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B R 2 AMP 3% L0 (AMPK) /NOD ££ 22 k% 11 3 (NLRP3) &l 4 5 11 41 1 45 7= 3% 12 %4 5
FHEONR CVMUNRBIEIPE . F3E 6 300 B BALB/c Mtk /N BUBEHL A 9% B4 .CVB3 #8240 (0. 1 mL 1X
107 CVB3) AR REZ AR 541 (5 mg/kg AR B ) AR B 2 & ] i 41 (20 mg/kg KRB R ) L AMPK #1741 (200
mg/kg AICAR) I A JR #1 % & # 5 + AMPK #1# #0 26 (20 mg/kg AR % 420 mg/kg Compound C), & X} IR 4H 4k, &
4N 0.1 mL 1X10° CVB3 AL, Jf 4 FRER 4R 3% . SR AR & A i/ BL0 L5136 b LDH L CK-MB,LIL-18,1L-
6 K5 HE Ze (o UL /s B0 VL2 25 BE A8 4k 3£ 2 IR rezkalla 2 %55 /)y BLC JULIE B8 2% 647 320 5 % B TUNEL i3t 71 &0 46 1)
O LR T 1 0 5 2% ]l Western blot 346000 LZH 2R Bax., Bel-2., p-AMPK , AMPK , NLRP3,ASC, Caspase-1 7K,
SR OS5 B4 ML, CVB3 4/ B0 WL ¥ LDH, CK-MB, IL-1B. IL-6 . J% ¥ f14> . .0 WL - % . Bax & A &
NLRP3,ASC,Caspase-1 % 17K ¥ 3 i 3 FF 55 (4 P<<0. 05,Bcl-2 & 1 #1 p-AMPK/AMPK 7k - i 35 A (35 P <<0. 05;
5 CVB3 Ji 8 41 M b, A B IR dat 2 A J28 B 3% 1R R e 4 AMIPKC 307 14/ B0 LA 3% LDH L CK-MBL IL-18. 1L~
6.5 BEAR 4 . 0 ILYE T2 2% . Bax & 1 M2 NLRP3. ASC. Caspase-1 & [ 7K V2 i 2 B % (¥ P <<0. 05, Bel-2 & 11 Fl p-
AMPK/AMPK 7K 5. 2 T8 (35 P<C0. 055 15 A . 72K 15 77 4 20 AH LU, AR J28 T 3R W& 0 4+ AMPK 1l 550 28 /) (L0 LA
3% LDH.,CK-MB.,IL-18.1L-6 .35 B AR 23 .0 UL T2 % . Bax & 11l NLRP3,ASC.Caspase-1 & [ i F I & (8 P<<0. 05,
Bel-2 & H Al p- AMPK/AMPK /K-8 2 AR (2 P<<0.05), £ AR 258 i3 305 AMPK/NLRP3 4 5 1 41 Jf
FETREX VMU/NROC LR THERT S VM I RG34 T S 5 4K4E .
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Protective effect of luteolin on viral myocarditis by regulating AMPK/NLRP3 axis-mediated pyroptosis
ZHANG Xiao-lei, ZHANG Kai, QIN Yong-ting, WANG Shi-zhen, CHEN Pei (1. Jiangsu Vocational
College of Nursing » Huaian 223005, Jiangsu » China ; 2Department of Critical Care Medicine » The Second Affiliated

Hospital of University of South China)

Objective To investigate the protective effect of luteolin on AMP-activated kinase ( AMPK)/NOD-like
receptor protein 3 (NLRP3) axis-mediated pyroptosis pathway in mice with viral myocarditis (VM). Methods Three-
hundred BALB/c male mice were randomly separated into control group,CVB3 virus group (0.1 mL 1 107 CVB3),low-
dose luteolin group (5 mg/kg luteolin) , high-dose luteolin group (20 mg/kg luteolin) , AMPK activator group (200 mg/kg
AICAR) .and high dose luteolin + AMPK inhibitor group (20 mg/kg luteolin + 20 mg/kg Compound C),except the
control group,all were treated with 0. 1 mL 1 10° CVB3,and each group was raiseed as required. The kit method was
performed to measure the levels of LDH,CK-MB,IL.-18 and 1L.-6 in myocardial homogenate; HE staining was performed
to observe the pathological changes of mouse myocardium,and the pathology of mouse myocardium was scored according
to the rezkalla method; TUNEL kit was performed to measure myocardial tissue apoptosis; Western blot was performed to
measure the levels of Bax, Bcl-2, p-AMPK, AMPK, NLRP3, ASC and Caspase-1 in myocardial tissue. Results

Compared with the control group, LDH (8. 0241, 01 vs 66.5348. 30),CK-MB (130.51+£16. 31 vs 358. 24444, 78) and
IL-1 in myocardial homogenate of mice in CVB3 virus group 8 (30.5043. 88 vs 135.27419.84),1L-6 (55.2743.87 vs
341.537+42. 66) ,pathological score (0 vs 3. 4274 0. 41), myocardial apoptosis rate (4. 87 £0. 66 vs 23. 71+ 2. 86), Bax
protein (0.35740.04 vs 1. 7740.21) ,NLRP3 (0. 2440. 03 vs 1.3240. 21) . ASC (0. 70£0. 08 vs 2. 41£0. 30) , caspase-
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1 (0.40+0.05 vs 2. 5740. 32) protein levels were significantly increased (all P<C0. 05),The levels of Bcl-2 protein
(2.03740.24 vs 0.3440. 04) and p-ampk/AMPK (0. 9440, 12 vs 0. 12+0. 04) decreased significantly (all P<Z0.05);
Compared with CVB3 virus group, LDH (66,5348, 30 vs 58.7247.34,38.54+4.81,41.02%5.13),CK-MB (358. 24+
44,78 vs 299.46+37.33,195. 76 24, 40,224, 38 +27. 96) and IL-1 in myocardial homogenate of mice in luteolin low-
dose group.luteolin high-dose group and AMPK activator group B (135,274 19. 84 vs 100. 57 £ 12. 50,72, 6949, 02,
81.06410.12),11.-6 (341.537442.66 vs 299. 74 +37. 46,201. 91 £ 25. 38,223. 40+ 27. 87) . pathological score (3. 42+
0.41vs 2.0340.23,1.3740.16,1.52740. 18) smyocardial apoptosis rate (23.71+2. 86 vs 18. 79+2.33,13.50+1. 63,
14.06=41. 71) The levels of Bax protein (1.77+0.21 vs 1.06+0.13.0. 70£0. 08.0. 74+0. 09) ,NLRP3 (1. 3240. 21 vs
1.0140.12,0.7240.09,0.7440.09) ,ASC (2.4140.30 vs 2.0140.24,1. 6040. 21,1. 64%0. 21) ,caspase-1 (2. 57 =%
0.32 vs 1.8340.23,1.2440.15,1.42%0. 17) decreased significantly (all P<C0. 05),Bcl-2 protein (0. 3440. 04 vs 0.72
+0.09,1.50£0.15,1.42£0. 17) and p-ampk/AMPK level (0.12+0. 04 vs 0. 31£0.04,0. 5440. 06,0. 46 £0. 05)
increased significantly (all P <C0. 05); Compared with luteolin high-dose group. luteolin high-dose + AMPK inhibitor
group had LDH (38.54=4+4. 81 vs 41.0245.13),CK-MB (195. 76 +=24. 40 vs 224. 38 =27. 96) and IL-1 in myocardial
homogenate B (72.69+9. 02 vs 81. 06410, 12),1L-6 (201. 91 425. 38 vs 223. 40+ 27. 87) , pathological score (1. 37+
0.16 vs 1.52%+0. 18) ,myocardial apoptosis rate (13. 50+ 1. 63 vs 14, 06+ 1. 71),Bax protein (0. 7040. 08 vs 0. 74+
0.09) ,NLRP3 (0.72%40.09 vs 0.744+0.09),ASC (1. 60+0. 21 vs 1. 64+0. 21) ,caspase-1 (1,240, 15 vs 1.427+0.17)
protein were significantly increased (all P<C0. 05),The levels of Bel-2 protein (1.50=40. 15 vs 1. 422£0. 17) and p-ampk /
AMPK (0.54=+0. 06 vs 0. 46 == 0. 05) decreased significantly (all P < 0. 05).

Conclusion  Luteolin can protect the

myocardium of VM mice by activating AMPK / NLRP3 mediated cell death.which provides a reference basis for the clinical

treatment of VM.

GG | Tuteoling AMP-activated kinase/ NOD-like receptor protein; pyroptosis

RO LR (viral myocarditis, VM) 42 K5 75
(A0 0 JUE T S0 00 WL P B A8 o 32 21l PRRE IR A 0
1 P R, AT 5] & 0 R W D ZRR
BInl 5| & VM, DL §% & 9 8 B3 (CVB3) JL R H ..
T VM 9 & A HLH A A B . 32 29 g Ak
IO B 4 2 A T R O LA M A S R T i
FET R ALK P S8 S 76 B0 25 7 1 & 45 S B AR
R T 5| A AR AR T S A T T2 T 2
KR, IR ERCHMBET BB CVB3 S5 VM
Hl—E VRS . NLRP3 48 i /A J2: 40 i 2 T 1
BB M H AMP 3 16 B CAMPK) 0] 38 & 30T
NOD ¥ 32 Kk % 11 3 (NLRP3) J& zh 4 g 5 7=, A
AMPK @7 7E O LB 05 b & AR Y KRR &
RIREI A AW, B AT T R PR B 7 55 24 3
Wk E AR 2 AR . R B R i i HE
0 T A R A ek i 4 A 3 I 0 8 o i IR, AR KK R
AR L 7 R R B B R R A AR K R R R W] B A 8
P L 2 1 il 0 8 E S I L TR R E PR .
BUREERE J1 . A BFIE L CVB3 4 gt/ B VM B3, 5t
F AMPK/NLRP3 i 5 /) 20 i £ 7 i 12 50 A J2 72
FAF CVB3 10 WL /N B R4 E .

MRt 5 RH*&
1 ##
1.1 Bz A &F#k 4 FRBHEE BALB/c /N

[SCXK (i) 2019-0004 ]I B ] rg 11 3 70 518 S 3 )

AR F] s CVB3 Wi 2 R W 3 Wi 2 i $ 1L

1.2 &K A  AMPK #{ # AICAR(S1802) I
AMPK #1i]3] Compound C(S7306) 1y [ 3 [F selleck
I3 ) R R R (B20888) W [ L v YR N F 5 LR 3K
it [7] T 1 (CK-MB) (ml037723) ik 5 & . 7 & 18(1L-
IR 7 & (ml301814) Al (4 A F 6 (1L-6) ik 7 &
(ml002293-]) W H L i fif B A 75 BCA i # &
(P0012) , FLTR W &0 B (LDH) i ] £ (C0017) , HE 4
{63k F) £ (C0105S) Al TUNEL & # & (& @ v,
Clooh g H g 3 = K~ dl; & A48 B0k 5 &
(89842) My H & B &t /R 2 ®; & $i Bl Bax
( GTX109683 ), Bel-2 ( GTX100064 ), p-AMPK
( GTX52341 ), AMPK ( GTX60403 ), NLRP3
(GTX133569), Caspase-1 (GTX101322), GAPDH
(GTX100118), ASC (ab283684) M £ #i % — i
(ab672D) W F 3£ [E abcam 2\ H)

2 Fk

2.1 CVB3 Ay ¥AFHMiRE (KIMEFE Hela 4
JiL o BB B30 A0 L 8 5 F 6 FLAR P A CVB3 5 8 )
¥:3% 2 d,2 000 r/min .0 10 min, B F7E N AR
R ERBERBE N 107 ~ 10" ML IR W PR )
I 7R K O 40 AL, 72 b S R I A0 A AR, DA
50 Y0 R AR AR AE TR B A AU SR B
300 H BALB/c /N AL 4 % B ZH . CVB3 5 5 21
AR LR ARG 2 OR R R R & 4 AMPK B0
FILH A R Z R+ AMPK i 570 41 . B 4 50
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Hoo BRXF A g, oAy & 24/ BB B i 5 0.1 mL >
BB B B (1 X 10°) CVB3 i 8, 15 /Nl VM
B X A 7 B S R B DMEM 1 35 3t KR
TR m A A S 5 mg/kg Ml 20 mg/kg A
FREED s AMPK 3800 77 41 1 10 — WK 7 Bt 200 mg/kg
ATCARM™ s A B 5 28 55 7] &t -+ AMPK 41 il 551 41 v 15
20 mg/kg A B F R I K — X IE S 20 mg/kg
Compound C" KRR HFE 10 /d. #LE 21 d,

2.2 ELISA F#a b £ M4 ¥+ LDH,CK-MB,
IL-1B.IL-6 A-F  #dlit 10 K/, /b BRARFE 5 B
JUE o A= B ER K W PR T L BRGS0 F AL R S R R
AL, R BCA 5 & /F 8 11 & &, R ] LDH . CK-
MB.IL-18.1L-6 58 & & .0 L 2) 9% LDH . CK-MB,
IL-1B.1IL-6 /K,

2.3 PR CMALBEFZNE WSO IEH L,
10 %% HH it il 2 0o AR AS A S AL 3 ), HE 32 €8, 0k
B /N LH SR B AR fk ., 2 BB rezkalla 5
AN B WL B2 R AT P53 L Bk U0 R 5 AN HLET , TE e
AN 0 4. <25% R 1 4y, >25 % H<50% k2 4y, =
50 % H<75% N 343, =T75% R 4 4.

2.4 AL A TR 2.3 AY R RH
TUNEL 32751 8 4 0 0o JUL 40 i 0 T 1 00, o F $5008 T 40
FL A5 A A O LA T e R, O LI T 4R A
= (P-4 E/ B A EO X 100% .

2.5 Western blot * #& M & WU 41 42 Bax/Bcl-2/
AMPK/NLRP3 K-+  H— & 5t/ B0 L2 2, 32 L
SIEH .4 BCA 1 & & H € # 5 #17 SDS-PAGE
HLPK o0 5 00 B #5 #2 8] PVDF B I, == 0 ] (Bt
BEAW5.2 h) s B A 1+ 1 000 6 B 19 bt Bl Bax,
Bel-2,p-AMPK , AMPK , ASC,NLRP3, il GAPDH (1
£ 5 0000 NS EH 24 h, bk In A L 2905 3t
(135000, 05 2 h, bk s I A ECL W 8 1 5, 53
¥r Bax.Bcl-2,p-AMPK ,AMPK ,ASC .NLRP3 % [ %
ik,

2.6 %itF oA DL SPSS 22, 0 P X S2 K K4
TG40 0T . TR R LU 8 £ AR 22 (o £ 5)
FoR UL R AT B R Oy 22 40 i i — 2D P4 (A L
BR ] LSD-¢ A 5 s THECHE R DL n #3821 18] F AR
FH X2 K3, P<<0.05 RARZEFAGI2EE L,

g R

1 KEEZEM/MR—RIERHOZE

X MR /N BRUR AR e K B BT . OK IR B
WIER ., HRSHA/DNRZEMBHRE A% 346,
RUFIR KKK EREMR AERBE. XML, 5
CVB3 i 5 20 AH Fb . A R BRI, w5 f) &2 4 2 AMPK

PGB TR Y B AR (H P<<0. 05) s KRB &K
15 70 5K R R R i - AMPK #4140 B
MR ERTEIT#E X (P>0.05) Gk 1),

£1 6 HNRABHEETHER (n=50)
Table 1 Death of 6 groups of mice during administration

2150 FET- HAK T-H Y
Group Number of deaths Mortality
X R AL 0 0.00
CVB3 5 & 41 10 20.00°
AR R B I = 41 3 6.00"
KR K A 3 6.00"
AMPK 3435 7 41 4 8.00"
K R 2 1R ) A - AMPK 30 500 41 A 8.00"
X2 14,674
P 0.012

T ca HXTERAUM K, P<{0.05;b 5 CVB3 fi# 4L M L, P<C0. 05,
Note:a compared with the control group, P <C0. 05; B compared
with CVB3 virus group, P<0. 05.

2 KEBEZEM/MROGASE LDH, CK-MB, IL-1B,
IL-6 7K F 19 5

5%t B4 M e, CVB3 i # 4/ B L AT 3K
LDH,CK-MB, IL-1B, IL-6 KV & 3 J & (¥ P <
0.05) ;5 CVB3 5 8 4L bt , AR m0 R AIK L 771 i 4 %
AMPK 3 57 20/ RO L AT LDH,CK-MB,1L-18,
1L-6 7K 5B B FRAR (2 P<<0. 05) ; 5 AR A1 % & H) &
ZH M FE A R 2R ) R - AMIPK A1 3 5510 26 /08 B0 UL
5]3% LDH,CK-MB, IL-1B8.1L-6 7KV & # It & (¥ P
<0.05) (& 2).

#2 6 HNROALAR LDH,CK-MB.IL-1B.IL-6 7K ¥ LL 8
(n=10 ,;-_F s)
Table 2 Comparison of LDH,CK-MB, IL-1p and IL-6 levels
in myocardial homogenate of 6 groups of mice

éjfo’n’u"p LDH(U/L) CK-MB(U/L)  IL-13(pg/mL) 1L-6(pg/mL)
bkl 8.0241.01 1305141631 30.5043.88 55.2743.87
CVB3 4l 66.53£8.30" 358, 24H44.78%  135.27410.84"  341.53+42. 66"
ABREEMAEE  58.722£7.34%  209.46+37.33% 1005741250 299.74437. 46"
ABFZRAEA  38.50£4.81" 1957624, 40" 72,6949, 02" 201,91+25.38"
AMPK # 15 7141 41,0245.13°  224.38+27.96°  81.06+10.12°  223.40+27.87°
ﬁ)ﬁﬂﬂﬁ‘ 43.9845.42°  245.79429.79¢  88.67£10,99°  252.73£31.44°
F 121.274 64,166 81,703 104, 494
P <0.001 <0,001 <0,001 <0,001

T AL L, P<0.05;b 5 CVB3 FRFALAIL . P<0.05;¢ HAREZERBAMIL, P<0.05,
Note:a compared with the control group, P <0, 055 B compared with CVB3 virus group, P <0, 05;C
compared with the high dose group of luteolin, P <0, 03,

3 KREEZRIN/NROAFEZ BT

X IR AL/ B LS # 5 88 0 JILET 4 HE 1 88 5F L R
ULAEAEIRE L 40 M JC IR B s CVB3 5 75 2H 40 Jfd Jif ik, .0
JULET A i 24 25, T DL 58 1 A 3R 9 L A A A0 M DR BT
AR A ML, 5 R AR e PR AR O 3 T R (P <
0.05) s AR JR AR AR i 7 & 40 K AMPK 30 77 20 4
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CVB3 i 2 210 LA 0 06l 2 o 38R0 Bk 35 B IR (P <<
0. 05) 5 5 A 2R 7 2 15 30 41 A b, AR R R R ) -
AMPK 41 i 57 28 .0 LA 45 Jm 2, 95 B AR A3 T8 (P <<
0.05) (K 1,5 3),

&3 6AMNROAFERS LB (n=10,x%5)
Table 3 Comparison of myocardial pathological scores
of 6 groups ofmice

215 AL UL B AR
Group Myocardial pathology score
Xf B 0
CVB3 5 #: 41 3.4240. 417
AR R Z IR A A 2.0340. 23"
AR FF ) A 1.3740. 16"
AMPK #7741 1.5240.18"
AR R - AMPK 1 i 500 41 1.84+0. 22°
F 224, 244
P <<0. 001
Hra ST IRAIA L, P<<0. 05;b 5 CVB3 fig @ 4lM [k, P<<0. 05;¢

HARRER R A A, P<<0. 05,

Note:a compared with the control group, P <C0. 05; B compared
with CVB3 virus group, P<C0. 05;C compared with the high dose group
of luteolin, P<C0. 05.

A X4 B CVB3R&HLA C ABEHRMAEL D K
BEXEGAEH E AMPK MERHA F ABEXREHE +
AMPK il 57 4

1 6 AMNROIARREREETL(HE £ E,100X)

A Control group B CVB3 virus group C Luteolin low dose
group D luteolin high dose group E AMPK activator Group F
Luteolin high dose + AMPK inhibitor group

Fig. 1 Histopathological changes of myocardium in 6 groups
of mice (HE staining, 100X )

4 AEEZR/MROMATHZME

50T BRZH AR Fe, CVB3 5 B 4/ BLO WL 12 3 0
Bax # [ 25K F- ¥ 8 2 71 & (¥ P<<0. 05, Bel-2
235 i /0 (P <0, 05) ;5 CVB3 JR B 4L M Lt . K
JR B ZAR L A 2 & AMPK 308 #2878 BLo L T
HM Bax 8 [ R K KV R EREAM G P<<0.05),
Bel-2 AR KKFEBETE(P<<0.05); S RBHEER
e 7] e 2H A b A B 2 R R A - AMIPK 01 580 2 /)
RO JULYA T A Bax 28 K2 3% 75 (3 P <
0. 05) ,Bel-2 4 FI 7K - 1 2 FEAIR (P <<0. 05) (& 2, &
3. &,

5 KEEREXN/MRONETHF N

XA AR L, CVB3 95 3 41/ B AL4H 21 p-
MAPK/MAPK 7K F i 3 Bk (P <<0. 05, NLRP3,
ASC.Caspase-1 & 1 /K F i 3 F+ & (3 P <<0. 055 5
CVB3 5 7 41 HH Lb, AR B R AL & ) it 41 ). AMPK
WO FV /N D ILZE 2L p-MAPK/MAPK /K- & 2 7
B (¥ P<<0.05,NLRP3,ASC K Caspase-1 & [4 7K F
B RRAIK (3 P<C0. 05) 5 5 K B R 2 i i ik 4 A L, R
JiR 2 R B - AMPK 04 70 41 /0 B L4L 4 p-
MAPK/MAPK 7K ¥ & 2 FE ik (P <<0. 05), NLRP3,
ASC 1 Caspase-1 & [H /K F i & TF & (¥ P <<0. 05)

A X4l B CVB3RHLA C ABHRMAEL D A
BEZEMEA E AMPK MWE M4 F AKRBHERESHN &+
AMPK il 77 4

B2 6 @H/NMROGHBT TUNEL B

A Control group B CVB3 virus group C Luteolin low dose

group D Luteolin high dose group E AMPK activator Group F
Luteolin high dose + AMPK inhibitor group
Fig.2 TUNEL diagram of myocardial apoptosis in 6 groups of mice

A XtHE4l B CVB3JRHLA C ABHERMAEL D K
BEZEMEA E AMPK MWEM4 F AKRBHERESH&E +
AMPK i 73] 4

3 6 A/ Bax.Bel-2 EAKE

A Control group B CVB3 virus group C Luteolin low dose

group D Luteolin high dose group E AMPK activator Group F
Luteolin high dose + AMPK inhibitor group
Fig. 3 Bax and bcl-2 protein levels in 6 groups of mice

o
VM R 5 0 2 O U O S B BE B
WEHEZ - AT VM B % 4 HLR AR 0 0,
4R VM IR RGAIT 5, A BRSEE AL CVB3
ARHI A VM BRI S0/ B B RO R ROS 3d
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TR IF IR MR ORI B AR R AR FE TR
ZH 25 27 WL o JL 200 i P J o WL 2T 24 07 34 3580, T
UL 5% T 0 3R L A LE 0 MR BE 0 LA 3R LDHL,
CK-MB,IL-18,IL-6 /K34 & % J+ &, LDH 7] Jz ik
O WL 35 1 . CK-MB 2 0 LA 195 14 B0 48 b s TL-
1B.IL-6 2 RVEFEbR . R AE SN B O ILE 43 114 & 2R 3
WAL 1 VM B R AE G AR

4 ANROABTEIER (n=10,x%5)
Table 4 Comparison of myocardial apoptosis rate in 6 groups of mice

A5 TR

Group Apoptosis rate (%) Bax/GAPDH Bek-2/GAPDH
pogiiich 4.8740. 66 0.3520. 04 2.0340. 24
CVB3 #i 4l 23.71+2. 86° 1.7740.21° 0.3440, 04"
A AL 4L 18.79+2.33" 1.06-+0.13" 0.7240.09"
AR AL 13.50+1.63" 0.7040. 08" 1.50£0.15"
AMPK $# % 7 41 14.06+1.71° 0.74-+0.09" 1.424+0.17"
Tﬁiii@%+ 18. 062, 23° 0.84%0.10° 1.2440.15°
F 99. 448 158.934 152. 845
P2 <0.001 <0.001 <0.001

T SXRAME, P<0.05;b 5 CVB3 &AM H, P<<0.05;¢ AR
F A AU, P<<0. 05,

Note:a compared with the control group, P<{0. 05;B compared with CVB3
virus group, P<C0. 05;C compared with the high dose group of luteolin, P<C0. 05.

£ 5 64H/NR p-MAPK/MAPK NLRP3,ASC,Caspase-1

KELB (n=10,x%s)
Table 5 Comparison of p-MAPK / MAPK,NLRP3,ASC
and caspase-1 levels in 6 groups of mice

415 p-MAPK/ NLRP3/ ASC/ Caspase-1/

Group MAPK GAPDH GAPDH GAPDH
Xt R4l 0.94%0.12 0.24%0.03 0.7040.08 0.4040.05
CVB3 fi# 4l 0.1240.04"  1.32£0.21"  2.414£0.30"  2.5740.32°
AREZMAREA  0.31£0.04% 1012012 2.014£0.24"  1.83£0.23°
ABRFEZEMEL 0544006  0.72£0.09"  1.60+0.21"  1.2440.15"
AMPK #EHI4 0.4640.05°  0.7440.00" 1644021 1.3440.16"
ﬁﬁ;’j{%ﬁ; 0.41£0.05°  0.87£0.11°  1.754£0.19°  1.5240.19°

F 172, 824 87.753 66. 634 126,730

P <0.001 <0.001 <0.001 <0.001

Ha SXMAMIL.P<0.05:b 5 CVBS AL . P<0.05;¢ 5ARA K 7 14 M
I, P<0.05,

Note:a compared with the control group, P<C0. 05;B compared with CVB3 virus group, P<
0.05;C compared with the high dose group of luteolin, P <0, 05,

KRB EZBA YR PUORT IR R s
WEEME., RBEZ 4T CVB3 Hi#E " L HIND i &
IRTE MO, TSN M A b K B R A
T PISK/AKT i B 4 i 5 80U Hela 40 i 3% 58 | i
., KBRE X Fi#H TLR/MyDSS/NF-xB 4 4 i i
0 2P R RUPE DG e K ROC T B R B R AE
RIS FLZEE JE T W 45 2 B 24 4 B DA Ok 8 B
SSPVRCAT IR T R e B AR L T P R R R R 5 R e
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