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Effect of Huanglian Wendantang on Classical Pathway of
Skeletal Muscle Pyroptosis in IGT Rats

TIAN Xu-sheng, LI Yun-feng, LI Han, WANG Ning, LU Ge-ling, CHEN Bing-bing,
XIN Xiang-ru, MA Bo-yan’
(Heilongjiang University of Chinese Medicine, Harbin 150040, China)

[Abstract] Objective; To explore the effects of Huanglian Wendantang (HLWDT) on pyroptosis of
skeletal muscle in rats with impaired glucose tolerance (IGT) and to explain the mechanism based on NOD-like
receptor protein 3 (NLRP3)/cysteine aspartate-specific protease-1 (Caspase-1)/gasdermin D (GSDMD)/
interleukin-18 (IL-18)/IL-18 signaling pathway. Method: The SD male rats were fed with 45% high-fat diet for

20 weeks to induce the IGT model. After modeling, the rats were randomly divided into a blank group, a model
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group, a positive control group (metformin hydrochloride, 0.05 g-kg'd'), and an HLWDT (7.8 g-kg'd")
group based on the body weight of rats. The blank group and the model group were fed with the same volume of
distilled water. The dose for each group was set as 10 mL-kg'd". After four weeks of continuous gavage, blood
was collected and serum was separated. The skeletal muscles of rats were stored in liquid nitrogen. Subsequently,
serum IL-18 and IL-18 were detected by the enzyme-linked immunosorbent assay (ELISA). The mRNA and
protein expression levels of NLRP3, Caspase-1, and GSDMD were detected by real-time quantitative PCR
(Real-time PCR) and Western blot, respectively. The expression of GSDMD, IL-18, and IL-18 proteins in
skeletal muscle tissues was detected by immunofluorescence. Hematoxylin-eosin (HE) staining was used to
observe the pathological changes of skeletal muscles. Result: Compared with the blank group, the model group
showed increased IL-18 and IL-18 in serum, and NLRP3, Caspase-1, and GSDMD gene and protein expression
in skeletal muscle tissues (P<0.01). Immunofluorescence assay showed that GSDMD, IL-18, and IL-18 protein
expression in skeletal muscle tissues of the model group was significantly elevated (P<0.01). HE staining
showed obvious pathological changes in skeletal muscles. Compared with the model group, the HLWDT group
and the positive control group could decrease IL-18 and IL-18 in serum and NLRP3, Caspase-1, and GSDMD
gene and protein expression in skeletal muscle tissues (P<0.01). In addition, immunofluorescence assay
revealed that HLWDT could reduce protein expression levels of GSDMD, IL-183, and IL-18 in skeletal muscles
of IGT rats (P<0.01). The results of HE staining showed that HLWDT could improve the pathological changes of
skeletal muscles in IGT rats. Conclusion: HLWDT can inhibit skeletal muscle pyroptosis of IGT rats, and the
mechanism may be closely related to NLRP3/Caspase-1/GSDMD/IL-18/IL-18 signaling pathway.

[Keywords] Huanglian Wendantang; skeletal muscle pyroptosis; impaired glucose tolerance (IGT) ;
inflammatory response
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e IR B B s LTS e AT HL T e 5 3 o R
5| IR, (i J3 A5 2% 6k I A A% 9105 RE o 55 . B %
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BCAR LB . J A 24 0 342k B b o [, 28 8 e VT
S 2 K2 2 2 e FAIR B SE 8 A5 B 2020 4F Wit
(A TR [ 24 ) R DG E

% B IO RN 45 25 0 TR A) 12 4%
K, IR 60 min J5 o, AT 2 Wk, O RF
40 min, i 38 259 ; 25 M TN 8 A5 oK, A0 B AT Y
5 0 A B, B 25U, A 0T 2 BRI DU
WA B R EWE N1 g-mL", 4 CIEAE & . EhiR
THOBUIR R (R 25 Ve B 25 A PR FD L 2y
EF H20023370, HLA% 0.5 g) , 4% 5 A\ — B0 i B K
0.5 g, B H 2,8 — H OB R 3% T 28 48 /K il £ B il
W, 4 CCRRAE A o AR S NN 3l 4 1) 4% 1k 2 1 AL AT
TR A RN i LU AE R ) X 2 2 TR A i 9T L 3t
B R R 250 &y E iR AL 7.8 g-kg'-d" TR
fiz = F XK 0.05 g-kg'-d". 45% A i #4095 g
TRE H s B R EY TRARA A . BHH, 4,
6-1K Jbk -2- A8 JE | W (DAPL) , — W A& ( g Fl i T 4=
b B+ ey A R A R S 4 5 S U299635,
D106471-5mg, 1330-20-7) ; IL-18 A1 TL-18 [iff B¢ 4 iF
W B 2 3 (ELISA) A it ) & (e U R A A= i
Bl A A A5 38 SEA133Ra) 5 5 RNA
2 Bk ) &, Super M-MLV [ 5 5% i , RNase
inhibitor, 2xPower Taq ¥ & M 4% =X 2 Vi (PCR)
MasterMix ( 3¢ [# BioTek 2% 7 , It 5 43 % & RP1001,
PR6502,RP5602, PR1702) ; RIPA ZLfift i (58 ) , & HI
LR E 9 (PMSF) , BCA & [ ¥k & I 5 35 45, 30%
Acr-Bis(29: 1), | - Je LA R 4 2R TN Jeis O Mg 5k P
Uk (SDS-PAGE) £ H I FE 22 mh Wi, Cy3 A5 ic Ll - 4T
SRR A (1g) G M Cy3 dric th Ehi/N Rl 1gG( 1
158 = KA AR A BRA AL 5 40514 P0013B,
ST506,P0009,ST003,P0015,A0516,A052);ECL )k
W (LWL EREYREARAA S
E003) ; #il 4% 85 A 49 F & A5 ME (Il 2 K Fermentas 28
Al L5 26616) ; B i — % 2 M (PVDF) JIE ( 35 [
Thermo Fisher Scientific 2 &) , #it 5 LC2005) ; 4 IfiL.
% B % B (BSA, Biosharp 24 & , {it 5 BS043) ;
Caspase-1 (p20) (Waleibio 23 & , It 5 WL03450) ;
GSDMD &t Hi ik, W24tk -l 3h & 1 (B-actin) ,
EP/N R 1gG, FEPU R 1gG (35 [F Proteintech A4 ) , it
54 9l N 66387-1-1g, SA00001, 60008-1-Ig,
SA00001-2) ; IL-18, IL-18 #I NLRP3 % J¢ 4 &
(Abclonal 2 #] , #it 5 4 %l b Al112, A16737,
A12694) 5 1L ILE  BLAOCE TG IR AR R 9L
#E (2 B Solarbio A w] , 4t %5 43 il i SL038, S2100,

H8070,SY1020) ; BELL Y (i ) [ 4 T /B9 T/ (L
T ) ey A PR A | L 5 A600190] .
1.3 U4  ELX-800 ZUfHR X (3¢ € BioTek A A ) ;
NW I0LVF £ 4l K 22 58 ( ) Fe A= W B2 o7 BB 45 Ik
A BRZ2 T ) ;s NANO 2000 %I 48 41 43 5 6 3 (55
Thermo /A #] ) ; Exicycler 96 %I 5 i 7¢ 5% 52 & (Real-
time ) PCR 4% ( %fi [ Bioneer 2 &) ) ; H-2050R %! 45 3
Y VR B0 AL Y R A S B0 S AU T R A FRAFD ) 5
DY Y-7C % H1 3k AL , WD-9405B 4 7K 3 # JK (b 50N
— YR A IR R ) s DP73 B S IR R S (H
A Olympus 23 7 ) ; RM2235 4 47 1 41 - #L (4 =
Leica’A H] ).
2 FHik
2.0 BEAVE S 5IFM AR e AR AT 09 R RIGT
B AAIF 5 8 KRR O M R 1R ok s I I b
(FPG)7E 5.0 mmol- L'<FPG<5.6 mmol-L"' % 60 5 K i
HEA LG AR A 5 DXt K BB AL 50 A 15 i ]
KL 40 (RS A m iRt 4l 20 L (IEH ). &
B2 K RURE 10 g 25T 45% A5 17 Al 10 = B fl ket (5 2
4 [ 24 g 1 20 keal; B K fb 5 9 41 g Fi1 35 keal; i i
24 g Fl1 45 keal) , IEH 20 K ERUBE S g 45T 10% i i # g
) % 38 ) R (5 B B 19.2 g 120 keal ; B KBS 9
67.3 g F1170 keal; i1l 4.3 g #1110 keal) , &3 H [ 5 B 7]
BB K LT 20 JE o A BRI ] 5 56 = 05
BN 12 h/12 h B S IR, 5 N TR AR R A 25~
27 °C , AHXH I BE AR 47 R 50%~70% o

18 4 K Bl FPG<5.6 mmol-L", % J5 2 h Ifil b%
(2 h PG) £ 7.8~11.1 mmol-L", B IGT & #& i 2 ;
iE R 4 K Bl FPG<5.6 mmol-L', % 2 h PG<
7.8 mmol- L™, W45 A 1E H M Bs Az o o
22 YA SSY B30 HAFA IGT AL
M b T 1 1 i 2 K B R A AR Bk X T] B AL 43 S A5
UL | PH PR 2 A1 (R R — W XU ) i A IR IH
A, B4 10 Ho 55 B EBOE % 4K R 10 Hak A5 42
S 2 = 1 g T S T S e
10 mL-kg' Z& 187K , BHPE 25 41 25 7 $h iR — W ORI K
WU 0.05 g-kg'-d", R A %4 T H TR
KA 7.8 g-kg'-d", 4 25K B[R] K 10 mL-kg',
HCVE R G A . 2RI R 2 R R T XL
JICEH | ¥ 3% T IR v 4 R BRURE 10 g 25 T 45% IR i A g
F) i B ARDRL , IE ALK BB S g 45 T 10% fig i #A B
(5 R g H R TR AR
23 FEARRESRA
231 MBCRESHRAF KRGS E, KRER

. 3 .
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NERIK 12 h, H 10% S H0 3 W S mL-kg! 18 &
TS o PR T B B I 29050 BB T R bk I 5~8 mL,
MK HEE 1~2 hJ5,3 000 r-min’ &0 10 min( &0
AR 83 om), 4 BT, 4r % T 1.5 mL K AF
B, -20 CUKFEIRAT A R DU AH SCH8 5
232 HEANHLCRE SR RIS, 3
R R BRUZE T R TR — o7 0 i i L AL 2L .
Y2 1Y 0.9% S8 A0 4M i v e T iR AR T, S B A
AWE N FRREA 2 TS 2 -80 °C IR IR UK A
PRAF , 17 K DU AH S48 B
2.4 FEbRAs I
2.4.1 ELISA K il if 7% 1L-18 F1 IL-18 & & HUf¥F
T 103, 7™ kS e B ELISA 3% 7 2 Ul W1 45 kA7 45245
7 FH AR AN 5 450 nm B WG RE A, LA A R BE AL R
T o i TR Ry DA A, AR A B o 2 SR S i v
IL-18 FIIL-18 & & .

242 FFARZE-PHL(HE) e o W2 3% LZH 4L

Ak B R B LA S0 AR VR B 2 I T
Th 3 5 Wk i 2 B W 2R HEAT K, A i A S )
BS wm R B BB b B S O AR 3 G T
(NS R TR € UK~ LR i e (0
2.4.3  GEEVOGH AR L2 GSDMD #
FIRAKOT B [ E 0 B S LA S ARV B 2 B
i 328 T B o e BE T B W R AT B K, A A 3
JE VIS pm B3R B B2k R b RS S B TR
B W m R AR B . kYD R I K AR 45
T, Ho 8 A A 2 A A0 40 )R] B i B 7 Lk R AR
Ahs o TN LA i A e 4 A4, — P PBS
Fi& 1:100 % B, %06 — L FH PBS 1:200 5 B¢ (DL T 4
EEREEL)  MmE w2 E A4, PBS h il
5 minx3 K ,DAPI £ 5% 28 s A4 LI E % . HUil
Y1 R, 38 J8 BB B 26 e KR, 75 3% R
o OB T MR AU R IR,

2.4.4 A 50RE EI IR (Western blot) K6 ) & 8% JIL
ZH 40 NLRP3, Caspase-1, GSDMD % [ #i5  BUfF

NINE il R ERE = e N R 0 = AN = R = | /N
1%PMSF 1 RIPA 24 fiff i #F 17 4 i, 15 & 11 5 ih 42
Yo FBCA TAEW A5 HEAS 1Y 87 ik B . AR 4l
H )8R 4 T 5 /0N 35 FH G 7 R 118 2R D s Tk e
WE WS AT LK L FE BN & PVDF I |, SR )5 TBST 7 F¢
B 5% M6 BE Wk IR W P 1 he B 5% B BE Wk A R
1 — Bt TAE WA B A 4F (9 PVDF JR (F B vk B2 43
51 5 NLRP3 1:2 000, Caspase-1 1:500, GSDMD 1:
2 000,B-actin 1:2 000) ,4 °Cid % P17 —PLiF & L B

. 4 .

P

iy

NS

tH PVDF i, 32 A TBST 2% shil H vh %k . H 5% BSA
M T UM e — B0 AW (12107 B — 50 TAE WK
{8 N EEUELF 1Y PVDF A 58 4% b, 37 °C k4T —Hi it
H 40 min, FH Gel-Pro-Analyze 4% 14 43 #71 4% 41 45 47
(90 %5 BEAE, 0AS 2 1R K RS 5 9 2 86 1 Bactin
PR PEAR Y FOARL , 4T 2 58 4017

2.4.5 Real-time PCR f | B #% AL 41 41 NLRP3,
Caspase-1,GSDMD mRNA ik & w5 B L4
LU AW, 240% SR IUFEA B RNA L 3 RNA FEA
PEAT R 5 LLAS 2 X6 1 A cDNA L BUE RNA BE AR
2 L, il A oligo(dT) 1 wL 1 random 1 wL, fill ¥ 2%
KRR AA RN 12.5 WL i R O WO R TR
Jm A : ANTP (2.5 mmol-L") 2 nL, 5xBuffer 4 uL,
RNase inhibitor 0.5 wL. 25 °Cii# 10 min, 42 °Cii
¥ 50 min, 80 °C il #% 10 min & 1| &2 7 , 15 %] 20 pL
cDNA FEAS . PCR Y #{K % & cDNA 1 pL,PCR |
e 51 % 0.5 pL, PCR F Ui 51 ¥ 0.5 pL, SYBR
GREEN MastaMix 10 pL, X 7% 7/K 8 wL. 94 °C fii A8
P£ 5 min fff DNA 3UHE 56 4 47 HF , 94 °C 25 1 10 s,
60 °Cilt 'k 20 s, 72 °CHE 1 30 s, A8 P 5 JE fift 2o F2 4K
WA 40 ¥k, 72 °C T AR R 2.5 min 7= 9 97 38 72
4%, 40 °C 1.5 min, 60~94 °C ,25 °C 1~2 min, M &
g5 L H 5L [ B-actin 3R 3k A S N S0 BREAT 21 8
HEIE PSR HMER M REE . 5P H
4 3 3 Ak W) B ECA R 2 W) A L, PCR 51T 4
W1,

£1 PCR3I¥FFI
Table 1 Primer sequence of PCR

319 5 K=

/bp

NLRP3  |i#5-GCCTTGAAGAGGAGTGGATAG-3' 175
i 5-TGGGTGTAGCGTCTGTTGAG-3'

Caspase-1 |21i# 5'-CCTTCCTTGTATTCATGTCTCA-3' 152
i 5-GATAACCTTGGGCTTGTCTT-3'

GSDMD  |§# 5-TGCGGGAGTGGTCAAGAA-3' 113

T 5-TGCTCAGGAGGCAGTAGGG-3'
B-actin [ 37 5'-GGAGATTACTGCCCTGGCTCCTAGC-3' 155
T 5-GGCCGGACTCATCGTACTCCTGCTT-3'

2.5 GitbOrik RA SPSS 21.0 B4 1148 112
Iy # , JH One-way ANOVA HEAT 403t 43, =0
B x5 %R, DL P<0.05 W 2ES A G E X,

3 &R

3.0 XFIGT KB IL-18, IL-18 & w5
1EH 2H He B, AR R 4 Il v TL-18 M IL-18 A & i 1 i
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ETHE(P<0.01), S A2 Fedg, 8 8 15 H 7 40 3k
1% = HORCAR 4 I 75 TL-18 1 IL-18 Y & & 1 i 2 ¢
K (P<0.01), WFE2,

F2 HEBBEZXIGT KRMFEIL-18,IL-18 E 2R # M (F+s,

n=10)
Table 2 Effect of Huanglian Wendantang on IL-18 and IL-18 in

serum of IGT rats (X+s5,n=10) ng-L"
20 5 /g kg IL-18 IL-18
IEH 30.44+6.56 50.63+10.77
A 125.04+25.41"  182.13+38.24"

R TR — UK 0.05 61.37+12.90% 95.46+22.44%

R IR 7.8 78.94+17.87% 110.8+22.83

S IE WA R VP<0.01; SHRAE AR Y P<0.01(F 3~5 ),

3.2 XTIGT K BB % LA 80 2 2= 728 £k 1) 52 i
EFHARREHSINARSEHESIER,ESEE,
HEFN AT 7, 400 0 5 4 i A% Y (6 35 5) o 5 0E # 4L AH
Ll , A5 70 20 K BRUR i JULZH 035 7 7 200 0 o % €8 AN 3
A1 Y A A B 181 4, 20 2045 4 HE 51 25 LA AR L
5 WUVLEF 4k i 428 W 24, 368 4 240 M v e PR 3 i . S
Y2 be A, B R IH 1 A R LA SUHE B B R RI
B LGS AL B LET dE W S48 /0 i A A [
VL A M R T s A D B LI 1.

A IEFH ;B BRI Co R Z W ORUIKAH ; D. B % IR0 A
(El2~5a))

1 HEZERBZIXYIGT AREBRINALAFERSHEM
(HE, *200)

Fig. 1 Effect of Huanglian Wendantang on pathomorphologyof
skeletal muscle tissues in IGT rats (HE, x200)

3.3 XFIGT K FUH 8 L4141 GSDMD, IL-18,IL-18
HEERIBWE W BEIOCE R BN, 5IEW AL
B BOWH BB L % GSDMD, IL-18,1L-18 & 4
RIKWER 2 (P<0.01); SRR AL, o % i 7
2H AR IR — W XN & % L 2L b GSDMD, IL-18,
IL-18 75 b i /> (P<0.01) . L3 3, & 2~4,

£3 HEBRBEFMIGT AR BHRMAL GSDMD,IL-18,IL-18 B AR IZHIFIM (+s,n=6)
Table 3 Effect of Huanglian Wendantang on GSDMD), IL-18 and IL-18 protein in skeletal muscle tissue of IGT rats (x+s,n=6)

2190 Fl /g k! GSDMD IL-18 IL-18
EH 15 675.74+£507.04 18 808.36+377.98 13 689.72+431.43
f5i A 69 406.96+723.73" 70 846.67+557.48" 58 197.98+567.22"
SRR H UK 0.05 29 541.90+878.14” 30 865.49+713.47 39 160.81+732.30%
% AR 7.8 46 608.41£665.45” 44 278.50+£816.62 48 659.95+644.62%

3.4 X IGT K BUE # L 41 20 NLRP3, Caspase-1,
GSDMD 4 &Ik s2 5 1E 5 4 i, AL 4
K BB B L4 41 NLRP3, Caspase-1, GSDMD 4% [
FIBIKF B3 TH R (P<0.01) s SR ZH HOBS, 934 il
JIFL 7 20 R 1R — FOSUICA R B L 41 20 NLRP3,

Caspase-1, GSDMD # [ & ik /K F W 3 % 1%
(P<0.01), W4, 5,

3.5 X K B E BE WL 41 41 NLRP3, Caspase-1,
GSDMD mRNA EikBY5Zm 515 4 e, A
2 K BCE B% L 41 21 NLRP3, Caspase-1, GSDMD

R4 FERBEZFXIGT AR BEAIAL NLRP3, Caspase-1, GSDMD EH R IEW M (i+s,n=6)
Table 4 Effect of Huanglian Wendantang on NLRP3, Caspase-1 and GSDMD protein in skeletal muscle tissue of IGT rats (x+s,n=6)

21 5] Fl /g kg NLRP3/B-actin Caspase-1/B-actin GSDMD/B-actin
IEH 1.00+0.04 1.02+0.03 1.00+0.17
A 4.46+0.05" 3.93+0.07" 3.29+0.22"
LR — UK 0.05 2.04+0.05 1.59+0.03% 1.54+0.177
IR IR 7.8 3.05+0.03% 1.95+0.04% 2.47+0.20”
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GSDMD DAPI(%e#%) CEi

B2 HZRBZXIGTAREHKNAL T GSDMD EARIENF
Wi (G REDE , <400)

Fig. 2 Effect of Huanglian Wendantang on GSDMD protein in
skeletal muscle tissue of IGT rats(IF,x400)

IL-18 DAPI(%:#%) i
B3 HERBBZMIGTKREBRINARDIL-1IBEARANZM
(A5, x400)
Fig. 3 Effect of Huanglian Wendantang on IL-18 protein in
skeletal muscle tissue of IGT rats (IF, x400)

mRNA %3k & 3% 7155 (P<0.01) ; SRR A oA, o
% I H V7 2 A Y R W RO A KRR UL 2
NLRP3, Caspase-1, GSDMD mRNA % ik & If & [%
R(P<0.01). W3S,

. 6 .
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&)

IL-18 DAPI(}#%) (EFs
B4 HZEREZWIGTKREBRINAR T IL-18FEBRIZNF M
(T PEDEE , x400)
Fig. 4 Effect of Huanglian Wendantang on IL-18 protein in

skeletal muscle tissue of IGT rats (IF, x400)

NLRp3 | i 0
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GSDMD | s S SIS S 53 kDa

[-actin m 42 kDa

A B C D
B 5 ®AKXKRBEHKAIEL T NLRP3, Caspase-1,GSDMD EH &
% H ik

Fig. 5 Electrophoresis of NLRP3, Caspase-1 and GSDMD

protein in skeletal muscle tissue of each group rats
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x5 HEREFWIGT ARBEAILALNLRP3, Caspase-1, GSDMD mRNA FiEMEIE (+s,1=6)
Table 5 Effect of Huanglian Wendantang on NLRP3, Caspase-1 and GSDMD mRNA in skeletal muscle tissue of IGT rats (x+s,n=6)

21 5 Fl /g kg NLRP3 Caspase-1 GSDMD
EH 1.00+0.04 1.00+0.04 1.00+0.02
LAY 3.18+0.06" 3.09+0.09" 3.09+0.23"
ERTR — UK 0.05 1.75£0.08% 1.53+0.11% 1.59+0.10?
BRI 7.8 1.96+0.03% 2.10+0.04” 1.77+0.03%

B A K 51 NLRP3 % E /M WG AL 5, 3 — 28 300
Caspase-1, fit #F IL-18 Fl TL-18 4 4 K T 4 2 35 1 43
Wh , DA 2 B B ML (48 PR AICBE AR IR A . AR 25
WF 58 2 B0, < 00 8 I AR B8 5 A9 1IG T K R 3 B |
WL S IL-18 F1 IL-18 /K F- B . 7 5, HL HE 4
0 58 R IGT A RUE 85 L4 2005 P27 B AR B 8, 42K
B K BRAFAE RAE SN o T AEAE S AE VI IGT K
BRL 2 75 77 76 40 i 45 T W, AR AR ST R B Rl T
Caspase-l WA M AN ET- BRREETEL T 412
W22 W e A% IR T -k B (NF-kB) B 8 137 e /2 f
NLRP3, IL-18 & IL-18 % Wi & 4 iy 3 35 ; H ok,
NLRP3/JH 12 A 3¢ B 55 #F 2 11 (ASC)/pro Caspase-1
FEHE A Y (R NLRP3 & AE/IMA ) 76 55 S5 KM 26 4
T EC A OC 73 78 20 (PAMP/DAMP) 114 4 i
T i 47 4 %% B WG, pro Caspase-1 2 fiit il hy 1
Caspase-1, pro IL-18 & pro IL-18 I #f if 1k )
Caspase-1 I Fl 5l b B 3% 4 69 2 E 41 fE H 7 1L-18 &
IL-18; [A] i}, 1% ¥ Caspase-1 24 ff H R ¥ & A
GSDMD, fifi H: 5% 5 1k 75 41 il JI5 3% 1 T2 1 B AL ;5 o
Ji  IL-1B S TL-18 3 ik L 4 4 o 3] 40 it =2 b, 2 30
A H i Bk i 24 e 51 & R R ORE R Y 48 B AE
T2 AT DU, A0 M AR T B DG B R R RE /M TS
fk , & P Caspase-1 /& 41 it £5 1= A9 2% 0 $hUFT &2,
GSDMD & 11 ) 2 40 B £5 7 19 B 8 A0 B & AT
F5 ) TFFE W], GSDMD i [ ik 1 40 M A T 0 A
23 M A Caspase- 185 41 M 5 1) 98 12 1 3 #2120,
AN S NV FH Real-time PCR, Western blot & 5 2% )
FEARKEM A B, IGT K L& #% LZH 21 b 1) NLRP3,
Caspase-1,GSDMD, IL-18 % IL-18 mRNA 5 & 1 %
R T B R AR R R L4 2R A AR A
Mg,

AR S G BIF 5 45 SR WU | B IR IE 3 RE A8 A R
il IGT K B & ¢ WL 41 20 vh NLRP3 R %iE /M 1k |
Caspase-1 & GSDMD mRNA 5 £ 1915 1k , FEAK 1M
T F1E B LZH 217 TL-1B/1L-18 R 4E N T /K fEE
B L E BB LA S RTE S T IGT

KRS AE S TR B, D B s L2 2L A i T
g5 b A B 5T A0 i AR T 4 iR 45 v NLRP3/
Caspase-1/GSDMD/IL-18, IL-18 il B #5751 8% 3% I
JIH 7 2035 IGT B AR HIBLTR] , 3 26 BF 5 45 2R 0 o 3% I
B 0 2 — 25 JF B A S SN
[(FIzEMsR] A RAEAETH B4 K.
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