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ASC. IL-18. Caspase-1 ik

theseir' 2 Heme BAR 265 2 K BiEA R F°

WE Br ®iT§ LRS84 E (Hp) A XA KA THEAHEEE (ASC),
G -18 (IL-18)., ¥R R AR B & G # 1 (Caspase-1) £k #9% %, & 80 % BALB/c K
BANRRE AR A AT IR, RAA, FALRBERNZTA, FARRESNEA, 420 %, %
RSN, R Hp HikER ik, §ARBEK, 7285 53# 06.39/dETLTH AL ERE,
TR, MRS TEF T AR, HELH8 A, WERDRG—FKEDFHIE; HE F EIZ K
B AR R P A qQRT-PCR A ml ) R H F5BE 4128 F Hp A K A R4 % L B A & ASC. IL-18.
Caspase-1 mRNA %k ;ELISA iE#ml s R fo i b am i &A% A W A (CagA ). @fes 844 A (VacA)
o X JEARE M KT ; Western Blot 46 § #6220 27 PAZ F R & A0 B R AL M BAELHRE G 3 (NLRP3)
KRBT ROKT, R SRADRK T EBEARENFW, HIEF, @R ZAEER, BR
ENMARE LR AR B RBERE S E, AR ENXEMCZE, BABREE, §ARTRL, i
%o HrrmakEs, A kBT R A (FrdA), 4% 8%RE% B (FrdB), ZEGRAAES A
(HyuA). =¥ 8 N- &4bpi& R# (TorA). ASC. IL-18, Caspase-1 mRNA #axf % i&, CagA. VacA.
CXC A LB F 8tk 1 (CXCL1), C- %@ (CRP). & 4 (LPS). @/ -6 (IL-6). M HEH
F a (TNF-a ) #2 C3&F, NLRP3. Caspase-1. IL-1B & & X AP RZAZH (P<0.01), HLEM
BTG, SHERAkE, §ILRFERA AR THELAPEM, §ILIRBES N EAEBRETHE
NAABAREM, LF L RBAESHNZHAHp RREA LS T H L RBAKN 24 (P<0.01), 544
rhix, BEEBEK, SH 4P FrdA. FrdB, HyuA, TorA. ASC. IL-18. Caspase-1 mRNA #gx+%&
ik, CagA. VacA. CXCL1. CRP. LPS, 1L-6. TNF-a #= C3 /& -F, NLRP3, Caspase-1. IL-18 %
b F A KFBEAL (P<0.01); 5 8 5 BEBEA Takis, B I REPES AN T4 LA IR —F BIK
(P<0.01)., it ¥4 AEFidid NLRP3 Sk MRl s ¥ m i A KRR X AR Hp £ HBEF, A
4% 3 52 B F 4= ASC. IL-18. Caspase-1 %i%
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ABSTRACT Objective To investigate the effect of Weifukang Granule ( WFKG ) on the expression
of apoptosis-associated speck-like protein containing CARD (ASC ), interleukin-18 (IL-18 ) and Caspase-1 in
Helicobacter pylori ( Hp ) -associated gastritis mice. Methods Totally 80 BALB/c mice were randomly divided into
the control group, model group, low-dose WFKG group and high-dose WFKG group according to the same body
weight, with 20 mice in each group. Except the control group, Hp bacteria liquid was used to make the model by
oral gavage. Mice in low-dose group and high-dose WFKG group were respectively administered with WFKG at
0.6 and 3 g - d” by gastrogavage. Meanwhile, mice in control and model groups were administered with equal
volume normal saline for 8 successive weeks. The general biological characteristics of mice were observed. The
histopathological morphology of gastric mucosal in mice was examined by HE staining. The expression of genes
related to growth and metabolism of Hp, and the expression of ASC, IL-18 and Caspase-1 mRNA in gastric
mucosa of mice were detected by qRT-PCR. The serum levels of cytotoxin-associated gene A ( CagA ), vacuolar
toxin A (VacA ) and inflammatory markers were determined by ELISA. The protein expression levels associated
with nucleotide binding oligomerizationdomain-like receptor protein 3 ( NLRP3 ) inflammasome pathway in gastric
mucosa were measured by Western Blot. Results The structure of gastric mucosa in the control group was intact
and orderly, the cells are single columnar and the lamina propria is densely packed with glands. The mice in the
model group had severe gastric mucosa lesions with inflammatory cell infiltration, and the gastric mucosal erosion,
necrosis and even abscission. Compared with the control group, the relative mRNA expression levels of fumarate
reductase A( FrdA ), fumarate reductase B( FrdB ), acetylurea utilization protein A( HyuA ), trimethylamine N-oxide
reductase ( TorA), ASC, IL-18, and Caspase-1, the levels of CagA, VacA, CXC chemokine ligand 1 ( CXCL1),
C-reactive protein (CRP ), lipopolysaccharid ( LPS ), interleukin-6 (IL-6 ), tumor necrosis factor alpha ( TNF-« ),
and C3, the protein expression levels of NLRP3, Caspase-1, and interleukin-13 (IL-13 ) were significantly
increased in the model group (P<0.01) . After the treatment of WFKG, compared with the model group, the
mucosal lesions in low-dose WFKG group were alleviated, while the mucosal lesions in high-dose WFKG group
were significantly alleviated, and the Hp eradication rate of high-dose WFKG group was significantly higher than
that in low-dose WFKG group ( P<0.01) . Compared with the model group, the relative expression of FrdA, FrdB,
HyuA, TorA, ASC, IL-18, and Caspase-1 mRNA, the levels of CagA, VacA, CXCL1, CRP, LPS, 1L-6, TNF-«,
and C3, the protein expression levels of NLRP3, Caspase-1, IL-13 in low-dose and high-dose WFKG groups
were significantly decreased (P<0.01) . In addition, compared with low-dose WFKG group, all the above indexes
in high-dose WFKG group were further reduced ( P<0.01) . Conclusion WFKG affects genes related to growth
and metabolism of bacterial and Hp virulence factors through NLRP3 inflammasome vesicle pathway to reduce the
level of inflammatory factors and the expression of ASC, IL-18, and Caspase-1.

KEYWORDS Weifukang Granule; NLRP3 inflammasome pathway; ASC; IL-18; Caspase-1

1 B R I i 22 T IR 5 RS 1Y 15 280 08 R A
EEAER L, WERRK, AHRE, RIELRS
WULEBE . WA TEUERT I (Helicobacter pylori,
Hp) S5iEAevEstz . 1BYEE R B kRS A%
WL RGIR KR ED 2. 80% LU LR & &
HHEATAES Hp YL ', Hp Y51 118 v B Rk
N Hp MBS & °° . MER Hp LR E & 15
3, W BAREESR, R RL,  [RI T AR 1k
&P E R RE, RERFHATETE © ATmR
S RGERAGEM B Z AR 3 (nucleotide binding
oligomerizationdomain-like receptor protein 3,

NLRP3) RPE/MMAJEH NLR K& A . FT-H%
ki & 1 (apoptosis-associated speck-like protein
containing CARD, ASC ) Fl2f i % iR K 4 2 iR & A
fitt 1 (Caspase-1) =A-#Br4, NLRP3 &—
& AR S48, 1 ASC 4 NLRP3 il Caspase-1
Z 6 iy 3% 1k, 2 5 Caspase-1 1 i% 1k 9,
NLRP3 & Z: 5 G Ji b 25 (18— 1> JE K 1 9 9E 26 1R
W, SANMITR TS . SRR AR I R R R
NLRP3 1) i i 22 ¥<Je 1 P 1Y) procaspase-474% 1L
15 V%) Caspase-1, 1% Caspase-1.4r F Fiks 14
% -1B (intérleukin-1B, IL-1B ) HI 4 41 % -18
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(interleukin-18, 1L-18) Fif&f% b A fE MR IL-18
MIL-18 20T, FEHUA K A ™ (Y 45 0 ® s 4l
Jitl 5 % #H 56 3£ A A (cytotoxin-associated gene A,
CagA). #iffi=sifiE: % A (vacuolar toxin A, VacA)
N Hp b EE g B, ATl S R B
240 M A 1 R 0 S R AR AR ', CXC ik
¥ Bt & 1 (CXC chemokine ligand 1, CXCL1 ),
C- J2 IV %& 11 ( C-reactive protein, CRP). f§ £ ¥
(lipopolysaccharide,LPS ). 441 % -6 (interleukin-6,
IL-6 ). Ji 8 3R FE [ ¥ « (tumor necrosis factor
alpha, TNF-« ) H1 C3 N WARIEAREY), HAKF
RN ENUARIEM LR, CAMEERM, B E R
HA RAFRIA K Hp 1ER, IR sk s imaaar o
AT 5T 400 1 URER B A R URLXT Hp AH G B R /IR
BRI, il KA R N B Hp 25 T
KL SIEAR G K. NLRP3 48 1 /IMACE #5431
A SRR, 5K NLRP3 5 /M fig 5
BIFE I 6 2 DL K%t ASC ., IL-18. Caspase-1 %
IKsER, DU OASYE B 5 BIm PRI T HE A8 7y )

RIS

1 %) BALB/c /MR 80 H, MEM:4, SPF 2%,
8 JHlI%, 1RH 17~25 g, WA &M< SCH L5 sh WA
FRAT], SRR BTSSR, SRR (32+£0.5) C,
FXHRE (75+£2) %, BiataAkikEs: 0017145, )
YIVFATIES . SCXK (75 ) 2011-0003, AMf5s2E) V4
HrE 25 K24 e At (No. DW20190511-087 ),

2 ¥ BEREPRARN: AN 15 g K1k
T 15g JII##E10g tH510g JIIJEF10g
MM 15g 4efH6g NS 20g #illfk12g i
iiZ510g B 10g K 10g k%109
410g HAT10g HH 10 go JEHZGRH) P
P 245 R A o — i g B B rh 24 SRR, SEgR IRy
R SIS, KRS,

3 FE A &AL NLRP3 HT & (it 7.
SC-10028, Bt 1: 1 000), WA WA YR
£ B A Fl; Caspase-1 T {4 ( #it 5. ab32517, i
BEH 1: 1 000), [ Sigma 2A#]; KEIL-18 (it
5. RA20030 ), Bioswamp 2t #l; BAR it 4 1L ¥
fif ( horseradish peroxidase, HRP )4nic —- 4t (4t
5 1105097 M BE Lk 1: 500), iR =~ KAEY AT,
BCA EEEmiAf & (175 8907 ) i ima LW
] »‘Real-Time System “¢ {5 # PCR Y ( 351 Bio-
Rad ); HLykiX ( 25 Thermo 231 ) ; Bl B L HE( 3

[ Sigma /A F] ) ; BX60 R i ) H A BRI
AT,

4 Yol Tk BALB/c /R 80 H,
TGN PEMRSE 1R, HeH AR R AR E B S AR IR
RIL . R ORI s 2 0 AR R R e R i
el 20 Ho BRXTHRALAN, MERIZ] | A BRI
B B EREEURE R4S SR (1] P T AL
HE, ¥ SS1 WA NG, M T EA 10% BLr4
A AR KBRS SR B G 7, I AE R e, %A
J337 C, 10% N,. 5% O,. 85% CO, fFfiEH, 1
FT72h 5, RAMIRRIATE T Hp IR, #S25iH .
B/ NECR T 5% Hkiz s wiEE , A H 0.2 mL,
30 min J& K FHRMARLY) Hp R HES , B 48 hiEH
1K, S 3K, X IRAUR S AR R K E S
R IT 1 ANA . RKEEE 4 FJE, SHER L
SFE/NER, BB RS, — TR 4% 2 RH
W, #EAFHH4T (hematoxylin-eosin, HE ) 4ifd,,
— AR TR R R WL, HIE Hp AN L, P
BRSSP R AR, H
RIMAEEM RS, WA 5 H/NRSET:, HY
S 3 UTE B G AT, EBIATIRZN 90%, 10 H
/NEUAT HE Jeta, 5548 10 H/N SR ek PR 25 il S
5. >4 HE G4 sk IR 2% B S5 55 34 2 B VE A E Hp
MRBR, THARRERZ,

5 KA WAFHREN 60 kg, B EE
WOk BRI o) 203 g/d, ANEERZjaEh 3.4 glkg, /b
X AR R % 9.01, e /N (#AH 20 g
HE) 2550 0.6 g/d (k5 ) "5 e d Kz
it 0.4 mLAREPAT, BUNER (Rl ) BELGUEE N
3 g/d, WEMHINIEE 2 K, XFHRAIAN, ARAIL 535
TSR AEBRER K, BK 0.4 mL, AR 1K, 3L 8 JE,
B PR A4 T/ EUE SRR S, iz
WeE 1.5 g/mL, k04 mL (5258 069g), &
KAW, L8, HEFRPR SRS T/ E R
WURLHES , FCZ9WIE R 3 g/mL, AKX 0.4 mL (%24
®1.5g), FKRK1K, L8,

6 KrlldEhs Kok

6.1 /INEUW—AEYFRE S SR/
WHHRAS . BHRS U KB RGN, BEEWRKE,
B IEH

6.2 Hp A O ARG /N EUE 418U 50 m
AU R, R - R e b3, 400 4% i e
TMEEREA, BGE ST Hp &, ez, pg0h
0, KA HpI&GY; ICHERE (+), Fpkek <1/3,
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UL/DE Hp &Gy 7y i rh BE (++), @A 2K
1/3 2 2/3, AU Hp [B&G%; PN RE (+++), fRA
I RKIEAIIMG, Hp IHEAATE, FEAEN 10,

6.3 HEZf B4/ ERRAZ, B4 %
2R REEE , WREIK, RSN, Ala,
VIR 4 wm 507 HE Qe 6, A0 T WSS/ N ELE 2
TR Bk . AR 10,

6.4 LIPOGER PCR (real-time quantitative
PCR, gRT-PCR) fill/INisl i ZEELH LU Hp A= )
R A SEFE L J ASC . IL-18, Caspase-1 mRNA
2Rk FEECRNA, HBe-al /0 5L 26 gl 2Uire
TR A TS OB IR,, A Trizol 240 01 7 240, %
B0, MAEDT, WiRikE, 'Y, Bo0r,
B4R 11 cm, 12 000 r/min &> 20 min, 70
75% M OBEEGE . TR, TER SN OGRS
RNA f e, 3% B8 qRT-PCR 57 & 46 0 4iE 5 2% R
A5 A (fumarate reductase A, FrdA ). ZEH &R
i JE B (fumarate reductase B, FrdB ). ZEEIRF]
H# 1 A (acetylurea utilization protein A, HyuA ).
= H i N- % 1L 9 i& ) i ( trimethylamine N-oxide
reductase, TorA), ASC. IL-18, Caspase-1 mMRNA
K, BARSIWF s L 1, WA FRN 20 pl,
2N S5 A4 R 95 C il A% 4 2 min; 95 TAZ 4% 40 s,
60 CiB-k 30 s, 72 CHEfi 30 s, 40 PAFF, JHIAH
X5 244 O 4 ASC., IL-18. Caspase-1
MRNA K- FEA =R 6.

&1 51WF5

R S (50 -3°) o

ASC 3514 GACAGTGCAACTGCGAGAAG 106
514 : CGACTCCAGATAGTAGCTGACAA

IL-18 37519 GACTCTTGCGTCAACTTCAAGG 169
T3 1% CAGGCTGTCTTTTGTCAACGA

Caspase-1 i3 141: ACAAGGCACGGGACCTATG 237
514 TCCCAGTCAGTCCTGGAAATG

FrdA 314 . CCACGCCCATTTGAACCTC 130

NES 14 TCTTTCATACGCTGTCTCGTCT

FrdB #5149 GATCAATAGATCTACGATCATTTACATT 109
U514 : CTAGGAGACCAGCAAGTAAATGTAA

HyuA 3519 TGGTCTAAAGATCACCAGTAGCC 152
T34 CCATTCTCTTAGGGGCCAGGGATTCATCG

TorA #5191 GAGCCCATCAGCCTGAGTC 197

“NUF5 14 AAMMCCAGACACGGCGTTTAGG

-3 1% GGCTGTATTCCCCTCCATCG 154

T3 1% CCAGTTGGTAACAATGCCATGT

B -actin

6.5 ELISA KMll/NELIME 5 S 7 CagA &5
VacA FIRIENREY) 42y 2 R IREk B, #17
ML 45, SR A ELISA 57 & &l CagA. VacA.
CXCL1, CRP. LPS. 1L-6. TNF-a f1 C3 7K ¥,
JAS i R G A BERH AT AR A . AR
6,

6.6 Western Blot £ ll| & Zf i 41 21 NLRP3
RM/IMEIE B PR IS/ E FEA 4,
STRUNFRE, A 100 p L RIPA 24# 51K 200
Yok, SRIGHEATE L OAREE, 7k H BCA & RN
G RI A TBE, WUk, B, EREM 1 h G,
TBST %t X, 4> % it A NLRP3. Caspase-1. IL-
18, WEEK, TBST Ve, A HRP #Rici) =¥,
TR 1 h, &JERAN RO (enhanced
chemiluminescence, ECL) k7|, B -actin %,
¥ NLRP3. Caspase-1. IL-1B & H £ ik, FEA
N 6,

7 Gtk SR SPSS 23.0 B TS
2EOHT, TFERERER X £s FoR, FAEIERGI)
KRS ¢ RS, 22 0] LR B R 28 5 22 530#T
22 ¢ 6] B 7 LR ] LSD-T #5386, P<0.05 K22 5%
fgiteEE L.

# R

1 NI —EY SRR X R /N U Bl
IR RN R, BERBEILE, YOKMKEIEHR,
FEMIER, KRBT BIRA/NRIE SIS, N
R, BROFEM, MHHEZD N, Kh2EEE,
PORFRE B Rk, HRR R, 0 E 2 Rk
fi%. Ml Rl Wi, R B 2 Rk
R 2 /N B SRR G f o I

2 Hp EHEFES SN X R4 Hp Al
50, B Hp 4 (3.00+0.00), & BRI
FlHE4H Hp 5 (2.68 +0.05), 5 HEmk w7 2
Hp EfE (1.19£0.21), W 5 H/NESET:, H
AN TP PR R WS, RAE R B, A A
eI

3 KU/ Hp MR (£2) HEBEW
AR 4 A P PR Z ARG 6 HONBAYE, JeEE
et 5 JONBIME, 2565 Hp IRERFE K 50%; B EHE
UKL o 791 e 2 bl PR BRI KGN 9 oM B, A B
et 8 HOMBAME, 2885 Hp MRERFR N 80%:-H & B
TR = 79 S 2 Hp R B R BH B = 1 B B BRI 7] i
4 (P<0.01 ),
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R 2 HH/NE Hp RERR

P PR ZEMHALS Bt HP

25 BA % FATER ARERR (%)
Xof 10 0/10 0/10 0
k] 10 0/10 0/10 0
H A2 REMRLE R B 10 6/10 5/10 50
HE RS AEE 10 9/10 8/10 80

4 FAUNREFIRALUR B (1) XS
ML/ RLUE B R T i, HEPIRE ST, gt
BLEAAEAR, AR N IR S B /N E
R AL R, AU BT AR 1 B RE |
BRTRIAIE . ik s B = HEBOR IR A T A L
WAL LR, B2 BRG] B % T Lk
EAR

Xof HEZH FRARIEH

LS

QT xE
- & oM g
R o <

B 1 S4/NEERBEALURE 2 (HE, x200)

5 K4l Hp B K ACEAHSCIE R Fak LA (£3)
XA, #AA Y FrdA. FrdB. HyuA Fi
TorA mRNA X} 5B B TH= (P<0.01) 5 S5
le#, BERRAR ., mflE4 FrdA, FrdB, HyuA

1 TorA mRNA #H X 2 ik [ % (P<0.01); 5 H &
o U AR ) B 4 b, A R = R B 41 FrdA L
FrdB .HyuA F1 TorA mRNA #H%} k&M% (P<0.01 ),

6 /NI Hp B 1A+ CagA #1 VacA
Tk (%4) SR A, BRI T CagA
Ml VacA 7K EFHE (P<0.01); SHiRIA i, §5
SRR . 1 75 5 41 9 CagA il VacA 7K - B AR
(P<0.01); 58 & MRBRALH B4l b, B &N
i AL P ) CagA Fil VacA /KA (P<0.01).

R4 HKY/NER Hp %1 FF CagA Fl VacA #ik
K& (ng/mL, X+s)

4151 n CagA VacA

Xif iR 6 5.00+0.03 5.00 +0.02
R 6 15.03 + 0.08* 14.20 = 0.08*
5 52 RO 7] i 6 12.69 +0.06* 9.42+0.06"
5 Uk e 7 6 7.56+0.04* 7.43+0.05"*

TE: SXRA LA, "P<0.01; SHOEIA HE, “P<0.01; 5EHE
FREBURAR 5 20 e d, * P<0.01

7 4% 4 CXCL1. CRP, LPS. 1L-6. TNF-«
MC3EL I (£5) HA 4 CXCL1, CRP,
LPS. 1L-6. TNF-« F1 C3 /KA i X a4 (1
P<0.01); SR LLE, BERBAAL, &SilEd
CXCL1.CRP .LPS .1L-6 . TNF-« il C3 /KR4 ( 2
P<0.01); 585 & RERALH A i, B & RBk
40 g CXCL1. CRP, LPS, 1L-6. TNF-«
F1 C3 /K FFEAIK (P<0.01),

8 Adl/NELE BB 4P NLRP3 % H: /&
W TFERARBSILK (K2, £6) SXR4ALL
&, A4 NLRP3, Caspase-1. IL-1B EH T
(P<0.01); SR s, B2 BRBRAL, &5 &

R 3 KM Hp AR KACVHHICHE R FRIKILE (x+s)

ZH3) n  FrdAmRNA fXf#ikiE FrdB mRNA fHX} 35 & HyuA mRNA Hx} ik TorA mRNA HX} ik &
it A 6 1.00+0.06 1.00+0.02 1.00 = 0.04 1.00 +0.06
HAY 6 1.89+0.07* 2.74 +0.07* 2.51+0.14F 2.22£0.10
A2 BRI AR 12 6 1.66+0.06“ 2.88+0.08° 1.82+0.05° 1.70+0.08*
T 42 R R e 79 £ 6 1.23+0.04°* 1.39+0.06“* 1.32£0.04°* 1.21+0.03%*

TE: S0, *P<0.01; SHEIRIL LR, 4 P<0.01; 5 H 8 HEBUR TR 41 HbE:, 4 P<0.01

&5 4 CXCL1. CRP, LPS. 1L-6. TNF-a # C3 FiklL# (pg/mL, X=s)

4153 n CXCL1 CRP LPS 1L-6 TNF- o C3
of R 6 134.46 +8.35 174.83 +6.75 500.46 + 9.26 50.47 + 7.86 146:26'+ 10.75 132.26 + 5.85
HRAY 6 243.25+10.65 1 438.74 +12.93" 1000.35x14.74* 14524 +14.35° 24223 +1575"  210.84 = 13.34"
B e BT R R 6 196.28+12.857 308.34+8.84" 786244 10.65° 11224 +12.965.77197.23+21.65°  184.26416.44"
HAEREPRSHE 6 14535%£9.75°* 200.54+6.86°* 587.65+14.23"* 7854+10.75°* 154.86+20.32“* 150.59+12.65"*

e GXFHRAE LLER, *P<0.01% SR LA, “P<0.01; 5 PR EH i, *P<0.01
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NLRP3 + = wlmme www - 118kD

Caspase_l _ K0

Bactin | MEEEG—_GGE—— N 13 kD

& @ ¢ ¢

& e @ @
G @
oF
B2 44U BBALSUT NLRPS 44/ MAEE
IS FEE R

20 NLRP3. Caspase-1. IL-1B &AM (P<0.01);
585 Z RPN A beds, B R RS0 S R
NLRP3. Caspase-1. IL-1B & [REML (P<0.01),
9 KA/ E R NKAHL P ASC, IL-18,
Caspase-1 mRNA ik i (£ 7) S5XTHEA s,
FiRIZH ASC .IL-18 .Caspase-1 mRNA 15 ( P<0.01);
S5EREMA R, HERBRAK A, SRt
ASC. IL-18. Caspase-1 mRNA [% fit (P<0.01); 5
B BRI S A LA, B R R U R R
ASC. IL-18. Caspase-1 mRNA [#{% (P<0.01),

it

e E AR I R LW WL B i S RES o, AT
LR IT 50% B E R AL th Hp S
¥y " Hp e TR, B AR
R, BRAPENMAZES . RIS, FHERENRA
FEE "0 R R A 44 v A R 1
TR DT s 2 st ORI A, i A g 5

T . RS, #iE, Aeeh A S A
B, BEMEREFANGRGE . W E s . BT, &
P, BRRALAREE T B REEOR A T iR
JY ZFIHLR GG . ARSI HEST Hp AHSEMEE 2/
FUBERL, DIFRT B B R PUR S 1 NLRP3 &M/ MA ST
/NEVE R ZH 4% ASC. IL-18. Caspase-1 % ik
FIRZM . AHF o BRA /NG S IE R . O R,
BREECRE, YOKAIKEIER, FEER, R
T, MBI/ NRTE SRS, ROVEREE, BAM
FEAin, it o MiE, RERhEERE, YOK Rk & I
Bk, IR TR, (EE; BRI A
FEH TR E, LR EERE T, RIEAIERR
T, BRI HES RS, U LAY/
R o W 2, HLAISR =41 Hp iRBR %N 50%,
E ALY Hp HRER2EH 80%.

NLRP3 % 14/M4 fi NLRP3 . ASC #il Caspase-1
=R AL, AT LR S N Y A2
fk " NLRP3 it 2 B A A Wi R
Caspase-1 {3 IL-1 8 F1 IL-18 B 543 W6, M
Z MU A B S B A R 2, AR ST S R
B ORI . R A P Hp AR K AR AR 56 5
FrdA. FrdB. HyuA #1 TorA Dl } ASC. IL-18,
Caspase-1 mRNA 2 ERFAL, HH & R & ) &=
il Hp A2 B AR bR AR 56 3k P R AR 0 ok B %
Ueoh, SEERIAA L, BERPRARAI A, SF
w4 h i) CagA. VacA Ll CXCL1, CRP, LPS,
1L-6. TNF-« Il C3 K-V AL, HEmaEdlrh
| IRTEFR IR B B .. Western Blot £ & i
HZH NLRP3 R P/ MA#E #% 71 8 F I 45 R R,
SR R, B RPORARR R B
NLRP3. Caspase-1. IL-18 HH B FFMK, H&

&6 AAVNUEEBEA1Z0h NLRP3 R/ M B T H AL (X+s)

ZH 5 n NLRP3 2 AR ik i Caspase-1 & FHIX F ik IL-1 8 mRNA HHX} k&
Xt 6 1.00 + 0.09 1.00+0.11 1.00 +0.08

HrA 6 8.57 = 1.23" 13.64 +2.31* 11.24 +1.91*

P 52 i ORI 7 6 524+0.76" 7.35+1.62" 455+072"

T 42 IR Uk s 77 6 1.24+0.12°4 3.64+0.74°* 1.56+0.21°*

e SXHIRAE R, *P<0.01; SR A, “P<0.01; 5 2 BSR40 Hed, * P<0.01
KT BHPREBFIEHL D ASC, IL-18, Caspase-1 mRNA ikt (X=s)

ZH 5 n ASCmMRNA FIXf ik & IL-18 mRNA Fx # k5 & Caspase-1 mRNA Fixf # ki
Xt R 6 1,00+ 0.02 100 + 0.02 1.00+0.05

HhA 6 2.96 = 0.09" 4.00+0.12* 3.72+0.11*

T 52 U 7 6 1.78+0.05" 2.32+0.09" 2.14+0.05°

T S s Ok s 77 6 1.12+0.06* 1.23+0.05°* 1.74+0.13°%

TE: SN, TP<0.01 SR AL, P<0.01; S5 A HEURI R4 H AR, 4 P<0.01
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F &4 F i NLRP3. Caspase-1. IL-1B & 1%
ORI, HRIR R Y AR URE R A AT AR
Hp 75 71 57K V- F 5 5E bk & ) K F-, %F HpVG H
RN PRI R B EZAEN, SRR RN,
B 2 BRI W] g2 ok TR Mg CagA. Hp-NAP,
VacA W&, MM AREAR Hp BORE J1 2800, D8R 44
PR RN e Y
iR TR, B FEPURLE 1 NLRP3 48 P /)M
s 20 R A K AR AR DG R AT Hp B T, LARE
489 A7~ F1 ASC . IL-18. Caspase-1 ik, Wil
PRHY Hp AHOGCHE B IR 7R L 17— i S 5 2Ll
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