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i E BM TR 5 ApoE N RN Bk BARREAL (AS) 89 v B ALl . FTik F 30 R ApoE /) AL A AL A 40 1L
Tk IRy 420 g/(kg+d)]Ae 3 AT AR A iT 41 1.55 mg/(kg-d)], 440 10 2, % B 10 X C57BL/6J > RAF A 5 4T B4, ApoE~ &
PR MR AN 12 ) SR ASHERL . BRI B M N RE R AR AR ALK, BE 1R, ESAR, Lk HE Hnda
DR P B AEE B (TC) H b =85 (TG) AKE B A5 & G f2 B 82 (LDL-C) . % % 5 % & A2 B 82 (HDL-C) .5, 6-3R A=+ 3 = ¥
5 (5,6-EET) .8,9-EET .11, 12-EET 14, 15-EET . & #a A~ 1B (IL-1B) \IL-18 /KT, Z S AR L2 P 4% W F «B 4741 % & (IkB) 4%
B F kB(NF-kB) NOD # % 4k # & & 25 #3848 % & & 3(NLRP3) L R % & B4 1 (Caspase-1) .IL-1B .IL-18 mRNA & ik /K-FF= kB,
NF-«B NLRP3 . /i T=48 % 5 & #£ % & /it (ASC) Caspase-1 .4 % % D(GSDMD) \IL-1B . IL-18 & & & A K-, FULEK £ S IR 2L L2
AFE, R A ML AR A IR AT K T 40 o iF P TC . TG\ LDL-C,IL-1B . IL-18 7K -F, £ Sh Bk 28 4R F
IkB NF-kB NLRP3 Caspase-1.IL-1B ,IL-18 mRNA % ik 7K F A & IkB .NF-kB \NLRP3,ASC, Caspase-1 .GSDMD IL-1B .IL-18 &
8 Rk K3 B F B (P<<0.05), f274 4 5,6-EET.8,9-EET . 11,12-EET . 14, 15-EET /K F 3 2 &4+ & (P<<0.05) ;  Zh ik B AE 5
S LR, G AR T T A8 iE EBETs A~ 40 it i T A A ASHE R .

KBIR  AHAEE T SR BARAR AL fm e R T SRR A E R

Exploration of the effects of Huayu qutan formula on atherosclerosis in ApoE~~ mice based on EETs-
mediated pyroptosis

ZHAO Na, SUI Guoyuan, MENG Jiawei, LYU Meijun, JIA Lianqun (Ministry of Education Key Laboratory of
Visceral Phenomenon Theory and Application of Traditional Chinese Medicine, Liaoning University of
Traditional Chinese Medicine, Shenyang 110847, China)

ABSTRACT OBJECTIVE To explore the effects and mechanism of Huayu qutan formula on atherosclerosis (AS) in ApoE ™"~
mice. METHODS Thirty ApoE~~ mice were randomly divided into model group, Huayu qutan formula group [20 g/(kg-d)],
rosuvastatin group [1.55 mg/(kg-d)], with 10 mice in each group. Another 10 C57BL/6] mice were selected as normal control
group. ApoE™~ mice were given high-lipid diet for 12 weeks to induce AS model. After modeling, each group was given relevant
medicine or normal saline intragastrically, once a day, for 4 consecutive weeks. After the last administration, the levels of total
cholesterol (TC), triglycerides (TG), low-density lipoprotein cholesterol (LDL-C), high-density lipoprotein cholesterol (HDL-
C), 5,6-epoxyeicosatrienoic acid (5, 6-EET), 8,9-EET, 11, 12-EET, 14, 15-EET, interleukin-1@ (IL-1B) and IL-18 in serum
were detected; mRNA expressions of inhibitor of nuclear factor kB (IkB), nuclear factor kB (NF-kB), NOD-like receptor thermal
protein domain associated protein 3 (NLRP3), Caspase-1, IL-18 and IL-18 in the aortic tissue of mice were detected; protein
expression levels of IkB, NF- kB, NLRP3, apoptosis-associated speck-like protein containing CARD (ASC) , Caspase-1,
gasdermin D (GSDMD), IL-1B and IL-18 in the aortic tissue of mice were detected. The morphological changes of the aortic tissue
were observed. RESULTS Compared with model group, the serum levels of TC, TG, LDL-C, IL-13 and IL-18, the mRNA
expressions of IkB, NF-kB, NLRP3, Caspase-1, IL-1 and IL-18 in aortic tissue, and the protein expressions of IkB, NF-kB,
NLRP3, ASC, Caspase-1, GSDMD, IL-1B and IL-18 were all decreased significantly in Huayu qutan formula group and
rosuvastatin group (P<<0.05) , while the serum levels of 5, 6-EET, 8, 9-EET, 11, 12-EET and 14, 15-EET were increased
significantly (P<<0.05). The aortic atherosclerotic plaques
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SNk RS AL (atherosclerosis,, AS ) J&—Fi & H A
VBT R 1) S R PR L 25 | RO LA A ) R R R 2
—, FIILBG AS I R KR EA o EEmimE L. %
F kB (nuclear factor kB, NF-«xB) AJ il i # #F NOD
AR 1 45 49 3UAH OC 25 11 3 (NOD-like receptor ther-
mal protein domain associated protein 3, NLRP3) i/ 5 4f]
MOfET, AR TR A — R R P PESE T K H
DA SRS I A A , Il R il 4 e N P o A2 4 PR
TEAS YA S, AR AR T e A 2 [ R i AOE I 1
A SR TR T A I A RE (R S ) B A | B e 2
R, 5 B0 R O i A A

FR B2 P R AS & AR B EEE I fL
JABIE PN G5 HOCERRHIL , I R W FH B g 4
R AR5 W0i6YT AS TR R 3, Ok
HAZIET DAGIE IR 2 AR AR i) T AR e Ty (&
H*5 Z1.200710010845.9) , 1% 77 AT Wtk e 5 ek o0 g S8
B G R GE IRT, BR A ik = PR (epoxyei-
cosatrienoic acids, EETs ) &4/ E PUMG R F A 4 , A 4
5,6-EET.8,9-EET.11, 12-EET. 14, 15-EET 4 # {4
2, AT IE LA NF-«B 16 Ve D2 20T S R A 44T AS
PERY. A DR ZH w0 5% & B, el 0o s SE  AR Y
EETs /K V-4 Fir B AIG , 10 A6 958 44 9% J7 7T 2 &5 EETs /K
ST ARBFSY LA EETs A P4l 2 T DA,
RUTEFAE IR T4 /INER AS (520 S AR FHBL, B 76
RATREA AP AS T FHE 2%

1 ##
1.1 EEUE

A5 T 32 B A A0 45 7180 78 4 [ sl A Ak #r
X ( H A HITACHI A 5] ) , 7500 #1512 i 26 Y 1 Hk BB 45 il
5 X N (PCR) Y (€ [E] Applied Biosystems 23 ] ) ,EM
UCT ALY A WL (P8 Leica /A7), C1RIIE B PG
¥4 ( H ZX Nikon /A ) ) , 1658001 %Y 14 Hi, Pk #f . Power-
Pac Basic %! i 7k (32 [E Bio-Rad 23 7 ) , 5200 # 4> H 3y
5 R OCEMS o b R4 (g RAERH A PR A A
51119180 %! i &5 {¥ ( € [E Thermo Fisher Scientific 23
CipE
12 FEHRSKH

LW G S NS A EW R S Rk
B ARG (#5091 R 2203212.,2110272,.212220303
2203201.2103252.,2111071,2202071.,2203107.,2201233)
P A 35 B 2R E B B B, B TP 25 il 4 e 4
6 2020 A MR L 25 MO AR DCEOR ; BT HAB T T 85 R
(PR BE 28, 4145 99201103, #04% 5 mg) I 1 -5 D1 4%
Tl 254 B A 7] s BCA 8 11 5371 £ F1 5, 6-EET . 8, 9-
EET. 11, 12-EET. 14, 15-EET . 4 40 )8 /> & 1B (interleu-
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kin-1B,IL-1B) . IL-18 Jif 5k #e 925 W B i 45 (ELISA) A6l
7 & (4543 91 ml095490 . YI961775 ., YI256639
YJ149752.YJ112055.YJ301814,YJ002294) $41 [ 75 2%
I A MR EAT RS W) 5 SEI 5O € i PCRIRGH &
J e sy a2 & A B-WLBh 2 11 (B-actin) —3t (4157351
CW3008,CW2019,CW0096) ¥11 [ Jb 52 B M {42 £E 9
R A BRZA B 5 bt/ BUNLRPS 14 f & D (gasdermin
D,GSDMD) \NF-kB . bt K # 1 fiff 1 (Caspase-1) .NF-«kB
01 % 1 (inhibitor of NF-kB, IkB) \IL-1B,IL-18 —47
(it 5 43 5l 2 19771-1-Ap., 20770-1-Ap. 80979-1-RR
22915-1-Ap. 10268-1-Ap . 26048-1-Ap . 10663-1-Ap) 4] 15
H B = A AR A BRZA w5 S/ N BRUA T AR DCBE A
#: £ H it (apoptosis-associated speck-like protein contai-
ning CARD, ASC) — ¥t (it 5 HY-P80548) Il | 3% [F
MedChemExpress /A A ; B 1 S840 P B Ar 10 19 F- 0 e
I1gG =4t (Jit5 CW0103) I [ VL5 BREAy T 20 A MR
Uy A BR S 7] 5 S IH & 5 (total cholesterol, TC) . H il =g
(triglyceride, TG) . (= % & i £ 11 I [ B (high-density
lipoprotein cholesterol, HDL-C ) FIIK %% & i 8 11 IH 3] s
(low-density lipoprotein cholesterol, LDL-C ) ;332 77 £
(it 5 4> %] & CHO0103152, CHO105151, CHO105161 ,
CHO0105162) 41 [ 14 )11 32 5e A PR B A A BR 23 ) 5
IRANE - (HE ) 3 5,157 & (45 MB9898-Jun-11G)
W H R IE S B A VIR PR A 5 il 20 O e 4300 &
(4t % 052521210730) 1 [ At 50 38 = RAEYRHE A R
NG

1.3 SR RER

6~8 Jilii%y SPF 9% ApoE " /N 30 H, HAG A [R5t 4%
W E) C57TBL/6T [a] i B A= /N 10 2 AR i+l (20 +
2)g, ¥ AL s e B AE MR A A FR A | L sl A=
FAVERAE S SCXK (1) 2019-0008, /)N FUZELL T B2 24
K SPF 945255 sl v ) 75 ORIV EE 40% ~50% , %
I 21~23°C), AMIRE . AT RAEILTHEA R
Y LA ER SHAE S, MR
21000042021072, =5 B il (IR [ B 0.15%, A 1 21% )
W /N A 2R (A6 D) A R A BR S | L #1454 2018-
0006,

2 FHik
2.1 WRERAKBFINE &

IR 30 g FHEE30 g 38530 g I E 20 g A &
W20 g KE 15 g =15 g B H 15 ¢ AB4 15 g, il
SIEMA 1058 KEM L h)a, k&, S0k & 20
min, iF 3§, A 3, A IR, Wk 4 ST R B Ry 1.2
g/mL IR (LA 2511 R 3G T4 °CIAFA
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22 YIS AT

30 H ApoE " /INEUR FHBEAILEL 7 1 o s AL A |
A el Fn &P AT 4L, A4 10 H 510 2 C57BL/
6J /INEUAE A I H 6 R ZH . SRRSO e T 30 H
ApoE " /N U B ) BL ME SR 12 JA DL & i AS B A
ApoE ™" /NE B Ik 2 HE Yt J5 7 S U se ~ nl g £
B PN BSEAT BEERTE 1, B AS S AR AL ) 5 1E X R AL A8 /)N
BRI S fRDR R SR o AR N5 s ik 3R 1 FR AT R A
N R H SR B 5, ARk Oy 4 S B & ARt T T 40/
A 255553901 R 20 g/ (kged) M2 1.55 mg/(kg-d) , LA ZH
SO X B /N RS TS AR B AE K . SRS
FA/NRAEHES 1R, BIR0.5 mL, ELE4 8, 142
I, £5 41/ BRMESRIDRIANAE 21/ INBRTE R UUE ' 46
G S REIK 12 h e, B TR 0.3% G H 224 0.2
mL FEAT FREE , Bifi i B HE BRI 200~300 WL, BS540 (4 000
t/min, 15 min) , BUALE & T8RO % A7 T —80 °C
UKAET, A H o BUILE ARFE/IN B, 18 TR L, 3
N E SR 2L, B3 HU/NRAY E sh kA1 24U 4%
22 R HE [, LA/ N 2B kL 8UR A7 F — 80 °Crk
A, & G A/ N T A SESS ) .
2.3 /N A K AT

WA /NN L 2 B0 & B kA T 44 R
H 4= A 3l A4 4k 4 A A A I TC. TG LDL-C ., HDL-C
7K
24 INREFPRAARSFTHNE

B 2 /N R 2 T 4% 2 R W P i B ik 41
FREE CBEEK B R AL, Hl s A Y A (4 pm)
JLIE F5 AT HE Yeta, K B R, FE 625 MAse T Iiss 45
H/NR FE KA LU A=A, AR,
2.5 INRIMEH EETs IL-18 . IL-18 7K 447

WU 2H /NI L 2 I8 ELISA R0 & idd i 45 1k
T38RI bR UKL 7 5, 6-EET .8, 9-EET 11, 12-
EET.14,15-EET IL-1B.IL-18 /K-,
2.6 INREFNRKAL P IkB NF-kB NLRP3, Caspase-
1.IL-1B.IL-18 mRNA FRiZx 7K F&i

SR S 5 e PCRIGASIN . LA 20 3 HUIVER
RAFIR B B KA1 21 200 mg, FEBUE RNA , Kl s RNA I
J& , S #E 5% cDNA, PCR 2514 4 95 °C Tl A% 4 30 s;
95 °C7Z5 % 10 s, 60 °CiE k 30 s, 72 °CHE 30 s, 240 4
PG 5 e 72 CCFRAEAH 5 min, LA H -3l 2 vt S
(GAPDH) AN S, N FH 2715 2 ah ik 412U Ik B
NF-kB.NLRP3, Caspase-1.IL-18,IL-18 mRNA 3 ik 7K

- IR LUIEH X IRZH R 2 B I —AR AL FE . 514751
=P K/NILR 1,

TEZED; 2024455 35 5 121

&1 SlFFIFFEH KA

AR FAl(5'-3") PR/ Nop

IkB IEI3IH TACGCCCCAGCATCTCCACTCCG 123
2 111814) CTCCACGATGCCCAGGTAGCCAT

NF-kB 514/ GOGCATCCAGACCAACAATAAC 108
F[#1514) GCCGAAGCTGCATGGACACT

NLRP3 IEJi5]4) CATCAATGCTGCTTCGACAT 12
[ 514 TCAGTCCCACACACAGCAAT

Caspase-1 IEJ314] CACAGCTCTGGAGATGGTGA 136
[ 7514/ GGTCCCACATATTCCCTCCT

IL-18 18141 GCTGCTTCCAAACCTTTGAC 15
R4 AGCTTCTCCACAGCCACAAT

118 TF 141314 GACTCTTGCGTCAACTTCAAGG 163
JR514 CAGGCTGTCTTTTGTCAACGA

GAPDH 514 GTCAAGAAAGTGGGGCCTGA 13

[ 9514 TGAGTGGAATCTGGGATTGTG

2.7 INREBNBKEA L H IkB NF-kB NLRP3,ASC . Cas-
pase-1 .GSDMD .IL-1B .IL-18 & H RiA 7K F4#&i

K FHl Western blot 74 . H#%-2H 3 H/NRIRAFE )
F 5 k4H 21 100 mg, /il A RIPA 24 fi# % 1 mL, 7EVK |22
fi# 28 min, 250> (4 °C, 12 000 r/min, 10 min) . B FVEW,
I FH BCA B A A S a0 6 A6 I 2 v J32 A8 M S rL Tk
BEIEE A 5% B W34 25 1 T £ 1 h, FEAA IkB \NF-
kB. NLRP3. ASC, Caspase-1, GSDMD, IL-18. IL-18,
B-actin —HT (Fi B L] 433124 1:5 000,1:5 000, 1:1 000,
1:1000,1:2 000,1:2000,1:1 000,1:2 000,1:1 000),
4 °CEF A I 5 1 TBST 22 th il Ve I 3~4 K, INA ¥t
(FRBELEAGIA 1:10 000) , = MF A 1 hy H TBST 22 vhil
PRI 3IK, ECL &G W (A, T2 RO RS
& . KA Alpha View 8445 45 #-4 74007, DL H A&
HAINZ 8 (B-actin) KB LR H R 9%
KK
2.8 FitFEFHE

K FH SPSS 22.0 A #ATHE 50, iH R BORH X +
STRIN o 2 A LSRR 2 07 22 430, 4AL 6] PR
L LSD-e K5 o K g7k i «=0.05,
3 R
3.1 HH/NRMBEKFILE

550 5 6 B4 Ee g, A 4 /N R T R TC L TG
LDL-C /K44 i 2 7 (P<<0.05) , HDL-C 7K - 5 3% [
IR (P<<0.05) ; SHIARIL LR , A% 7 2l K B &y At
TT#H /N B YE H TC . TG . LDL-C 7K V-3 i 35 F A% (P<
0.05), 4iRWF%K2,
*F2 HBANRHIMAEKFELE (x+s,n=10, mmol/L)

4151 1C 16 LDL-C HDL-C

AR 3.14£080 146£0.15 056£0.08 L14£0.12

fRRIR 16.13£151° 3.69%0.20° 3104039 0.77£0.08°

e 11324 108° 267+0.19 1425011 082£0.05

HkF il 9524122 2194032 1234009 0.83£0.04
a: GIER XL L4, P<<0.05;b: SR UL, P<<0.05,
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32 HHENRESNRALARSE

TE KT RREH /)N BT Sl Dk ML/ BE S #4151 P
SR R IR RS s AR ZH /)N B Bl Ik A5 S
B AE P BESE R SR A] AR TR SR AR B s £k
LR 7 A1 I B p At VT 4 /0N B 32 B0 ik i A5 P RE AN

FILR

S, T UL/ A B 1 R TR R A A R 2 U
SERILEE L,
wﬂA'Iﬁmﬁé” - B. 4]

C AT 74
Wik I RERED
B1 |EANMNRFENRELESEEHMBE(HERE)
3.3 KLH/NRMEHEETs. IL-18 IL-1B 7K F L
55 0E 6 BE 2 Hegs , BRI A /N BRI H 5, 6-EET .8,
9-EET. 11, 12-EET, 14, 15-EET /K V- ¥ i 3 F& % (P<
0.05) , TL-1B . TL-18 7K -4 & 3 Tt v (P<<0.05) 5 S 4557
2 A, AL IR O 20 S B (At T T 20 /NBRUMm T+ 5, 6-
EET.8,9-EET.11,12-EET .14, 15-EET /K- i Z Tt
(P<<0.05),IL-1B . IL-18 7K F-34 i 4K (P<<0.05) , 4%
RILER3,
%3 &ANRMEP EETs. IL-1B. IL-18 7k F bk &
(x+s,n=10,pg/mL)

D. 5P T4H

34 FHH/NREBNRKALF IkB NF-kB NLRP3 . Cas-
pase-1.IL-1B .IL-18 mRNA Rix 7k FHLL

5 IE G B2 b, BRI AT /N R B kA1 2 kB
NF-kB,NLRP3, Caspase-1,IL-1B,1L-18 mRNA # ik 7K
-5 TR (P<<0.05) s STV LA, Abis w7 240 I
i &7 R AT T 2 /N B FE SRS iR TE bR I 2 R AR
(P<0.05), #iRILER4,
x4 BAMREDNHKAL B IkB.NF-xB, NLRP3,

Caspase-1., IL-1B . IL-18 mRNA 3k i& 7K 3 Lt %%
(x*+s,n=3)
415 kB NF-kB NLRP3  Caspasel  IL-IB 118
R AR 1.00 1.00 1.00 1.00 1.00 1.00
Him 412016 3554030 143+021° 16240160 226033  167+0.08°
WEEEEA 10420088 17520390 LI2£009  L19£0.02°  150£008  L12£0.15
BERITA 10120048 1712026 LUE00T  LI4£012 140028 LI8£0.17
a: 5 IEH X HRAL HLAE, P<<0.05;b: SAERIZ Ak, P<<0.05,
3.5 FBHEMNREFRKALF IkB NF-kB NLRP3 . ASC,

Caspase-1 . GSDMD .IL-1B . IL-18 EH R iAKF LB

5 IE RN B2 b R A /N R E B kA 2 kB |
NF-kB,NLRP3,ASC, Caspase-1,GSDMD IL-13.1L-18
B A RO B2 THE (P<0.05) ; SER A A, 1k
LR T 20 e B AR AT T 2N BR = Sk 4L rh ik $s
PR B AR (P<<0.05) ., Z5R LK 2 %5,

IxB r -x I I ] 39 kDa

ASC 22 kDa

NF-kB 65 kDa

NLRP3

"l

Caspase-1 j 45 kDa
GSDMD v 53 kDa
1L-1p L e
IL-18 24kDa

) 5,6-EET  8,9EET  III2EET  14,1SBET  IL-Ip IL-18 ﬂ_wmh I 12 kD
ERMBE 6112090 1400£106 4195070 30064355 25962235 3607278 -_—

L 3664030 OM0ELI3 230£058 2687265 I2THAIF 55474555 ERMRE WA ORI R

BRI 4050ST 124950700 324048 NREIE 0B LU0 B2 &4H/NERED)AKER$ IkB.NF-xB.NLRP3,
BIDTAL 5051042 13265107 356068 34S4E1T8 28671188 410413200 ASC .Caspase-1 . GSDMD .IL-1B . IL-18 EH &K%

a: I X AL U, P<<0.05;b: SHERIZ LEAE , P<0.05., Rk B
x5 BANREZPKAL kB NF-kB . NLRP3 ,ASC Caspase-1. GSDMD IL-1B .IL-18 E AR ZKF LB (x + 5,
n=3)

i [kB/B-actin NF-kB/B-actin NLRP3/B-actin ASCJB-actin Caspase- 1 /B-actin GSDMD/B-actin IL-1/B-actin IL-18/B-actin
R 072007 0724008 085+0.05 148008 0.55+0.06 126£0.12 0.92:+0.09 1224006
| 105£009° L1008 135005 181009 1072008 167009 125006 148£006°
ST 0814002 082£005° L12+005° 147£005° 076£0.07° 137008 1.00£0.04° 1.29£0.01°
O 081007 0.84+0,04° 1122067 157£0.10 0.76£0.05° 1424005 099£0.08° 132003

a: HIEF R RZH HL#, P<<0.05 ;b SR i, P<<0.05,
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4 itig

ASJEIAR L2244 18], 76 TP BE 28 F T0 i 2, (HAR 4l L
SR AR FTIH AR BT Sk SRR T REE R A bR
SZAE, P EIS R AS B & 5 8 iR I S
B R B UI A OC , O ML R R s IR
PEE S, 2 R, I R R R 25 h
J7 AS I RTT R ™ AR T b MR
R T 20T MR B 58S IS A Bl AR
X 1S PR A8 E U, B s A AEME AR
TE AR Z i3k, BE B ZE LI AS R AE AR ) 2
fabs K2 s LIRS 8 AT A 3 il AS BEHUE WL S B
RO M B & AN ARAFTRAE R o, 5 R X R
oA, B2 /INBRU M 3 H TC . TG \LDL-C /K-35 i 2+
15, HDL-C 7K 5 REAIR , 32 2 ik T DL AR T ARG A
Yo AL T /B TC . TG .LDL-C 7K
S35 N RRATG, S B kR REBESR Y Gak a2b  1d Y A b
FRIT 0] A R MG A, 98 32 Bl Kook R e e it
PETAEZE AS B KA R

AS N BT A 28 LA A A AR TR 45 3R, H &
SR SRR B G ST SN A A R R . AR DU
PR AR N A3 A Fe) 1 —F 5 2 AN AR DR , W]
TEREABHEH N A b S Y EETs, WRIb AW EA £
s A PRI VE R, QB 28 OR3P P Bz 4t e L 81 i sk
FIAE 5T A& B, BETs Al 38 1o K 1B 340 0 75 1
T NF-kB 1] 4 A% RS A, 17410 il NF-kB B340 , B
AR 4 K7~ 2238, DT i B 1 40 1 e A 5 &k
JEN ., AR A B, 5 IR R R R, B /)N
BRLIMLY% 1 5, 6-EET.8,9-EET . 11, 12-EET . 14, 15-EET /K
25 R AR, B kA1 4 kB A NF-kB mRNA K 2
F R IR AT B 3 T & AR5 07 T UG L 1
5,6-EET.8,9-EET. 11, 12-EET. 14, 15-EET /K ¥4 .
T, FEK4 2 rh IkB FINF-kB mRNA K 25 [ #2 ik 7K
S35 I S REAR, B A AR R 75 AT B E 1 £ 55 EETs 7K
S HET ] kB B F3 , FEAR NF-xB BY7KF-, AT i
SRE I, BIEPT ASTEH .

YN AE TR PR A AT SN P AR T 2, R
AN A AR T R AR B YA OEM . RV MATRFR
FET/IMA, BT 2R R 2 AR, BEXT PN R
N7 IO 14 6 B A DG 43R DA B AR TR 1 3 Ji
PRAH AR T RO 7R 15 3 E W A I A T RS
SAE PR FIAE I AS g 25 1 i 45 Jy T 473 T8 i A 40
NLRP3 /& HAihFoE i) 1z i 5t/ MA, B4R T
HEHE S, FENE TR AR EEEN F Cas-

TEZED; 2024455 35 5 121

pase fiff 5% 45 3 1Y ASC . {if 1A Caspase-1 =4~ 3B 704 A%, o
WFFE R B, RS2 B PR RN, 1 AL A NF-kB 235
A NLRP3 ZE B AL , #E 1M 4 1& Caspase-1"", 1% fL 1) Cas-

pase-1 —J7 [fii %} GSDMD #4755 I, { H i AL PR A N

Ui 45 R SR AR, 5 EUA B I LB, U A 2 i

e, 51 S 20 M e i 2= A, R AR AR T S — T T

Caspase-1 ] 4 IL-1B Hij 4 F1 IL-18 Fif 44 , 7 A 4 i [H]
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