £ 19.18 [t 7.86 = 3.58, P<<0.01 ), fit 7 5 3B ks v iy
#a; B CLP JERTRIARESE , [ [ AT 2870 AR)S 2 h BOWT s AT ((0.12 £0.02)%1k (0.03 =
0.01)%, P<<0.05), 322312 M 1 T (0 8 34 i 18 308 37 1P ot Y s JRR e s ) 194 S {1 20 M 1A K, 5 ) 2L A L DA
2 h A HZE R A G5 LSRRI B2« (35.75 £ 4.66)% 11 (2.84 + 0.35)%, P<0.01 ), HEIEHT R,
NLRP3 5 7i@ B PE N caspase—1 25 [ #2305 i U AH PR HALH8 FR 0% 5 5 caspase—1 SIET- Al [ TNF- o F1
B R R AR S MBS caspase—1 B AR IR AN MR . 458 7EME BRI, NOD2
H1 NLRP3 #( ] B2 T —& BAE A, NOD2 1 E i i sl 0 v e 3z SIALAAE B 09 RSl oy, ARl IR
AR ZE Fid 58 et 55 ; NLRP3  caspase—1 Al _E 2 AN AE T Ht [A] A58 I nT ERS /s 1 X Hoh A7 e S ph bk 25, 1
Wi L B MM BE T F Rl iV L 2 R B R D RE S T RE S BB R AP A TR X
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[Abstract]  Objective To initially investigate the expressing regularity and effect of enterocyte NOD like
receplors on gut mucosal barrier during early phase of acute intra—abdominal infection. Methods Sprague—Dawley
(SD) rats were randomly allocated into control group (n=6) and experimental group (n=24). Acute intra—abdominal
infection model was induced by cecal ligation and puncture (CLP). The level of NOD2 and NOD like receptor 3
(NLRP3) mRNA expression in gut mucosa was determined using fluorescent polymerase chain reaction (PCR); the
expression of caspase—1 and tight junction protein was determined by Western blotting; the activity of nuclear factor-xB
(NF-kB) was determined by electrophoretic mobility shift assay (EMSA ) ; the level of serum interleukin—6 (IL-6) and
tumor necrosis factor-a  (TNF-a) was determined by enzyme linked immunosorbent assay (ELISA ). The dead cell
percentage of enterocyte was observed by terminaldeoxynucleoitidyl transferase mediated nick end labeling, and the gut
mucosal permeability using an in situ loop preparation of gut with fluorescence isothiocyanate—conjugated dextran was
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determined. Results NOD2 mRNA expression was quickly increased to a very high apex at 2 hours after operation,
compared with the control group, the difference was statistically significant (75.50 = 13.03 vs. 1.00 + 0.00, P<0.01),
and quickly descended at 6 hours, and then slowing descended. The expression of NLRP3 mRNA was decreased at
2 hours after the operation, then increased gradually, and peaked at 12 hours, which was significantly higher than that
in control group (4.03 £0.71 vs. 1.00 +0.00, P<<0.05). The level of caspase—1 was significantly higher than that in
control group at 2 hours  (3.56 +0.14 vs. 2.10 £ 0.11, P<<0.01) and then gradually increased. The levels of Occludin,
70-1 and Claudin—4 were obviously lowered than that in control group at 26 hours (2 hours Occludin: 7.24 + 1.13 vs.
12.72 £ 1.34, 6 hours ZO-1: 0.47 £0.09 vs. 1.57 £ 0.17, 2 hours Claudin—4: 1.63 +0.28 vs. 3.40 + 0.34, P<<0.05 or
P<0.01), and then all slowly decreased. The activity of NF-kB was quickly increased at 2 hours, obviously higher than
that in control group (24.85 +0.57 vs. 12.42 +0.73,P<<0.01), and then slowly decreased at a state of high expression.
The expression of [L~6 in experimental group had a peak at 6 hours(compared with the control group, 3088.07 + 330.03
vs. 26.19 +£7.58,P<<0.01),and then slowly decreased. The level of TNF—a was significantly higher than that in control
group at 2 hours (110.75 = 19.18 vs. 7.86 +3.58,P<<0.01), and then gradually increased. The percentage of dead
enterocyte was higher than that in control group with infection progress(0.12 + 0.02 vs. 0.03 £+ 0.01,P<<0.05), and then
gradually increased, so mucosal permeability was gradually increased too. Compared with the control group, the
difference was statistically significant through 2 hours [glucosans: (35.75 + 4.66)% vs. (2.84 + 0.35)%, P<0.01]. The
relevance analysis showed that NLRP3 have a little higher correlation with mucosal permeability and caspase—1 protein
expression than other targets. Caspase—1 had a strong correlation with the percentage of dead cell, TNF-a and gut
mucosal permeability. Gut mucosal permeability had highest correlation with the expression of caspase—1 protein.
Conclusions The data of our study suggested that NOD2 and NLRP3 take role in early phase of intra—abdominal
infection, the huge wave of the expression level of NOD2 hinted that it was feed backed by some accurate mechanism in
case of its express was too strong or too weak. The correlation of NLRP3, caspase-1, and percentage of dead cell imply
they maybe have some extent of causation, and the percentage of dead cell in gut mucosa was as important as tight
junction protein in maintaining the function of intestinal mucosal barrier.
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1.1 SESS S A4 T TS REE SD KRB, AR5
200 ~230 g, W H AT ZE X R AL \,M\Eﬁﬁiﬂﬁzﬁ%ﬁlﬂ
O, S EFEAIES 100085497, B K Bk BENLE 7%
oy R R (n=6 ) FISCI 2 (n=24) , SL BG40 4%
FARIGHEN 2.6.12 F124 h WA, B4 6 2

ARSI SR BT IR A S A bR
1.2 s A AL ) 28 S bR AR A 3R SR H B s
FLEEFLAR (CLP) il 88 K BRUIE I B AL B TR S5 AH
o7 B () SRR B, T BB FRIDKEBUAL 4 ml, 220> 10 min
J BUMLYE & -80 CAF; HX 10 em [mI A4\ In1 VI FH
BRI R RIUA R E -80 CAEM .,

1.3 NOD2 .NOD #£5Z4A& 3(NLRP3 )mRNA & ikl

s SRS E 7 R A WSS IV (RT-PCR)
@*{DI'J AR AD RNA, 2RSSO 5 A A
RNA itz )56 8% cDNA, T RT-PCR. FEEf W H
(1) 5 R R A S B R 43 il 364 T RT-PCR O, AR 4™
B AR B AR H LR NS R LAY CT
{Ho 1z H] 2780 XA [l ) B AR D Yy ik 22
SEMEAT AT s DL =W H i S (GAPDH)YE
PIXT R, RS )78 L% 1.

%1 NOD2.NLRP3 Z|¥/¥7%1

YH o SH BE = Ay
A X1 IR TR
(c) (bp)
NOD2 1E Y4 : 5'-gegatgteggagtggaac—3' 60 77
L% < 5'-ggagatgtigttatctegeaagt—3"
NLRP3 1F Xk« 5'—gctgtgtgaggcactceag -3 60 85
J2 X5k 5'—gaaacagcatigatgggica -3
GAPGH  IF Y %% . 5'-aacgacccctteattgaccte—3' 57 81

R SUEE < 5'-celtgaclglgccgtigaact—3'
TE:NLRP3:NOD #£52{A 3, GAPDH: =2 FHil k5 =il

1.4  RAZARF SRR 5 MBS 1(caspase—1)
o B AR A Oceludin ZO-1, Claudin—4 1) 2 14
D5 < SR FH AR 1 5T 22 BN 3050 (Western blotting )6
N 42 I 6 P 2H 2 AR I R,
B REUR IR B — 5 DN M IO i B e /L VK (SDS-PAGE)
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SRR AT — PR B RN, e RO R
FER , H UVP-GDS8000 U443 #T RE b1 4 4
&, AT EMEOR FE 53T o

1.5 KHE ST —kB(NF-xB) P A 5 - % 5E
W HL UK GE RS FE (EMSA ) SE 55, 7E 2 7% SCHR[5 ] Y A
W o S A BRI R A A s
WA T A TR PR W5 CEAT NF-kB 7 1
DNA 45575, 51975 :5 ~AGTTGAGGGGACT
TTCCCAGGC-3', [fif5H T4 ZH RN (3£
Promega /3 7] ) 778 y=P-ATP (It 5T W HF A\ F] )45
ATEM NF-kB H 51 DNA JE51) E 377 5K st s ik
PRiCs s s FHIBERE R o B 22 48 4945 U5 0T 0
NF-kB 4545 (IR

1.6 & AR -6(1L-6) MR IRSEIN T -
(TNF—cu ) 0 5 « FAH Az s 18] 55 UL , #2500 10 min
S BB Y, R FH TR G 92 W X8 ( ELIS A ) |, 4%
A& (S R&D Systems 23 7 ) U I 54

1.7 5 b R AR AT T A Al « B BRR s 171 7
fif KRV R, #% A A i R 20 bR i i 3% (TUNEL ) 48
JFET AR & (3EE Roche 23] ) 1 B -F & i ek
R JEHEA TR BHEFE T A A - D4 A5 g
o AR (FET- 4N ) ; @i B BRI T/ AR (41
JRRE F ) s YLt i B Ao S5 SR LABHPE 4N 5
BT AR A E o FE 3k, Fr RO 4t (FE T 40 A A
EFE TN AE A T AZBF 1000 4~

1.8 Jp il F M I < PRI KBRS L B 20 em
i FH 4-0 2228 W v 45 L AN 52 i i B At , iz
P B v 1 AT RSk 1Sk B2 B OT2AE 0] 1L
BEN T AHREE N 25 mg/ml FHXT 43T A 4000 ()
SRR R R 96 F (FITC) bRic () 4 R BE I e (38
Sigma 23y F] )1 ml, 60 min fFH 4 ml M2, B0 7 min,
FAZCCEE T34 FITC bR i MR bt
2 W IR 5 22 v (PBS ) 5 BE 1) FITC AR ic 175 3R
BEARAR: , LA SR 2 23 S gy 1 S 3 1k

1.9 ZGeiteEiik . SEEREER A SPSS 13.0 itttk
PEHEAT AT, A5 SR DAL + BRIl 22 (X = 5) o, 4]
2SI 00T, TR Ik 5645 F5 brlal (1)
N, P<0.05 W2ERALITE L.

2 & R

2.1 NOD2.NLRP3 f) mRNA FEiRkmgs R (% 2).
NOD2 mRNA ik FARJG 2 h Vs Tk g (d , i
TR (P<0.01); RJ5 6 h sk Bl %, it 5 28
18 TR, 50 IR b 22 S5 BG4 (3 P>
0.05). 1 NLRP3 mRNA k%A XL 2 A,
ARJ5 2 h NLRP3 mRNA £k 2 PR, RIF5%
18 BT, FARJE 12 h BRI E (5 X A M e P<
0.05), B f5 PR 2218 TR

2.2 caspase—1.0ccludin . ZO-1,Claudin—4 B
IRKEM 25 5 (52 258 1) :caspase—1 FEHRIEHEARG
2 h BIAA & T IR (P<<0.01), Bifi 5 5 20 48 )
a3 BB REE 1 Oceludin . ZO—-1 H1 Claudin—4
AR Ik HARL, 4300 TS 2 h 6 h .2 h 2 H]
AR T B ZH (P<<0.05 B P<0.01), i f5 2 & T
G EE N

T
x4 B4l 2h 6h 12h 24 h

caspase—1

Occludin

Claudin—4

B —actin

caspase—1 : RAZ TR LI AR &R 16 1, B-actin: - PLhEN
) B A S VA A EN B e g el PRt - e S N R 77
caspase—1 Je B2 5312585 1 Oceludin ZO-1 ., Claudin—-4 B8 1714

=2 2R R R B ZELE NOD2 mRNA \NLRP3 mRNA Fil caspase—1 'S % 4 E 1
NF—«B &1 B i3 40 A 1 28 fh L (= £ 5)

sy NOD2 NLRP3 caspase—1 Occludin 70-1 Claudin—4 Ifi. 1L-6 Il TNF- o
am ) , , , " Nk
B mRNA mRNA HA HH A HEH (ng/l) (pg/l)
XJREZH 6 1.00+ 0.00 1.00+0.00 2.10+0.11 12.72+1.34 1.57+0.17 3.40+0.34 12.42+0.73 26.19+ 7.58 786+ 3.58
S 2hAl 6 7550+ 13.03* 0.18 £0.06 3.56+0.14" 7.24+1.13” 0.87£0.15 1.63 +0.28" 24.85 +0.57° 605.44 + 133.10 110.75 + 19.18"
T 6hdl 6 427+ 076 3.35+0.33 4112025 5.12+0.557 0.47 +0.09" 1.04 = 0.28" 23.76 + 0.54" 3088.07 + 330.03" 163.26 = 20.78"
FH12hH 6 388 056 4.03+0.71" 5.04+0.13" 4.89+0.78" 0.26 +0.08" 0.79 + 0.04" 22.36 + 0.51* 2300.85 + 293.69" 189.00 + 26.32°
FHr24h#H 6 201+ 038 246+0.52 636+0.17" 3.06 +0.34" 0.25+0.04" 0.73 +0.06" 20.60 +0.78" 1669.46 + 191.52" 195.28 + 24.69"

7 :NLRP3:NOD 21K 3, caspase—1 : RG4S S DEE TR IS 1, NF-xB A% 55 T —kB,IL-6: 140K -6, TNF-«: iR TR
BT —a; 501 LA, *P<0.01,"P<0.05
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2.3 NF-kB /G PRI 45 5 (% 2; & 2):NF-«B Jif
PEARG 2 h #GE ETF, BRE—DESRIBRET

LS TR (DR G 45 A] 5 NF-xB 763
FE TR R4 () P<0.01).

J
6h 12h

hof it 2,

2h 24 h

B: K555 ¥ —kB
FUBLIE NF-xB ORI

EMSA : BES LUK RS %, NF-kB

Bl 2 EMAS SEYGRI 2ok I s il g b ok
2.4 ML TL-6 Al TNF- o ZKSPREMZE R (£ 2) R
J& 6 h 1L-6 2134 & iR (R, o 2 T X IR A (P<
0.01); FliJ5 FFUR 2212 [M1% , 28 24 h )5 i 2 1 X% R
ZH(P<0.01), TNF-a FARJG 2 h RIBA R & F X B
2H(P<0.01), b5 2 BLE W = n .

2.5 W b AAET R A IS S (3 3518 3) : Bl
% CLP JG i [H] AOSE i b iz AR B TR 5L 20 I
Thirka,  HASET RS S5 X A 2= 8 A gt
25 Y (P<0.05 5% P<0.01),

F®3 SRR IR B L R A sE TR
HE AR A (% £ 5)

215 SR AT R (%) i (%)

X HE A 6 0.03 +0.01 2.84 +0.35
SEH 2 h 4 6 0.12 = 0.02* 35.75 £ 4.66"
S 6 h 4 6 0.26 + 0.02" 4334 +4.24"
SCB 12 h 4 6 0.56 = 0.04" 51.67 +7.26"
SeHG 24 h 4 6 0.84 +0.02" 60.17 +7.72"

VE: 5 xRS, *P<0.05,P<0.01

2.6 B EVE I e A5 R (3 3) : il e 1 il
Eﬂgﬁ’?’ﬁwnﬁﬁlﬂﬂ@i;ﬁﬁﬁ)_?—fﬁiﬁﬁ, 25 HsF[A] 53 5 0
NRZH AR e 22 S XA Ge i B L (H P<<0.01),
2.7 BB IR TRPRRAHOCHE (SR 4) :NOD2 55
At A TTAG R (A D ALLF- #0455 s NLRP3 55 138
RN caspase—1 #1218 B AH G F AL 45 b i
=, JH A OC R BORE LT oK B Hh s A 56 6
% ;caspase—1 & R IE HALT- MMl TNF-a 1
i 375 P AH G PR B B % % 2 8 1 Oceludin,
70-1 Claudin—4 2 [A]45 % & (A AR S, (B 5 HAth &%

FeFRIE] B A S PE RS AN & s NF-xB 5 TNF- o [
Mo, HKRES IL-6 fiip@EErE; -6 5

TNF-o (UAHSCHER R , HUGR 5 NF-kB AR CTE 5
TNF-a 5 caspase—1 f [N mAHOCHER m, HAIR
ST A E A st RS
caspase—1 [ RIAH RIRAHCOCHR; WiEAENS

B3 SR IR Y R U L AAE TS O SET AN AL S (s 0 B EH (o) KRB R A M AE T A 5 5 WA T g

I TR] AR AE K, S5 2 ~ 24 h(b ~ &) K il bz AN AE T AW fin

TUNEL 5Ok

&4 SRR R HIR A TR PR A S A

27D NOD2 NLRP3  caspase-=1  Occludin 7Z0-1  Claudin-4  NF-«B IL.-6 TNF-«  JETHIME  JmididE Tk
NOD2 1.000 -0.223 -0.097 0.290 0.199 0.153 0.264 -0.196  -0.151 -0.254 0.127
NLRP3 -0.223 1.000 0.391°  -0.533 -0.491 -0.420 0.116 0.370 0.347° 0.315" 0.421°
caspase—1  =0.097 0.391* 1.000 -0.898 -0.859 -0.924 0.461 0.468 0.807° 0.908" 0.785
Occludin 0.290 -0.533 -0.898 1.000 0.886" 0.893"  -0.415 -0.687  -0.810 -0.873 -0.752
Z0-1 0.199 -0.491 -0.859 0.886" 1.000 0.870°  -0.431 -0.602  -0.668 -0.765 -0.763
claudin-4  0.153 -0.420 -0.924 0.893" 0.870" 1.000 0414 0512 -0.764 -0.907 -0.753
NF-«kB 0.264 0.116 0.461 -0.415 -0.431 -0.414 1.000 0.537" 0.655" 0.233 0.527°
IL.-6 -0.196 0.370 0.468 -0.687 -0.602 -0.512 0.537° 1.000 0.731% 0.438 0.519
TNF-« -0.151 0.347° 0.807"  -0.810 -0.668 -0.764 0.655" 0.731° 1.000 0.778" 0.725
JET4ML -0.254 0315 0.908*  -0.873 -0.765 -0.907 0.233 0.438 0.778" 1.000 0.714*
fpiiEr: 0127 0.421* 0.785"  -0.752 -0.763 -0.753 0.527" 0.519 0.725 0.714* 1.000

142 :NLRP3:NOD FEZZ A 3, caspase—1 : R IREF M E IR U 1, NF-«B A5 55 T B, 1L-6: AN -6, TNF- o - FURIIRAE

HF - a ;"P<0.05
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caspase—1 25 [ IA T A e i, HORE S TNF-
iz Lz dif At T i
3 W it

T B e R S S B A A, B AR RS
A7, M5 | K4 B RAE W 25 5 AR (SIRS) FI 2 45
DIRE s (MOF ) , f AR5 — g B B2 £ 260k 2 400l
PRAEMIF A B FTA T, {E A i BB SR AN
AT AE e HE s B, B A S R A e S —Fif
AEE M08 2R G0 TC BE S I B B b (9 55— B Bl 26,
FERARPEH Toll FEZAK(TLRs ) BT NLRs I [AI kR
25T X —RA ", B 5EIAk  NLRs fi
T TR S WA R R A 20 PN () B X 20
MIRERL 53, Felr A gT 3R BHO A A ME St A A
FUHFRIOBE S7, FTLL NLRs X FER LA N SR 55
A B IEANEHAEM ARG B EZAEAY ., B
A4, NLRs 1 NODs WK ) NOD2 X T i 2
FRLREE AR 9T 1) 02 AR T e L e B R B
A JR D0l B N B R HR A B R N A AR S T
EEAEM . IEREFE N RS NOD2 7E45FP 9 AE G2
R ZEHAERT, AFIT IR AR s e 1)
o L Rz A rp T RE A M, XTI T
HMER

SERT I AFSE 2 B, NOD2 i A I B 44 I 7 5 7T
DL it NF-B 3 % F /5% 22 24 R 36 1k 2 1 i
(MAPK ) 38 [ 380 W 90 SN, A 45 2 K S 2 Fll
AAGPE i 1230 [ i, NOD2 146 W] LI 3 i Ak R 7
CCL2 11 S5 1 A2 a2 i 205 I TR 1 35 ok 147, iir LA
NOD2 14 24177 IE A 1 FE b X FALAST 7 B 4 5E kS
WipEdl AR =2 S2hr E NOD2 fEHLAH b F—A4~
RAE SRR, Hrh NOD2 5 TLRs W55 4
B 2 ANAR B R T AR AR SR S T B
PS8 ARBFSE R, NOD2 7548 E i B (2 h ) A —
AR H B, B TG T B 2 1E KRR X
Fh AR A H A A5 H [ 1 i 45 Rk A e —
WEFE s FEAR M A & 3 NOD2 5 NF-«B 453%
PR 5 SR, T RESE IR A NF—B (1) 352 0 K 1
M2 ,NOD2 Hdk i EE RN 2 |, s H R A
T BRI, XA BRI YRR S
SCHER[ 17 IR 45 R —3

NLRs B)—5 HRHE SR B el pyrin [X[H]
PYD-PYD [#AH EAE FH2E 1M 5 08 T A S A BE SR 2R
1 (ASC)FEAE . ASC FINLRs AOAHELAE FH AT LGS
NLRP1.NLRP2 il NLRP3, fifi[5 ASC #J CARD JF 1
iR procaspase—1 [] CARD IR HBOE , s R

caspase—1 Bl J5 PRS2 B0 48 0E 5, 5 NODs
AN TR 2, NLRP3 I AN REWOE NF-«B, 1 BE LT
caspase—1%%! caspase-1 WIS 55 NLRP3 (ASC 4F
EHHB R (inflammasome ), — 77 T 7] fig i7F
IL-1B F IL-18 BB S R, 53— J5 Wik il LA
i caspase—1 FHICIAIARFET-22), {HA 5 caspase—1
TRV IET- IR A Z , HHLH AN, i
NLRP3 sz i FC iR HA AMEMERY , i A48 IR
PR, AR SE 8] 1 IR AR I 7 45 2, i LU g
HEBR caspase—1 FITi5 S AU i S8 T~ 2 WL TE R AE
1 —F A F AR =

AWFFE R NLRP3 Rk TR, BEETHE 2
12 h IKIEE(E, SRS PR B, 3X T BERG 75 NLRP3 3%
INZHURRRERIEEE, e AT IS LAY 1k
Tkl iR . EAR AR SCHENFSE P NLRP3 5
i R BB iR, HORZE S caspase-1 3Rk ;
caspase—1 YE R — A rhiipn ik A, KR 5
AT R R IRAH R, 5 TNF- o Fll7iE
BPEW R T ARGR A OCHR ;MR RN FE bR i 7
PELS caspase—1 FEiR I e =, HOUOR S TNF- o
s bR A EAE TR . X LER ok, “NLRP3
F 155 —caspase—1 Ftm — Wi L AT 34 2 — 1%
TR X RS T B — A ) R IR, 1
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