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% ¥ % %3t AMPK/NLRP3 3 % % %
Bk 2 E /D B LR 45 AL AT

IRE, AT R E
RS B2 A LR YR 25001352, 1L ARES — BERACE A 7B 1A 37 250021

WE B KR EFEZ(ICT) AR S Wi As 69 T FRAUH] . 75 i 3/ KRS A x40 B AL 28
AMPK & A 2L (MET 41) 2 ¥ E 24 (ICT 240) 2 ¥ 7E F 40 + AMPK 494 Fl 444 C 41(ICT + CC 41) ,
12 A, PR A R RS LPS ¥4  ICT 2038 8547 30 min MLA= 41 ICT,ICT + CC 41
[l Bf 747 AMPK #74) 7 Compound C, #4%24 h & , %l Koy k8 LRI T AL AMPK 38 38 A= £
K RO R B KR R F A S MUBAG ARE IR E, &R ICT #» AMPK B E R ) THRA RS T
Mg N R AFFE SR LVEF LVFS 18 3 (P <0.05) ,LVIDD \LVIDS BA& (P <0.05) ;& JUZE 22 51 4%
A K IE iR AR,V fe i TNF — o IL — 18 IL — 18 .CK — MB »A & LDH K-FH4&(P <0.05) ;% &
p — AMPK/AMPK A&7+ 2 (P <0.05) ,NLRP3  ASC  Cleaved Caspase — 1 ,GSDMD — NT . Cleaved IL - 1
KKV (P <0.05), 7 Compound C Ti# # ICT sH s LB 0 B3R, K5t d, A TEa kL

RIGHm, L5 ICT T BE- /s BRI 5 U A% A K BB | AR AL T 48 5 i % AMPK 474 NLRP3

BHRABRNSFHMLETAR £,
X A
FE5 S R285.5 XERARIRAD A
DOI;10. 19664/j. cnki. 1002 —2392. 260133

JHRBEAE O WU 1 1y BT 0E 51 & 1 7™ 5 R, ™
FE R E AR, 6K L, A O I BE AR 2 A e
FEIE R R R E 1K 50% ~T70% , #1897 A K o
G 2R Ak, P R TS M RTAYT
F- B P g e R R 5 5 I A T 1 2 g
R BBEE—E R LR, (A0 L REAY
HEAT R, JGEE MARAS 6.0 U 0, H B Al i e =
Bt Xof e B U LG (A A T VA 7 SR s, FB 38 T R AR AR
JEEART . IR AREIE KR ALH, 348 %0697
M TEJEE

2N A A TR R BERE O LA (1) 2 95 T R Hh 473 25 0%

5 H#7:2025 -03 -31 f&E HH#1:2025 - 12 -02
ELWH . HEARPAEL T L H (82070382) 5 INARA FRIL2FH 2
431 H (1s20190979)
YEE BN PN (1999 - ), L WEAFFE A, N h P B 25 40 R IR
HSEWFSE
* BISIEH UL (1964 - ), B 4 g0z, NP 2550 R 5R
LB TR

BRI R MRAR S WL 5 48 I8 & T ; AMPK/NLRP3 i 5%
N EHS 1002 —2392(2026)07 —0005 — 07

BEMED AR T — R R T M A A e T, E R
TEAE 5| A B B AAE PR B Bl OG , Xh O JULER i
TSGR A R TEAE O LA A5 2R ) A S
FP RIS - B BRTE AL E H I (5" - adenosine
monophosphate — activated protein kinase, AMPK ) 5 &
NLR ZZJRMERE LS #9505 1 3 (NLR family pyrin domain
containing 3, NLRP3) FFdl i 15 538 % , 2 54 T 40
fgEToRd e, Hoh AMPK (43800 nT 40 NLRP3 48 4E
MR FR 2B RIS, DA TG 9020 200 B B T 1) 2 A S S
PRI . BT AMPK B T —4 E 2 1R )7
B, BTG M ) AMPK FT 58 23 X6 e d5E O WLER 49
BB P AR R, IR AT IX — AL, A B
FEAE O U B35 74 BT A s A 388
EEAAER (Tearitin, ICT) 2 MG R 258 40
FIBTEYE LT, BA SR U SEZ R A Y2 T
P A i A TR P AL Y R B, Zhang 25100 H)
R B LR I PR AR Y | 25 TR S AE R T RS O
EAEFE T R 48 /I, 13 LR P4 % ( Creatine Kinase,
CK) FLER i = ( Lactate Dehydrogenase , LDH ) %50 L
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P bR E DK REAR , A2 5 40 i PR i g IR 88 PR 7~ -
o ( Tumor Necrosis Factor — o, TNF — o) F 35 A Sl
R/ DR A A A AT TS IR A, 1 O WL R0 4
fRBEST, A A R TR A A5 AL A B 5 R
AT BUG /N BURLAS 51015 B35 4a oicss | g 3
REEAVR LS P S o D2 5 A T AR R AIK b 5
(IZRIRIKT-, BRI, 06 T3 232 20 Me B O WL 1Y
YEHFNEEWLATSE . AR BERR B FER R THET
P4 AMPK/NLRP3 {5538 i , 52 i 40 g fE T2 72, A
T X} e B O LA 13 /D BROR FE AR AP AR, R e B 0
WU BI6RTT -4 A8 nl
1 #R5FE
1.1 SEKshY)

SPF ¢ it C57BL/6] /MR 60 H, K BT 18 ~
22 o, JAll 6 ~ 8 JH, U ma I S 00 3 i B A IR T AT
o] iRt S A A% IE R . SCXK () 2022 0006,
RIS , BT HCE 4 Jahiy, I8 A
WX E T, IR (24 +2)°C, MIXHRE 50% ~
60% , 5K 12 h WG %, i1 & A s etk &
2R 55— BE RN R 2A B i 2 37 B SE 5 s ) BC B ifE
(2023 -91) ,
1.2 259550

RAEFER (S B21577, LIFEIERM)  IE 2 8% LPS
(dt 5T Solarbio 23 7] ) ; METformin ( MET ) , AMPK i %
7] Compound C,ASC $ik, ¥ H 3 [E MedChe-
mexpress 4= ¥ FBF 47 /A 7] TNF — o« [ IL - 18 [IL - 1B
ELISA 71 & A 1 E 2 BOSTER A4 TR ARA
) ;CK - MB .LDH /) ELISA 7] & ( b ¥ VT3 E Rt
FA R 40004 T- TUNEL & ( 3% [E APEx-
BIO) ; INEHT A e BRE 11 G EEEFNFEAE 2 hRic 7l
W R i \DAPL =[50 b [ ST 2 A R
N GAPDH $i4A ( 3518 Proteintech 23 #)) ; GSDMD i
W E L SR ABRA R ) ; AMPK . p — AMPK  NL-
RP3  Caspase — 1 Fl IL — 18 BTl [ LA J14EY
B2 2R e A PR A ]
1.3 EEU

Vevo770 /N ) & o3 B A S2 R R 58, I R
Visual Sonics 23 A ; i F2 W 7 , 75 & Eppendorf 23 7] ;
TP - 1020 A3 KHL . RM - 2145 7 854) ML EG -
1160 A7 A HIHL, 5[ Leica 23] ; LX — 300 #liE2 K
B, o E AR DL JR 2 A 5 Mini Protean 3 Dodeca Hi,
VkHE 25 E11 SR\ F) ECLIPSE Ni — U 942060 1F & %¢
T3 B, HAJE /A A ; Amersham Imager 680
2 R CIARAY , 55 3 LA FD

1.4 W5y R R 42

HEPE C57BL/6) /NRIEAT 7 d 3E W APER TR IS H /N
SRBHAIL S BT B2 BEARIZE  AMPK 3405 720 (MET 41) |
BAERMAICT 4) ZEFEERA + AMPK il 1k
G CH(ICT + CC AH) , T 12 2,/ UK B 5
LPS(VETFHAFEER K H) ,FIEH 10 mg/kg[8i  HEFRRR
RAS 24 b, FEFHEERAE O WU, [RIBS AL LPS VRS IF
U FRPEERIE R4 /N 72 h NI A IS O, B
12 h fe /N BUR S I e SRAETE SAE T 15 2, T2l
A=A IR PPA T AR S 245 T TSR, % B2 /N B 422
Z AR AR BREK TS . O T R SRR R AR
YEFEICT 4/ RUHE LPS {3 1A 30 min B8 1 41 1CT
(10 mg/kg) , AMPK 317 77 4 [R) # 7 18 A5 1 I8 s 45 7
METformin (100 mg/kg) ., ICT + CC ZL7E 45 245 11 [A] i
JINERUPE BE B N VE B Compound C (20 mg/kg) o 13 5
LPS 24 h J5 , AT O IREPEAG i A s E RS,
I N AT 45 mg/kg B EL FE 240, %F /N B
ST TR PRI RIAR T, R A AL IR 21
1.5 KeFs bR K vk
1.5.1 MiFE.OHE

WA, ¥/ BB TR IEAR RS AR
1% () S BESEA TIRRIE . o/ BRUBRIS AR 380, AT Fap
A7 [ F L8 65 b, (5 A B /N0 ¥ B /0 BRURT g 38
Bk, W e FH v ff BT BE R {UFD VEVO0T770 5218 R 4
R 2528 /N BRSO JIE T BE . TEBf 2 & 3 A & A B
J& EEXTRAE O IETI AR S5 IE S M S EL U FE 2 = 5
M52 (LVEF) (A2 s g A N4 (LVISD) (A% 5
MR (LVES) UK ZE O EEF SRR I Z (LVIDD) ,
AT E
1.5.2 HE B giAE 1k

KRB HEAL 25, 5 B 2 F 4% 2 R
24 b, BEIFIEAT O WERA K | R WA A i 4
Mo Y3 ~5 pm VIR G AT HE Y20, e m K i3
BT 3, i G2 A R
1.5.3 TUNEL Ze 80080 LA T 1 0

A R e D s A 5%, b s R PBS HE471E
Ve S TUNEL 3570 & id B A5, S 0 52 1 ¥, 76 3 ‘.
FUFFME ., ZIEEDEOE B T g H DAPT & 4t
AR B0 A, %O WLAR B B 98 T BEA T A0 M
1.5.4  ELISA JEAGIN L5 25 8 ik B2

ANERAIMCRAE TERE I, B 2 h, LU OR IV BE %
SEABERE, AREE O EIEW, SRR 11 R
G5, ARPET A R AE LB, B0 R R FH I
B ZEW B 5 ( ELISA ) J7 %, MU & TNF - o | IL -
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1B.IL - 18 .CK — MB HI LDH f¥ & . & FLAY G
FEAE R BEARE M R AT I3, B A5 1 45 2 LT P 4%
A EYIREY R B
1.5.5 THC A0 NLRP3 Fll Caspase — 1 i35k
Koy At

ONEAY) 7 2 AL BB Fs |, SR 4T NL-
RP3 Caspase — 1 (—HLH AT E , Zhibricf5 #47 W
RN, WG B AR Y 25 R, A T A A0
WZHZH NLRP3 Fil Caspase — 1 IR oA,
1.5.6 Western blot IEKG &5 b5 86 H 5

Foor SR AR AT B R, & & BRIk SE
B GRS B PVDF [ L UK S FEE fE =00 T
041 1.5 h, #E¥K PVDF 5 AMPK .p - AMPK \NL-
RP3 (ASC, Cleaved Caspase —1,GSDMD — NT, Cleaved
IL-1B(3¥°4 1:1 000) LA K GAPDH —4iL7E 4 °C T
it . R Z S, iR NI = H 1 h, B Ve
JEE, W ST AR R,
1.6 GEit=4tr

AT EE IR Graphpad prism8. 0 #KF 17
Giitef e R ORILL (& £ 5) 5, 2240 0] L8R T
R R T 22570, AL 1R L3R ) Tukey’s F5 )5 K
B, P<0.05 WESAGIHEL,
2 HR
2.1 ICT #ER/NEREER

TEMREE 2T F506F /)N B A= A74 10 1 52 i, 223 )
TAUUNRAEAFIRZE, Qi 1 55 WoR A HE T R,
BEAUZH /N AR AR R 0 2 R (P < 0. 05) , R B IR AR
TR/ N A AE 7 AR B A TS e, SRRV AR L,
ICT ZH 1 MET ZH/INBRAE 728 4 & (P < 0.05) , 156

BRI
B2 A2/ RO R A SR D RE - AR 1L

2.3 ICT XHMeEEAE W3/ N RO LR AR fb Y 52
HE 4L (845 5 R dn a3, BRI 2H /N BLC ILZH 21

SRR, S A0 IR O WL A D [R] B 20 40 R 36 22 o0

WIEFHEWr2d, SHR A H, ICT 41

S
AN

MET4

BIEREFEZ (ICT) Ml AMPK 384075 71 MET T 5 fit ok 3%
eEERE /N U AR AR . T ICT + CC /N BUETE %R
T ICT 4H(P <0.05) , $2 R4l AMPK 3 %2 4 55
ICT AR e, BN R AL A
- SRR 4L
. Lilil
"“METZ

] ' » ——ICTA
50 4 * %)%

T S ———

* | * = ICT+CCH

%

0 - 1 1 1 1
0 20 40 60 80
B i1/

H:*P<0.05,"*P<0.01,"**P<0.01,
F 1 £4/NR 72 h AFFRE R

2.2 1CT XJ/NERUC DI RE Y 52 M

5% BRI AR L, R4 1 LVEFS A1 LVEF 3% F %
(P <0.05) T LVIDs 5 LVIDd @&, 25 % B4 1t
R (P<0.05), SHAIZEA L, MET 411 ICT 44
LVEF \LVFS #5¥5 7155 (P <0.05) , LVIDD #1 LVIDS #§
FRFEAR (P <0.05),ICT + CC #H LVEF ,LVFS #%A%,
LVIDD \LVIDS %5, 2 R Gt E L (P <0.05),
W1 K2,

F1 FHNBRONEELLE (x 5,0 =12)

20 31 LVEF/% LVFS/%  LVIDD/mm  LVIDS/mm
SRR 80.89 £2.18 50.30 £2.16 2.53 £0.17 1.36+0.19
BRI 68.92 +4.49°37.54 +3.14* 3.09 0.07* 2.02 +0.14*
MET 4 77.43 £1.5646.73 +1.13> 2.94 +0. 12" 1.78 +0.19"

ICTZ40l  76.44 £2.81°47.28 +1.60" 2.74 £0.12" 1.63 +0.04"
ICT+CC 4l 69.79 +2.02°42.71 £1.76° 3.09 £0.07° 2.01 +0.08¢

T SR, P <0.05; S RAIHH I, PP <0.05; 5 ICT 41
ML, P <0.05,

ICT4l ICT+CCH41L

U BAR AL I B o35 | 9 JE 200 i RN 21 440 Jf vt Vi
s, D LA EHES B o 55, 5 OICT 44 H,
ICT + CC Z/NEUAG O WU B AR A e F 72 d, K b JAE
I BT LA R WILET 2 DR 4 () o 3404 O ke o,

K3 A4/NEO IS HE 855 ( 400, 57 Sk 78 RAE AR )
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2.4 1CT X HeREHEC WL A3 /) B 0 T A% 52 )

TUNEL Je 45 5N 4 5o, 5% 8R4 AH Hb , 45
RUZH/INERC L S S B 51 5% I T4 Bt 35 4
o, 22 HGE# R (P <0.05) ; SEHILAH L, ICT 2
FIMET H—#F, /NG WU 08 T et />, 22 R 2
Giit2E L (P <0.05) ;5 ICT A L, ICT + CC 4/
SO LA B T S S e, 22 S B et X
(P<0.05), W32 K4,

TUNEL

DAPI

Merge

X 4

HERIA

MET#41

F2 BAMNBRODIBTER (2 +s,n=6)

4 5 T 4R 2L

X BRAL 1.26 +0.13
AL 10.19 £0.67°
MET #1 5.01 £0.26"
ICT 44 2.76 £0.31"
ICT + CC 21 7.29 £0.46°

T SRR, P <0.05; S RAIAA PP <0.05; 5 ICT 41
ML, P<0.05,

ICT#4 ICT+CC4

4 £4/NE L TUNEL Ze 8 ( x400)

2.5 ICT XMEEERE W5/ N BRUALIE 985 P15 )
5% R LA, B A I3 Y TNF — o (IL - 1B,
IL - 18 .CK — MB ,LDH 7K V-3 Lt X B2 5 3% T i, 25
SAEGIFE (P <0.05) ; SHERLAH L, ICT 4LA
MET £H IfL 75 H 49 TNF - o | IL - 18 [ IL — 18 I 2 [ AIK

(P<0.05),CK — MB HI LDH /K-t 47 FF F [, 22 57
B (P <0.05) ;15 ICT 414, 1ICT + CC 41
/NERIML T H A TNF — o IL — 1B IL - 18 .CK — MB I
LDH 7K B B b, Z R A% IH#E L (P <0.05),
W3,

*3 HFHEMNMNRMFEIL-18.IL - 18, TNF —a,CK - MB LDH 7K FHIZA (1 +5,n=4)

4151 IL - 1B/ ( pg/mL) IL - 18/ (pg/mL) TNF - o/ ( pg/mL) LDH/ (ng/mL) CK - MB/(ng/mL)
it B2 82.8526.15 25.63 +7.89 22.69 +2.31 189.91 £23.71 18.18 +2.71
PRERIZ] 155.02 £19.97¢ 110.16 =13. 23" 47.77 £2.43° 320.85 +33. 46" 34.43 +5.13°
MET 24 106. 11 £9.96" 77.31 £12.56" 34.92 +2.96" 233.93 £30.07" 24.18 +3.58"
ICT 41 110.42 +5.99" 73.93 +8.50" 34.61 £1.74" 223.77 £34.26" 23.46 £1.74°

ICT + CC 4 148.13 £11.27° 103.40 £5.98°¢ 41.76 +3.54° 305.05 +26. 68° 31.74 £2.04°

SRR M L, P <0.05 ; SHAIHA L " P <0.05; 5 ICT ZHM L ,°P <0.05,

2.6 1CT Xf/NERC JILZHZY NLRP3 1 IL - 18 25 1 (1)
FARF

BERIRW], 50 IRZEAR LE BRI ZH /N B O LA 21
NLRP3 FI IL - 1B s HRIL B E T, 2R A 507
(P <0.05) ;ICT LA MET 4.0 Wl£H 41 NLRP3

MIL - 1B MRIKFEM, ZRAFRITFEL(P<
0.05) ;5 ICT 40 148, ICT + CC 4 NLRP3 FIIL — 1814
LR WIG, ZRAGI A L (P <0.05) , 45 R W,
#4 K5,
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x4 FHPROHAL NLRPIIL-18 EH
RIEKE(x £5,n=4)

2H 5 NLRP3 IL-1B
X HEZH 6.26 +0.86 5.56+0.6
RETRIZ 11.36 +1.22° 8.60 +0.62°
MET 4H 8.40 +1.03" 6.67 £0.6"
ICT 41 8.12 +0.82" 6.95 £0.55"
ICT +CC 41 10.29 £0.93¢ 8.32+0.31°

T SXF IR 2P <0.05; SHERAM L, P <0.05; 5 ICT 4
I, P <0.05,

AMPK/AMPK B K i B2 T B, NLRP3 | ASC | Cleaved
Caspase — 1 .GSDMD — NT ,Cleaved 1L - 18 By IiE/KF
BRI 2R A GIEE L (P <0.05) ; SR A
I, ICT 45 MET A Y/ B0 LA 2L P - AMPK/
AMPK FU{8 B i F 55, NLRP3 | ASC , Cleaved Caspase — 1 .
GSDMD — NT Cleaved IL - 1B IR, ZFH 45
HFE (P <0.05) ;5 ICT 4HAH L, ICT + CC 49/
LD WL 21 b p — AMPK/AMPK [ {8 B & [ A%,
NLRP3 | ASC, Cleaved Caspase — 1, GSDMD - NT,

y [SSIN (N) 3 ET N g 3. ) N N
2.7 ICT X/NEGCHLAIZY AMPK/NLRP3 GEESART A Cleaved 1L - 1B £iA B ¥ FTF, 2R A4 %8 X
AR H R IB M (P<0.05), Z5RIFES,
SXTRAML, BARHNROMHAL T P -
NLRP3ZEH |
IL-1B&EH
xof HE 41 R MET#4 ICT4H ICT+CCH4L
&5 IHC K420/ LG UL Z NLRP3 L - 1B 2B PR IA KT ( x400)
*5 EHANROINELR AMPK/NLRP3 B EARIEKFELLER (x +5,n=5)
25 P - AMPK/AMPK NLRP3 GSDMD - NT ASC Cleaved Caspase — 1 Cleaved IL - 18
Xif B e 1.12 £0.03 0.80 £0.10 0.66 +0.31 0.78 +0.11 0.76 +0.10 0.53 +0.13
IR 2H 0.79 +0.12° 1.51 +0.16° 1.25 +0.27° 1.17 +0.20° 1.27 +0.28" 1.23 +0.31°
MET #H 0.96 0. 14" 1.25+0.10" 0.95 +0.27" 0.89 +0.12" 0.97 £0.11" 0.88 +0.13"
ICT 41 0.94 +0.18" 1.18 +0.12° 0.93 £0.22" 0.88 +0.08" 0.82 +0.14" 0.84 +0.11°
ICT + CC 4 0.69 +0.09¢ 1.42 +0.12¢ 1.20 +0.18¢ 1.10 £0.22° 1.17 £0.22°¢ 1.07 £0.11°¢

SRR, P <0.05 ; SHEAIHAH L PP <0.05; 5 ICT A ,°P <0.05,

3 itig

JH REAE 2 IR 5 A 1 4 B M RORE S IV 25 B A,
LT R O U A0 9 A 5 S TR B ot B R
AEVIIKRY FEIRBEFE T, ME R i 22 T 1 A
IS %) B A 43, LIPS AT L s R AL e B (1K) 4%
SN FIpE BT R 5 D O T R G, R WA REIOR
EEERFEF FEAM I MO LR i s
RRHY 8 B DRGSR T 20 B 118 Tl 1 A A — i s 1
S5 LPS J5i, i PR b i 2 3 0 JIE Wi i AT 9k 2
REAYISAR , O Hi s 2 B0 BRI, i 5 i 4 B A 3R
20 MED REASIN A BR, 7 5 LPS J5 i/ BRC IE T R
PR S IR ThBE S T, LVFS \LVEF g & &A%, &7
SR IHBEJT I, LVIDs \LVIDd S48 k| 20/ BLo ikl
R FNET IR DAY 2 2B B AP . HAh, OB S
HAVERG AR R D WL 4RI 21 4075 T A
SO A R 1 e 2 S 5 SRR — 5 R

TEAE /N BB R B S A ) 1 IR o LA A7 114 T 2
FHIE, e —P BT HUESE IR BEE 1A

FErP RS rh MeFEAE O U5 v] I 8 F oA
IR Wi UE” A IE T ML PR 3 SRR i D A
S, S ITER ) (i A5 3 ) 45 A5 BTt 38 B4 TP
AARKBARUNE, 2B IO 5 R MeREE A 5 3
TR IEAAN R AR I8, R e 51 &
LI, AR RE B2 LN, S E00 FHEE R E A
o RN — RGN EOE B P 25 Fe T BRIl
PR IR 50 B SC R AE , LRI, R H
HATFNEBH 500 SRS AR, DI, i AR T
AR B BT AR A ) R AR 7 1CT
VR N A P B B S 6 IR S B AT AR W), LA
VS G RE T RE PUE BRAN PR Kbt s B AR
UEHASE B AL A ICT BENE 25 5% i 027 i /)N B
RS EES] L IKERE bk N il DRl RV RO RN
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ARG A IS T A5 AR S BT 7 A B SRRE S
N o S PRA PR AR Y KA TICT B S
B SRR A TE - W LS AR s RIE W RS
R E AAEWIE AL, ICT REFEAR A 3h
ik P ZE R BRI AR AL AR, ok 38 b 25 1) e i 2 P o fig
F1,080 TR F (U IL - 1B . TNF — o) AY/K -, 14
T HRFTF IL - 10 B97KF, 2 GPER - ERK - NF -
kB {55530 %, T3 /0N T 240 L ) A A ML B Ak 4
Pk M2 B AR xS i aE LR PR R AR E g
i ZiEte RSN RN 74 0, RAEDLR
fE. TEARMIICH , BFRE RN AR 2 40 i A+
IL - 1B .IL - 18 F1 TNF — o /K F F [, $27% ICT n] i
o HHTRAE GO, R R T CK - MB #1
LDH 7K 380/0 70 LAR B IR T, $Em FE E A 2 T L
U I HERE S O LAY G B 2

UL LEARE K I s T MEREIE O LS 5 41 il
AR T PR AR TR BE Y RE N A R R R
Sl NLRP3 SAE/IMA (1) 385007 4500 A e 255 2 00 LB
il F RN 22— 4 A TR DA R ik e 2
PRI AR 2 PR, 18 17 75 A J 350 R 4 B 9 1 I gy
FHAIE AR P e T 201 HEAFSE, LPS REfE R
JH Toll BEAZ A (TLR ) #ili NLRP3 481k /IMA | DT finh %%
Caspase — 1, FEUAMML 3%, = E 1IL-18 5 1L - 18
ARG I ) ASHIF 9 LA 41 i T ) 6 4 T NL-
RP3 R M/IMA 0 53 F A, BT XT 0 LA 40 ik 75
PSR, 2840 LPS AAL 3 NLRP3 4 /MA %L
RN R R ASC R S AR, X
PE—2E T R Caspase — 1 PEATETUT, T HES)
GSDMD ()43~ GSDMD — NT, e 78 240 i | 7= Az
LR, BXEEEE S AR R L - 18 1L — 18 S5 R R 1%
YT, 3505 RO JUE 200 it il ) 8 IR 5 g 7 o ()
-t (A5 AN A 2R 1) 9 0 i g B Sk i B, A N
AR T W 3 M 4> T NLRP3 | ASC | Cleaved
Caspase — 1 Fll GSDMD — NT ) 3% ik, [A) Bt s 20 1
IL - 181 IL - 18 ARSI, B I, LPS 5| & (.0 WL 4H ffd
BT EAARE T, X —AERAUR S T 0 LA
LERY B SRR I ELE A VR A M B R T 2 IR E
TR R R MR AE O LR 403 1 T AR ML, A R0
G T JRAE S X 200 B () S ) A O LR A0 75 DA I

VR 40 i P BE AR S 1Y FE L4 7, AMPK th
FEJRE SR 7 i kR AR Y I JLAR AR g 3R
B, AMPK f{35fE X} NLRP3 41/ MA (1) 1% AL A BH 1
TR, D (42 46 DR A B O /0 ) AR 9 i
I AMPK 19 300 7 32E — 25 B E T A e B A O

U AR . SE e 45 R 7, AMPK 380 7 g %

DR LPS Y00, O B ICT fEA W5

T AMPK BUE R RAET . BRI ICT T

BERE TN SR AMPK B R ALK | B AR

T NLRP3 /MAELA K BT H SR, 15 AMPK 4

57 Compound C B-A# A ICT A0 F- 77 FH 9%

i, FECO I EE M — 2 T [, B NLRP3 ZAE/MA

BT R) TR B R A A T R BOO IR i

RS RIESE TR AR GRS S AMPK {553l i

Xf NLRP3 et/ IMAZEAT 45, DT e B B O L2

PRI, DL EBFSEES R 1CT Ja o7 e O L 48

HE TITERETERLE (B — S BRYE B A
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Mechanism of Icaritin in Improving Myocardial Injury in Septic Mice via
the AMPK/NLRP3 Pathway
SUN Fengxiao' , WANG Qingyan', ZHANG Jing', DONG Bo’
1. Shandong University of Traditional Chinese Medicine, Jinan 250013, China;
2. Provincial Hospital Affiliated to Shandong First Medical University, Jinan 250021, China

Abstract Objective: To explore the intervention mechanism of icaritin (ICT) on myocardial injury in sepsis. Methods:
Mice were divided into control group, model group, AMPK activator (MET) group, icaritin( ICT) group and icaritin +
AMPK inhibitor compound C (ICT + CC) group, with 12 mice in each group. Except for the control group, the other
mice were intraperitoneally injected with LPS. ICT group was intraperitoneally injected with ICT 30 minutes before
modeling, and ICT + CC group was injected with AMPK inhibitor Compound C at the same time. After 24 hours of
modeling, cardiac function, myocardial pathological changes, AMPK pathway and pyroptosis — related protein
expression, serum inflammatory factors and myocardial injury markers were detected. Results: The intervention of ICT
and AMPK activators significantly improved the survival rate of mice, increased cardiac LVEF and LVFS, and decreased
LVIDD and LVIDS. Tissue damage was reduced and inflammatory cell infiltration was reduced. The levels of serum
TNF - o, IL-18, IL-18, CK — MB and LDH were decreased. The ratio of p — AMPK/AMPK was increased, and the
expression of NLRP3, ASC, Cleaved Caspase — 1, GSDMD — NT and Cleaved IL - 1 was decreased (P <0.05).
Compound C could reverse the improvement effect of ICT on myocardial injury, increase inflammation index and
pyroptosis protein expression (P <0.05). Conclusion: ICT can improve myocardial injury and inflammatory response in
sepsis mice, and its mechanism may be related to the activation of AMPK to inhibit pyroptosis mediated by NLRP3
signaling pathway.
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