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[(HWZE] B AR PHE L7 (DLXF )X i i i O WURESE K BRC B RE 19 WA T P o 75 3K <3 S50 2R JH & 1R 1l ek i
I 8 JEI AL £ = M I A A BT AT AS T R S 5 LA R L0 JIUAE BT A A, 25 0 DLXF IR it (1.108 g-kg'-d™) i ¥
(2217 g-kg'-d")4 A5 , W% DLXF X K BURLE .0 JTE 8 B0 5200, 8 7 0 21 BT 480 T 8 A8 4k, 55 B0 2 4G 25 17 A0 O IEJE 25 48
b, Bl 2 OB OB I I BUAR R 8 L5 1 R AR A5 65 0, 1L 37 A6 Ak S I AR R (TC)  H 3 = T8R (TG ) 55 DG4 1l B 48 L 2
20 j A 2 (IL)-18 . 1L-6 2 5 A i 3 491 K 7 7 (N T-proBNP) i 98 YR 58 H F -o( TNF-a ) 45 411 g 4 35 PR 19 28 Ak, 43 591 R FH 52 i)
P o B A Wl 4 5 R L (Real-time PCR) FIT K 14 4 3 B35 2 (Western blot) A6 I 2R 6 2 A 11 98 17 55 022 04 4% R 22 1 IR F 1
(Epacl) H AR B 25 26 %P3 8 2 1 (VDAC1) \NOD #E 37 {4 2 1 3(NLRP3) it K 25 1 /i (Caspase )-9 , Caspase-3 F ik
L. G5 R :DLXF A KA EIRS A el s . B0 E4 R IR, 5HB AL %, & R i 4 420 = 55 15> # (LVEF)
70 28 4 i 4 45 %5 (LVES ) 34 1. 38 T 85 (P<0.01) , £ 7 it 20 LVIDA . LVIDs 4 . F FE AR (P<0.01) o Bl 253806 BIRE 1 7% i 4% 45
SR, 5 E R 2 LA, v MG I RE R Y 26 50 1 O D R AIG (P<0.05) 5 5B R 4 L &, 4% 45 2 2 K B W R I L O R I 3
(P<0.01), IfLE AL 2h 50 Bon , SRR I 4, DLXF K F 41 TC . TG W & T [ (P<0.05) , & 5l i 40 TG W & F % (P<0.05,
P<0.01), # 7 # 4 HDL-C /K ¥ 8] & F 5 (P<0.05,P<0.01) . 4 841 VLDL /K i 2 T B (P<0.01) , DLXF ) 7 2 41045 )
g & 19 0 [ B2 (LDL-C) /K °F 2 3% T [ (P<0.01) . ELSA %53 W1, 515 & 41 b 4, &5 B8 1fn iE #5580 4 1L-18.1L-6 . TNF-« .
NT-proBNP /K - & 2 T 17 (P<0.01) ; 5 452 8 41 11 % , DLXF 4% 5 2 41 K B i 3 ' IL-18. IL-6 . TNF-a B & T % (P<0.05,
P<0.01), H 4511 40 NT-proBNP 2 & B (P<0.01) . 212U B2 245 L WK, S 4] L4, DLXF 4.0 WLZ5 #8203 |, £F 4k ik 5
AL, RV E A I RS AR IR . ORI A R R, ST AL LA, A5 45 25 AL 0 LA R 2 R R LR AT A HER A
v, HZRRLIAHED st A5 R0 o O LA B T 85 2R o, SR R AL A, B ILRE AR B 20 JUL AR PR HE B 25 L AR R 0 1
YA S HICTE A3, JR T A M AR 22, SRS A LY A, 25 Ak BBCLE AN R R B O 4 RO T A MR A R A kAR A YR T s b
Real-time PCR . Western blot 2% 5 & 7~ , 58I 40 [ 45, 45 25 2541 Epacl .VDAC1 ,NLRP3  Caspase-9 . Caspase-3 4 ¢ & /) 1k
W & B 1K (P<0.05, P<0.01) . %518 : DLXF BE % W i o 35 = R 100 RE O IUATE 6 J5 R B0 IR 2, H: 4 T WL ) 7T 6k 3 3 Epacl/
VDAC1/NLRP3/Caspase {5 5 3 % ot 25 2 b 142 25 44 A T R , 300 36 ¢ i SN, M T o8 00 T i
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[ Abstract]

function associated with myocardial infarction (MI) in hyperlipidemic rats. Methods: The hyperlipidemia model was established

Objective: To investigate the improvement effect and mechanism of Danlianxin Formula (DLXF) on cardiac

by feeding rats a high-fat diet for 8 weeks, followed by the MI modeling induced by ligating the left anterior descending coronary
artery. After 4 weeks of gavage administration of DLXF at low (1.108 g+-kg"'+-d"') and high (2.217 g-kg"'+-d") doses, the following
assessments were conducted: observation of physical signs and heart index, echocardiography for cardiac function,
histopathological examination for cardiac morphology, laser speckle contrast imaging for mesenteric microvascular perfusion,
serum biochemical tests for key lipid parameters such as total cholesterol (TC) and triglycerides (TG) , as well as inflammatory
cytokines including interleukin-18 (IL-18) , IL-6, N-terminal pro-brain natriuretic peptide (NT-proBNP) , and tumor necrosis
(INF-a) ,

exchange factor 1 (Epacl), voltage-dependent anion channel 1 (VDAC1), NOD-like receptor thermal protein domain associated

factor- « and Real-time PCR and Western blot analysis for the expression of cAMP-regulated guanine nucleotide
protein 3 (NLRP3), cysteinyl aspartate-specific proteinase (Caspase)-9, and caspase-3. Results: The survival status of rats was
generally improved in the DLXF group. Echocardiography revealed that compared with the model group, the high-dose DLXF
group exhibited increased left ventricular ejection fraction (LVEF) and left ventricular short-axis shortening fraction (LVFS) ,
while both DLXF groups showed reduced left ventricular internal diameter at end-diastole (LVIDd) and left ventricular internal
diameter at end-systole (LVIDs) (P<0.01). Dynamic laser speckle flow imaging revealed reduced blood flow in the hyperlipidemia
model group compared with the normal group (P<0.05). Compared with that in the model group, mesenteric blood flow was
increased in all drug treatment groups (P<0.01). Serum biochemical test results showed that compared with those in the model
group, both TC and TG levels were decreased in the low-dose DLXF group (P<0.05), and the TG level was decreased in the high-
dose group (P<0.05, P<0.01). Both DLXF groups showed elevated high-density lipoprotein cholesterol (HDL-C) levels ( P<0.05,
P<0.01) and declined very low-density lipoprotein (VLDL) levels (P<0.01), and the high-dose DLXF group exhibited a decreased
low-density lipoprotein cholesterol (LDL-C) level (P<0.01). ELISA results showed that compared with those in the normal group,
the IL-18, IL-6, TNF-a, and NT-proBNP levels were elevated in the hyperlipidemia model group (P<0.01). Compared with the
model group, both DLXF groups showed a declining trend in serum IL-18, IL-6, and TNF-a levels (P<0.05, P<0.01) and reduced
NT-proBNP levels (P<0.01). Histopathological findings revealed improved myocardial structure, regular fiber arrangement,
reduced inflammatory infiltration, and diminished collagen proliferation in DLXF groups compared with the model group.
Ultrastructural analysis of mitochondria demonstrated well-organized myocardial cell structure, orderly myofibrillar arrangement,
and improved mitochondrial alignment with clear structure in DLXF groups compared with the model group. Myocardial cell
apoptosis analysis revealed disordered cell arrangement and scattered brown apoptotic cells in the hyperlipidemia model group, with
a higher number of apoptotic cells than the sham operation group. Compared with the model group, DLXF groups exhibited
scattered apoptosis of varying degrees, altered cell morphology, and reduced apoptosis. Real-time PCR and Western blot results
indicated that compared with the model group, DLXF downregulated the protein levels of Epacl, VDACI1, NLRP3, Caspase-9,
and Caspase-3 (P<0.05, P<0.01). Conclusion: DLXF can modulate the Epacl/VDACI1/NLRP3/Caspase signaling pathway to
improve the mitochondrial structure and function and suppress inflammation, thereby enhancing cardiac function in myocardial
infarction (MI) in hyperlipidemic rats.
[Keywords] Danlianxin Formula; myocardial infarction; hyperlipidemia; mitochondria; energy metabolism
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A3 F 22 i 2 O (8 3% R IR ) & (OFF S 100 A 8 mi
Ko AITUFESRE TG MALR ; 8% N B IERIE
Ko ANZ KA U, B2 B ARIR AR, R AT L =
LB IR AR R AR RO AN ik . &
JrE A L TR, 2 A S I T R IR 2
T, A X 1V e i I O WUAE B J5 < R I 9% L 9%
IEEET RO PIL . AT S BROUE S H R B O
EHM L EAE HL A 3F MIAY & 248 B R R | H2
3 A FRE S B R EAE A B R, R
Tk — 20 5 U DLXF X & B8 i 4E O LR FE K B iR
97 RO B AE AL, AR 9% R F S IR IR R 4
56 2R 2 ok A 1T R S S LR R I IR 2 G 1 R BB
A WEE 45 7 DLXF(1.108.2.217 g-kg'-d")4 il )5,
RGP DLXF X0 D) 68 LR R AE 7 B0 Ik 2
FA B 5 ), R A FR I T H A 3l [ OG5 oy ik
AT R A A

1 ##

1.1 zh¥ SPF 4 SD K RUIE 80 H, f& i &=
170~200 g, 4304 [ 4t 5% 4t 38 ) 42 52 5 3h ) £ AR A R
N B A AR AIE S SCXK(5T)2021-0006, 7 AT HIE
5 SYXK(3)2021-0017., K BL7E [ o B B2 B
rh 2 ik B0 0 B 9% BT SPF 24 3h W B vh k4T 43 8 4
I BEE 4 H TR AR FRAE 20~25 °C , A X 40%~
60% , % 1 12 h HOGA 12 h s A9 30, A i gk & ik
K, R BRGE B MR SR S d R R IR S5 .

1.2 o MRAZLTPEPERER ZIE
Bt 5 5% 2 W 18 3 2 51 23 it i (IACUC-GAMH-
2024-020) .

1.3 X% ALC-V8SEU/NSh ML (b g R B
B MR A R T s AMS B JBR B ML (b 527
AR IR B A BR S 7))  TE412-L Ry 1 KO (f [
Sartorius 23 7 ) ; Vevo 3100 B /Nsh ¥ #8 75 18 R G
(iIn %= K Visual Sonics 2\ ) ) ; MoorFLPI-2 1 # 5 H}
BE IR 15 & 48 (4 [E Moor Instruments 23 7 ) ;
SHZ-88A R H il % 37 7K 1 iy (73 M 3G e L0 485 A
B2\ 7)) ; MULTISKAN MK3 %! 4> [ ) £ ) fiE i b
% . Wellwash Versa %I & #i #1L ( 3¢ [E Thermo Fisher
Scientific 2% 7 ) ; 5418R %! & 3 i 85 .0 AL (i [
Eppendorf /8 A ) ; TDL-5-A i & F 25,0 #L ( L iy 42 55
BEEALAR ) 5 UV-2000 #9553 5656 B 11 (_F g 35 42 R
FAL# A R 7)) NAS-99 A8 fif 2 43 % ot i 3
(N3G A AE W B A FR 2 7] ) s HistoCore Arcadia H
A4 ) 20 440 R ML HistoCore Pegasus Y 4= #) 2 41
Jii§ /K Ml . HistoCore ULTICUT &l 4= [ 5 7 5 41) K- #L

STS020 %! [ #h 4L AL .CV5030 %L [ s &f - HL (1 [
Leica 2\ 7 ) ; KF-PRO-020 1 7% 5t 1 i 4 (7 P v =
A=W F) ) s H-7650 AL 3% S H - W0 ( HAS H L A
F) ) ; StepOne Plus 8 52 B 5% ) i 12 R A il 4 =X 5 7
(Real-time PCR) ¥ ( 3% [/ ABI 2\ &) ; MH-1 %4 3 7
P35 2% QU 17 17 FLMR DL R A2 1 385 A PR A\ ) ; Mini-
PROTEAN Tetra % T Ff Hi Jk f§ . T100 %I # & PCR
{% .Mini Trans-Blot %I }& % % £ {Y . PowerPac HC %!
5 FB VAL R Pk A HE PR L Universal Hood T %Y B¢ i % 4%
# 4t (3¢ |8 Bio-Rad /& ] ) ; Tanon-5200 Il £k %% & St
AR RS (L RAeRHE A BRA ") o Hofh 46 By ik
AL 45 : DH-4000A %Y Hy FIIH IR 15 55 40 (R HEZ8 e
1 2% 4 BR 2 | ) 5 AF-103AS %I i vk AL ( 25 H
Scotsman 2\ 7 ) ; DW-86L588 I M Ik 1 vk 465 (35 1 i
IR BT ey A PR A D .
1.4 245K DLXFH IS EiE L LEE A
Z A AR A REE =B SR 2G4 N, & 2
MAL T BN T FF2(20.8%) (B KR (20.8%) AR AT
(16.7%) . A K % (13.9%) . N 2 (8.3%) k¥ &
(8.3%) . ¥ % (6.9%) . = £ (4.2%) . L5 fir A
DLXF Bt J5 R R W 7 o [ i R R 2 B ) & 1] R
B, B Pa NI sk 2k B R R A R AR AT, &
M-S R EERE TGS EOT S (S
21090351, J} B iR B 37 mg-g') . ¥ % (#t 5
21090055, /) B i 184.1 mg-g') L F B (H#t 5
21100305) . A& (#t 5 21070221, A 2 & H Rg, Al
Re Bt 7.1 mg-g', AZ 21 Rb, 142 mg-g"') AT
(#t520120006, A7 245 1F 28.8 mg-g') . K & (4t =
21100314, B AR £ 223 mg-g') . W K % (M 5
21100451, #4 F % 4 66 mg-g') . = L (#t 5
2110115, A 2 & #f Rg,.Rb, 5 = L & f R, &1 &
759 mg-g"').

Sy &7 A VT 85 R (B 7 R R 24500 A RS L
2y 1EF HI20160545 , LK 10 mgx7 F/£0) 5 95
5 R B (AR AL 25 48 A B i Ok A i A R S AR A H]
255 030201248) 5 5 FUbE (Hi IR 18 A= 4w BB A
AR B 25 A 7R UE T 15198BA4079B 5 ) ; Ifil A
A 38 70 £ I EE(TC) CH I = ER (TG) AR %
I & (A BB A B (LDL-C) | & % J¥ g & 1 0 [
(HDL-C) ( 22 B A= W BH L ety A BR 2 W), 585 43 il
49230525101 ,230424202,230525101,230530101) ;
KB OE 4 A ZE (IL) -18. b 8 3K 8 I T - «
(TNF-a) . IL-6 fiff 5k % 5 W FfF I 22 32: (ELISA) i 7l
SORMBEEYRHEARAA,HS 55 N

. 3 .
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R230609-007b . R230609-102b, R230609-003b) ; K
B 2 56 K vify 1 41 JIK 1 44 (NT-proBNP) ELISA 7l &
(B 3 B 8 A= W) B A IR A i S
UXO44HXT2482) . P4 Je il . 78 K & . DM
(Masson) — & Je % (BRG DL R AW R AR AR A
w543 5 814111.,20220302 . BA4079B) ; 431k
WAL T ks bR A= W 24 0l 4 TR I A5 PR A AL it 5
130705) ;3R W W (At 5t 5 & 1 A= MR A R A
AL 714121) 5 ToK OB L 2R 95% L BE L 75%
W () 2 4 P 200 8 0y A BR 28 AL S 43 i R
100092683 . 10023428, 20210304, 20200323) ; fill {k
HEER (e W DAL ARAA, S
20221105) ; W R 5 22 v il (PBS, BN FE 4 R A= W FF
AR LS G4202) ;0.9% S 1k 88 73 5 i (1E
T U 245k ey A BR A W], 4145 Y2107192W) 54%
HA QM EW (I REFREARAR S
PL110) ; 40 B 3 1= J5 7 A o 5% % B b ic 46
(TUNEL )5 & (16 38 = RAEY AR B A A
ALt 5 090222230317) ; TRIzol( 3 [H Invitrogen 2%
Al L4t 5 15596-018) \HiFiScript cDNA & — 4% & 1}
7] & . UltraSYBR Mixture( fg M it 2820 A, 58 543
S CW2569,.CW2602) ; 14 58 k27 & St vk (ECL) fk
FRER A & (EREBEE LA, M-S
WBKLS0500) ; #t 4 Epacl. il i VDACI. f 4%
NLRP3 . [ $iL Caspase-3 . [ ¥t Caspase-9 . B 4l Jifd ik [
J8 -2(Bcl-2) \Bel-2 A1 3¢ X & [ (Bax) — 1 (I =
Ji&E AW ER A R A FL S 4 5 O 14632-1-AP
66345-1-1G, 27458-1-AP., 66470-2-Ig. 66169-1-Ig.
68403-I-Ig. 60267-1-Ig) ; H il B -3- #f iR i & B
(GAPDH) —#i (£ CST A7 L, #t5 5174) ; A i
A6 ) G (HRP) - 1L 2F 91 /st Bl sk B 11 G
(1gG) — Pt (1 Jackson 24 Al , it 5 115-035-003) .
2 Fik
2.1 Shys
211 EAERRER B 80 H SD K R i 47 k¥
5 d 1 R P R S 3 I A S A v ARDRL O i IR
HA R AR TR 2 5516 5% 2 0 3 KUK 0
R4, IR EEE . 5 dEM g RE % KR
BE ML S 2, B I 20 R v B I RE B R 4 . IR
A0 A 8 HUR R, 4y 72 HOK B K v IR I A AR Y
4. PRIE R RAR K T4 58 2 L 1 #4457 3 58 1A
BE, AL T e N8R 21% g 197 F10.15% JIH % B3 )
PEAT W SR o M ARk b [ B R 2 B IS A S 0
rh 48 A (I B G T 438 ) 48 5256 3 ) BOR A B
. 4 .

AT E IR (175 H10141) 18 T Jb 5 2 B e 2k
YIRS A BR A L, B 19.5% B . 34.1% A . 20%
FTC K 53 1 0.15% FH [ st 25 1%

S R BR A R BT A BB 3 d AT — O E O
0 SRR G HOHE . AESE 8 A, 3E i KRR DK AT R
I, 28I A A [ B (TC) H i =g (TG) AR %5 BE R
A IR B (LDL-C ) 5 1F 7 % BA L4 3 M T
Jei , BB T ST 8 K A T 1 v R I A BB
2,12 0 WUEESE K BB & AR R R B AL )
Je ', B2 AR A AR i ST R R I 2t O L
FEHE R BRI i i i A BRUB 7R e T I, & 4L K
B TEE R Bl Jok 22 i e S, 28 I 57 R g I E O JILARE SE
BRSSO 80 FEL IS, e 82 W T S 360 L
B, LAt AR 2 ok 28 L5 BP0 3 30 i B 780 2k 0 L
I 0 H P B 285 T A28 AR Sy 3 R R ) 1) L A R
FERIMALEE : QRS W HIIL A& S SR M1 & 3
o BPE QU L DA KT A AR IR BN B A . MR, T
TEROARA T IR W SR, WL 25 4L 26 DU X S0 L
PR 0 R TR S A O R [ R O HL
APENUE 5 R IR WS A O R i R )
2.2 PR T O WA BRI KA
15 249 35 18 A i O LA B8 R B (o0 JULARE 6 K BRLASE
T3 2 24 50% ) Bl AL 43 A e i I E 4SS TR 40 B &
He Al 7T 45 44 (0.45 mg-kg') , DLXF A% . i #) 41
(1.108.2.217 g-kg") , i L IE#H 4 (8 H) K= IR F
RA(7TH) e odl . 40k w5 kDY B 871K
7T 85 R 2H 45 25 70 4 R 70 ke N B Y 45 k)
01045 mg-kg'; [A] ¥, DLXF {5 41 b A Y
SRR BRI 1,108 g- kg i 5 B 4 Ry BN 45 50
B2, B 2217 gokg's K SLE Y B2 E S
4 B4y 2GR 10 mL-kg!, B H 1R, 52
B 259 R 1 0.5% R HY 35 2 4k 22 0 /K 1 I o) B 0
o 1EH 4L IR R B AL A | I R T R 4L [ A
T H SRR
2.3 FEbREE I
2.3.1  IRAE LS H 25 1022 9 i 5% 4% 41 K R
() — FBETE 20 RS HOIR S X A B 85 A4 8 B L MR
EOLEE R UOKE R/ME AR 5 5515 O
2.3.2 /NS BIEBACK I R LG RE 45 Al sh
B 28 dJF , 25 RS K 12 h, SRS BRI L % 52 56
R FRUM R DX A7 5 R A B K S A B A R R LA
FMAL [ T % R A 6 30470 0 5 A .
it I A 2 R G HOHE S I 30 B JE I O 1
{8, Ji§ Vero Strain Sofware 3% {473 #7 4% B0 -
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2.3.3 B A BOGECHE M AR R GO 5 R R
M1 B B R I R B A R I R DY
TR L, & B W IR IE R R DI 2~3 em, 4T HF K R
JE i, B 2 g [l R A [l g B R A P R R
FMEE L RO HBOBE R AS A E X A T, 0 ) 1A
R 3R S, 18 5% 1 min N A9 S 2 i 4 AL, A
moorFLPI-2 measurement V3.0 Z 5 &b FE 44 gk 47 1
A5, Xt 4% 20 K B 3t 2 R A7 % B 23 AT o

2.3.4 LA ACIE AR I S kL, %= R
T E 1~2 h 5, & o# O P E O 15 min
(3 000 remin”, & .0E 2 10 cm, X0 S1 4N
1 000%xg) , /Ny W B b 35 Y, 8 1005 VR A7 L 36 T %2 1)
BE B K 56 B AR I TC . TG 45 56 8 1 I8 98 4%
NT-proBNP %5 0> F7 323 45 4% , IL-6 . TNF-a . [L-18 %
RN F AR

235 HARE-FLAHE) A KEMKEG, BE
B O EIE 8122 F 4% Z R B P 24 he &3t
J K A AL P R R K TR Ak BE S IR R
Yeft, 6 min, ¥ K #h U6, T 1% bR - 2 o 1k L 7 K
e, 0.6% ZKIR K, hPE. DFLLGL A 3 min J5 , #F
RZ MK 2R A shE A dLE A
WEE I 10 s A AL DX O LA 2L T A A28 Ak .

2.3.6 Masson 4t JFRAF KBS , 103 f7# 00 fE I
il A k) o B R g Bk oKtk (Masson A & i
)5, F 65 °C Masson A TAEW P F 30 min, I
KPR R AR 2. HE S U] A Masson B/C iR
A WG 1 min, FLOK 0L, FEE 1% Eh IR - £ I 44k
291 min EANMAZ KB T IR K . b JE KUk )
+,Masson D & 4% %, 6 min, I T )5 7% A Masson E &
1 min, 57 BP 5% A i #4 (65 °C ) 19 Masson F ¥k B 3 g4
,(2~30's) , ANZEIK P HH AT 6T 1% VK R B
R (45 8 s) o He i YR IR G 6 2 TE oK (5
10,30 s) . iF T B (30 s,2 min) il 7k , — B % (%
5 min) i B, oA RS B R, T EE OB T W SR
i,

237 LA M HE AR B mm® K RO LA
41,25 2.5% 1% B E 24 h PBSEEVE 35, 1%
IR [ 5 1.5 h IF R PBS I35 ; Bl 5 R Ik & B0 1 2
2 (50%.70% . 80% .90% . 100%) B 7K (4% 10 min) .
PN Hi 375 B (2% 10 min) , PR 28 I Bl « PR AR AR (10 1) f&
AR A A IR B (2 ) F U RE B
WY R ALY E 70 nm V) R, 48 T R Bl A F A% R 4 WL
YA (45 30 min) , TiF G AL S AR N OULE AT IE
2.3.8 TUNEL A LA MM T BREE R RS

FF Mg B , 28 PBS #h k5 DL 4% £ 5 H RS [ 52 24 h,
WM K AWM IFY . W& ZH R
(2x10 min) i % | B 5 38 i — 5 50 ok B2 356 0 1 & B
(FL45 oK Z B 5 min, 90% £ F5 2 min A1 70% Z,
2 min) #4178 K M 75 1K B Pk JS L 3 in 20 mg- L
DNase-free 75 1 /iff K(37 °C,20 min) ,PBS /= ¥k 3 K .
Bl J DA 3k S A ) g B P VR = I R 20 min K IE N
TRt , PBS I Uk 3k o #2127 & U B G 1) A 0 A
IC YR, T i TUNEL A9 ¢ 37 °C 3kt 6 i & 60 min,
PBSEPE 3 W, A 5 WA I,

2.3.9 Real-time PCR #& | .0> L 41 %! Epacl .
VDAC1 ,NLRP3, Caspase-9 , Caspase-3 f{) mRNA 3
RS BOR B LA 2L 50 mg, AT 5 m A
TRIzol 1 mL %4 fi# , = IR # ¥ 5 min; Il — & H k¢
200 pLZ % i E ,4 °C 12 000 r-min™ B> 15 min; B
550 pL b3, A R B = N BE U UE (- 20 °C
20 min) , .0 5 AT 75% B 1 mL 2R %, BT 5
W T KRR K 30 uLo HURNA 2 pL i 5E ik
(NAS-99) I HL Ik (1.2% S5t 5 WH 58S ) o e 38 551 13 11
Bt il 06 %% S K & &% B RNA | Primer Mix, dNTP,
5xg DNA Master Mix, 70 °C VK I& J5 , il A 5xRT
Buffer. DTT . HiFiScript M-MLV, 42 °C 50 min )
85 °C 15 min 5 & cDNA, Real-time PCR JZ W & %
(20 pL/& ) 4% R B H, B JF : 95 °C 10 min FAE 1 ;
40 1 3£ (95 °C 10 s, 60°C 60s) ; % il ith 2k By B
(95°C 155,60 °C 155,95°C 155s)., Kiilll VDACI,
NLRP3 Caspase-9 ,Caspase-3 mRNA ik (2223 ),
19 B 6T R A W BB R A A BR A R A R, P A
W1,

2.3.10 H AR L (Western blot) #i ] Epacl .
VDACI1 ,NLRP3, Caspase-9 ., Caspase-3 f¥J # [ % ik
oL B B e O AT B0 3 2 X 21 24, T R WF B it
My AT B 1 2R T, UKVE IR 3 24 (43 10 min
JH 2N 3% 30 s, A 4 YK ), 4 °C 13 000 r-min™ & .0>
1 min, BU_F 35 70 %€ T-80 °CH- A7 . ARG H AR H 4>
T P 7 3 R o R TR N - 2R TN U T e
Ji2 B3 Uk (SDS-PAGE) fii¢ , I+ ¥ 45 5 2 1 A i B il
Marker, 80 V HL Ik 2 2547 FE 46, 120 V HL K 2 VR B
SAE S . 1AL (250 mA TH R, I 0] 4% 43 - &
#% 10~30 kDa, 30~40 min; 30~100 kDa, 50~70 min;
100~200 kDa, 90~120 min) . F i —- % £ /4 (PVDF)
B 28 5% Mi s 5 4 2 il B A 1~2 h, TBST WE S, 40
S FH AR R 19— L 4 CWEF 8. r FH— Bt SO AR
FE L] 40 R : Epacl (48 1:1 000) . VDACT ( FLE

. 5 .
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Table 1 Primer sequences
GL7] JF30(5-3") KB /bp
Epacl it GAGGTGCAGGACTCTGGTTCA 76

Fiif CTCGCTGGCTCCTGTGAATAC
VDACI |3 ATGAAATAGCTTCCAGGTTGTCC 119
T AAACTGCTAAAAATAGTGGTGCG
NLRP3 |37 CCTGTGTGGGAACAAGTATGC 115
T CAGGTCACCAAGAGGGAACAA
Caspase-9 |- lf AATACCTGGATCTGGACTGCGT 176
T TAGGAAGAGCAAAGTGAGGGTG
Caspase-3  ["}lf TGCTCCAGGCTTCCTTAATCAT 209
Tif TGAGTTCCTTCCTTTCTTTGTGC
GAPDH -9 TGAAGCTCATTTCCTGGTATGAC 138

T GGCCTCTCTCTTGCTCTCAGTA

1:1000) NLRP3 (4 1:1 000) . Caspase-3 ( Fl I
1:2 000) .Caspase-9( I 1: 10 000) .GAPDH ( fl i
1:20000), TBST¥EME, = iR H — 40 1 h, TBST B
[, BCL k2 kot 1 5% W (BLIC ) s ' 7 25 5 1, R
AL 2R KA S Tmage T4 W7 84 -

2.4 GEiteEsrbr AWK SPSS 26.0 98 kAt
TTRAE S T AR B, SE B B 5 LA x + s I U 8. 4R
22 5 53 BT MCHIE B8 A0 28 AU 43 S Sk FH B PRV R O 22 40 B
(One-Way ANOVA) gl il 37 FE A ¢ K 56 7 ik b A7 e 1t
SAbP DL P<0.0S R ERBASITFE L YT
AFFE RS 73 A B R AR S BOG 39 07

3 &R

3.1 EARMAE K BRI AL ST 0 A AFSY DLXF
XoF 151 i ILE O LR B8 K B JUE 2 18 9 52 il 5% 1 8
AN, AR ARKRAE T 8 H B K ERSE, NIEH
21 55 755 Mg A A 2 43 53 Bl AL AR I 4 R B, R R Dk R
I & TC . TG .LDL-C /K F, 5 IF % 4l lh # , TC .
TG.LDL-C /K ¥ B & F+ &5 (P<0.05, P<0.01) , 3 B}
RN, W2,

F2 BHE MK R MBS AR LIRS R (rts,n=4)

Table 2 Lipid parameters in hyperlipidemic rat model (x+s,n=4)

TT45 4 S DLXF % 7 & 21 K B4R 259097 5, & 4
A A AR TE W 0 e o A s i AR AR T R 2 B v i
ML A A 2 DA Bl AR T 9 A bR, % 2 R LA o R
teERIGIHFE L, WER3., HEWELER, &
JOi I A4S 7R 21 R R ) 22 PN AR R B A Bl B
HAT UL iy DR W T AR 2 MR B i Y £ TR
WA o JCHAL S A O A

*3 DLXFXB/AEMEDCINELKBREREMNHI (F+s,n=6)
Table 3 Effect of DLXF on body weight in hyperlipidemic rats

with myocardial infarction (x+s,n=6) g

ik
415 . Ji 0/ 2J 4Ji

mmol- L'
215 TC TG LDL-C
EH 4 1.3740.15 0.61+0.11 0.48+0.11
2 i I E 4 1.91+0.05% 1.08+0.16% 0.69+0.07"

5 IE W4 P<0.05,7 P<0.01
3.2 DLXF X & i i o o0 WILATE B8 K B — i 1 ol Fn
BT E R R R A AR R A [ AR
FERS P22 BE AT BB B PG O o B BT AR Al
. 6 .

I
e M oA 5 T AR 41
o5 I LA A5 7 2

B &7 A TT 45 41 0.000 45 493.24+61.18484.51+£56.77458.82+84.59

449.76+41.62482.48+64.97472.38+54.13
509.71+41.17498.55+79.66534.30+57.11
518.80+53.40510.60+79.41549.81+89.04
DLXFALHFHE4  1.108  511.75+23.87483.33+44.89478.57+44 .41

DLXFEFIH4 2217  479.88+35.77460.70+74.06413.49+87.43

3.3 DLXF X¥ /= g I AE O AILAE 58 K B0 T BE 1Y 5%
e 5 OE R 2 LR ER e A ILAE A A 21 K B Y LVEF
FLVFS & 2% B (P<0.01) , LVIDd I LVIDs I
HR(P<0.01) ; 5 /& B 15 A5 B 41 L%, DLXF & 55
i 41 K BB LVEF fl LVFS & 2 JF &5 (P<0.01) ,
LVIDd . LVIDs & 2 8 /N (P<0.01) , DLXF {I% 5 &t 21
K LVEF & % J+ & (P<0.01),LVIDd . LVIDs I} %
W/N(P<0.01). WLIE1 .34,

TE: AVIE R 2 5 B i IR MLAE R T AR 45 C i i SE A5 40 5 D. B
AP AT 45 4 E.DLXF A7) 5k 41 s FDLXF 78 1) 4k 41 (&1 2-&1 6 [7])
B 1 DLXFXXRDOIAERRMm
Fig. 1 Effect of DLXF on cardiac function of rat infarction

3.4 BN WOLHRE A B &R G980 LR I 5
g S5OEE A H R, N A A R 2 i AR L 3
W 4 B AR (P<0.05) 5 55 /55 i 100 AE A Y 24 Lb A8, 4% 43
25 41K B & B i 8 3 B i (P<0.01) . W
Kl2.%5.
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#4 DLXF X SAEMECAET KR OIhBERI M (x£s5,n=6)
Table 4 Effect of DLXF on cardiac function in hyperlipidemic rats with myocardial infarction (x+s,n=6) %
21 5 /g kg LVEF LVFS LVIDd LVIDs

EHA 72.80+2.26 53.28+7.34 7.87£0.77 4.530.18
1o M I A1 T A 4L 85.67+1.30% 49.2+5.14Y 7.3240.25% 4.35+0.26"
1R L A 75 4 55.15+7.06% 30.42+4.90% 10.49+0.50% 8.07+0.44%
B &7 A AT R AL 0.000 45 74.67+3.52% 44.9+3.24Y 7.87+0.69" 4.22+0.23"
DLXF Il & 41 1.108 71.15+2.45Y 38.79+5.65 7.83+0.40" 4.4240.527
DLXEF & 7 41 2217 77.98+4.01% 48.16%3.79Y 8.00+0.60" 4.48+0.80"

SRR A HA VU P<0.05,2P<0.01 ;45 5 1 AR5 B 40 4% P<0.05,% P<0.01( 4 4-% 10 7))

2 KRR R 2R BRI A B 5K & B i E AR
Fig. 2

Laser Doppler perfusion imaging of rat mesenteric blood

flow

#5 DLXFXEENECMERERRBRRLTEMNZ M (X5,
n=6)
Table 5 Effect of DLXF on mesenteric blood flow in

hyperlipidemic rats with myocardial infarction (x+s,n=6)

4150 /g kg AT ML 3
1E 4 1.00+0.17
o 1 ULE fi T AR 2 0.82+0.06
o R LA A 24 0.85+0.09"
T 7 HALTT 85 4 0.000 45 1.09+0.13%
DLXF{I% 5 2t 41 1.108 1.13+0.06"
DLXF & 7 5 41 2.217 1.15+0.10"

3.5 I i A Ak 3 b A A

3.5.1 DLXF X = i ML A o0 WLAT B8 K Bl 3 TC.
TG KM 5 1F 4 41 b &, = I e 455 480 21
KL E o B TC A TG /KA 8 3 T (P<0.01) 3 5
15 Mg I AE A5 Y 20 Lh 5%, B &7 AR A VT 45 41 TC . TG 3
i A% (P<0.01) , DLXF ik 5 5 41 TC . TG M 2. %
ik (P<0.05,P<0.01) , DLXF /& % &t 41 TG B & J& ik
(P<0.05)., W36,

3.5.2 DLXF X @& I i 4E 0 WL AE 58 K B i 7%
HDL-C.LDL-C.VLDL /K F [ m 5 1E % 4
A, v AR I BT R 21 AR AR 20 KRR IfiL ¥ o HDL-C

%6 DLXF XI55 I fE O ALAEJE K R M TC. TG 7K F &1
(X+s,n=4)
Table 6 Effect of DLXF on serum TC and TG levels in

hyperlipidemic rats with myocardial infarction (x+s,n=4)mmol-L"

215 /g kg TC TG
EH A 1.28+0.13 0.54:0.04
e Mg I fi - AR 4 1.82+0.07 1.28+0.07
153 R ML A A% 78 2] 1.95+0.03% 1.16+0.14%
FEFARALTTAS 4L 0.00045  0.97x0.19Y  0.530.10"
DLXF i 5 1 41 1.108 1.58+0.08> 0.69+0.03"
DLXF i 7l s 41 2.217 1.73+0.40 0.96+0.07*

7K - B 3 B A (P<0.05, P<0.01) , LDL-C 1 #% ik %5
J B 28 1 JIH A B (VDL ) 7K ~F 5 2 5 (P<0.01) .
5 15 I i AR 2 L 4, DLXF I &5 77 4 40 HDL-C
KB i 7 (P<0.05,P<0.01) , VLDL K2 g 3
TR (P<0.01) ; 5 &F o 7745 41 LDL-C . VLDL 7K
- 5B AR (P<0.01) ; DLXF /&5 7 & 20 LDL-C /K °F
E FH(P<0.01), WHET.

3.5.3  DLXF X} & i I A -0 AILAE B 5K B i IL-18.
IL-6.TNF-a,NT-proBNP /K V-1 5 Wi 5 1F 3 41 14
B, N M AEAR Y2 TL-18 . IL-6 . TNF-a 7K F i 5 T
(P<0.01) , 3275 B R g i j By HL A Bl R A S5 1o 44 5
55 150 IR I RE A AU 2 A B B AR AL TT 45 R 40 A DLXF
1% 5 F i 2H A9 IL-18.1L-6 . TNF-a ] 2. T [ (P<0.05,
P<0.01), FREZ 20 S0k P HAT i 2 R A .
5 1E 5 A He B, IR I AE 5 7 2 NT-proBNP (1) 7K 3
i T (P<0.01) 5 5 5 R I AE AT 21 LU 35, 45 44 24
ZH NT-proBNP 12 F[F#AL(P<0.01), WS,

3.6 HE . Masson %% & U025 0 L4 210 B P 245 22 A
fb 4 HE Qg , 58 F AR A L, mi i il e B
Y20 ()0 WILEF 2 52 B0 A RS, A i HE 2 ok B 2R
AL, A0 A B AR B4, O WUIRFE R B i), o0 L
A ZUHES B 2L 20 MR BT R 5 e i o A
RUZH P4, B &7 AR AL TT 45 J 41 A1 DLXF AR L 5 77 i 41

. 7 .



XX B XX W
XXXX 4 XX A

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. XX ,No. XX
XX, XXXX

%7 DLXF 3 & 5 i %E 0 ALAE 58 K BR 1 i HDL-C.LDL-C.VLDL K FHI§ M (x+s,n=4)
Table 7 Effect of DLXFon serum HDL-C, LDL-C, and VLDL levels in hyperlipidemic rats with myocardial infarction (¥+s,n=4) mmol-L"'

21 5 F 4 /g kg HDL-C LDL-C VLDL
EHA 1.13£0.07 0.41£0.07 0.24+0.02
1o M 0L AE {1 T A 4 0.75+0.08% 0.73+0.02% 0.58+0.03%
150 A I AE A5 7R 2 0.80+0.06" 0.73+0.07% 0.53+0.06>
Fiti &7 AT 85 H 41 0.000 45 0.88+0.09 0.55+0.10" 0.2440.04%
DLXF & 7 5 4 1.108 1.25+0.29% 0.72+0.02 0.31+0.01"
DLXF 5 7 & 41 2217 1.12+0.12% 0.54:+0.05 0.38+0.07"

%8 DLXF %I 5 B8 M & O ALAE 72 X R M1 7% IL-18.1L-6 . TNF-a NT-proBNP 7K FE B M (x+s5,n=4)
Table 8 Effect of DLXF on serum IL-18, IL-6, TNF-a and NT-proBNP levels in hyperlipidemic rats with myocardial infarction (x+s,n=4)

ng’L"

215 Fl /g kg IL-18 IL-6 TNF-a NT-proBNP
1E 4 106.25+5.91 71.10+8.35 65.75+5.18 180.8+14.96
151 AR I AE f T AR 4 220.39+18.89" 140.99+24.08% 132.01+5.21% 234.57+10.88"
T MG i i A 7R 4 265.55+18.21% 218.05+16.32% 165.7+21.14% 374.92+18.51”
iy B A% AT T 5 - 4 0.000 45 145.45+27.82Y 80.31+6.65" 89.6+8.14" 242.35+22.36"
DLXF IG5 20 1.108 136.46+20.43Y 87.33+4.52% 120.18+16.93 226.48+10.03%
DLXF i/ & 41 2.217 185.55+9.55% 95.54+11.36" 75.92+5.29% 269.68+7.26"

0 LA R 5 M ZELAE LA B 1 A RGE | A0 i
FRARRS I M, O JULET 4EHES AR S ML . LI 3.

D E F
B3 DLXFXEhEmEOHELEXROCHEARFBEKFEHFN
(HE, x200)
Fig. 3 Effect of DLXFon cardiac histopathology in
hyperlipidemic rats with myocardial infarction (HE, x200)

Masson ¢ (8,25 5 i 7, 1E 5 241 K B0 ILET 4 HE
G 55, 5 HOIRGEAT 48 A 1] 5T i 5t 21 2 43 A TE I
A SRT AR AL, = i i AE 452 8 20 K RO JILER
Ak " WA HE ZE L DR AT A B A R
SIS 1) 21 2 A 78 5 5 e B IRE AR R A LR, 45 2
Yy P2 R BLO WILE R A BT 803, O ILET 4 HE 51
TR T S 2 2 3 A 7R R W s . WLET 4,
3.7 i N E R UL S0 L AE v 2Ok R 1 R T A A
K FH 375 59 P B L6 0 LA I 4 4, 25 SR 181 5, 0E
G RN ) 100 P S U RS O R vl BUURT I
. 8-

El4 DLXFMEEMAEOCHNELXROCEARFEKRTHEM
(Masson, x200)
Fig. 4 Effect of DLXF on cardiac histopathology in

hyperlipidemic rats with myocardial infarction (Masson, x200)

L, BIREH AC B W Z R B MR T B LR
1 WL 22 22 [ ] LAk % 4R B AR PR HE S R S A0 1Y
ZORLAAR 2oL AR 5 % U 45 1 Y T L TN A W AL L SORE
AR U 235 ) 00 50 T A 5 o TR 20 UL 240 D HE B AL T
BEA LA, 7R 20 JILZL 2L 28, U KR 2 . &
KR HES TG FE , i AZ T, 38 20 (A RS SR AP Il 3¢
T UL AR S5 R, SOk A s S e ELEERL BRI .
SRR LA, B AL TT 85 R 2H M DLXF AR | i 771
e 0 LA R 25 KLU, 45 48 55 S i W, T UL AT KL
Y B Y S R R A 2D DL AT Ok A SR AR B Y 1
DL L, RECHEI A e, 2R AR 15 % U85 45 44 3 i, T4
FEECR R T o> SRR T LA B i K
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B 5 DLXF & Bg i % O B 48 32 K B O AL 2% i 65 B9 % 1
(3% 4 LB, <15 000, 25 000)

Fig. § Effect of DLXF on myocardial mitochondria in
hyperlipidemic rats with myocardial infarction (TEM, x15 000, x

25 000)

3.8 TUNEL &AM 0 WLA0 Y8 1 TUNEL 4 (4
R IE 6, 1IF H 4L AR TR 4 k548 o an ik />
U, T A0 s /0 A0 T 2 B0 5 3 5 B R 40 L
EA Y ORE 7 e N o R el 10 0 e w1

B 2 ot 25 25 4% 4k ITBCTE AN [ R 2 ) 4 L 04
T2, A MR 25 S LR O AR Y 20 T 4%

D E F
B 6 DLXF Xt A i O BILAE 52 K B0 AL 4E AR OB T RO 22 0
Fig. 6 Effect of DLXF on myocardial apoptosis in hyperlipidemic

rats with myocardial infarction

3.9 X . L 41 4! Epacl. VDACI, NLRP3,
Caspase-9 . Caspase-3 [y mRNA £ L& m 5 IE
WAL LR, R I RE AR TR 2 R RGO IE 41 21 Epacl |
VDACI1 ,NLRP3, Caspase-9 , Caspase-3 mRNA 3 ik
KB 8 T (P<0.05,P<0.01) . 5 5 i i 452 75
H A, 25 4 25 4 R RO LA 2119 Epacl \VDACT ,
NLRP3, Caspase-9 , Caspase-3 mRNA & ik 7K 7 B i
FEA% (P<0.05,P<0.01), W9,

*9 DLXF Xt 5§ M iE O ALAETE K RO AEE 4R Epacl .VDAC1 . NLRP3.Caspase-3.Caspase-9 mRNA B & (x+s,1n=3)
Table 9 Effect of DLXF on cardiac mRNA expression of Epacl, VDAC1, NLRP3, Caspase-3, and Caspase-9 in hyperlipidemic rats with

myocardial infarction (x+s,n=3)

2190 H /g kg Epacl VDACI1 NLRP3 Caspase-9 Caspase-3
41 0.96+0.20 1.00+0.05 0.73+0.32 1.05+0.12 0.69+0.21
o g ILAE Ml T AR 2 0.96+0.15" 1.0440.24" 0.78+0.42% 1.1540.18" 0.81£0.22%
1R 0 I A 7R 2 1.4120.02" 1.654+0.09% 2.104£0.21% 1.430.07% 1.91+0.53”
Fit &7 A TT 85 1 4 0.000 45 0.98+0.21" 0.83+0.12" 0.98+0.22" 0.95+0.09" 1.0620.30"
DLXF {41 1.108 1.00£0.26> 1.01£0.33% 0.38+0.11 1.01£0.26" 0.41+0.06"
DLXF 7 it 41 2217 1.06£0.25% 1.2240.25% 0.72£0.36" 1.14£0.15% 0.80+0.44%

KRBT B AR R R A BRI — H £
W 1) 525 L0 U AE SE AL, B4 2 4 B2 R O 35 vh

3.10 X} Epacl. VDACI1., NLRP3. Caspase-9,.
Caspase-3 W AR B MW m  KREB G, 7 U

DLXF T il 4 J& , B4 41 K BUZ2 % 0 LA 8, I
Epacl,VDACI,NLRP3, Caspase-9, Caspase-3 i &
EEREE,WLE10. K 7, 5154 i B 4 %
B R KOF 3 5 (P<0.01) 5 S BUALA] L 4K, 45
4224 Epacl .VDAC1 NLRP3 Caspase-9.Caspase-3
FHOCEE A K W] 2 A1 (P<0.05, P<0.01)
4 it

PR AR SR AT AR T 5 =X A8 Ak 78 e A I e
FEAh bk A St O U FEAS A AE B A ok

BE2GBE M H g5

DLXF (B 2206 75 (7 ot 44 ) Z il )22 1 B B
% 2 v I AT B T 22 A i PR S8 BT K B 28 L T 5
BT USSR AL VNS B LR E R
B =B AR SE Z IR M B A BT . B
A AN L, W R EOR Z IR TR A BoRb i
Jith , 5 AR AN 5 IE D008 LA, AR R AR
LA M 5 R B8  DLXF LR TLAR I . 2
AW 5T R , DLXF BAT 238 IR T e o ZOhL 1A 4t

« 0.
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Epacl == g g s=== s e (00 kDa

VDAC1 — 39kDa
NLRP3 == Gls smmm == == S  118kDa
Caspase-3 T —_—" 35kDa
Caspase-9 — ———— e <— A6 kDa

GAPDH D D GHE G - e 42 kDa
A B C D E F
T ALTEF AL B I U ASE TR 2 5 €. g I i AR AR 45 D Hi
GFARABTT S J 20 s E DLXF IR 4k 21 ; F.DLXF i ) 44k 21
7 KBROMELEpacl.VDACI . NLRP3,Caspase-3,Caspase-9
BEBERZEBI)K
Fig.7 Electrophoretogram of Epacl, VDAC1, NLRP3, Caspase-

3, and Caspase-9 protein expression in rat myocardial tissue

i, ARG O ULRE G20, 444 i 0 UL TR B G276 7, BRI 4
M B 8O I RE  BR AP Z L0 LSRR B
fRZGHBE5E LR DLXF h A S (G h 2 4l
Gy EAG WO LT RE A0 48 B T A 5% RE
N AR I A A G TR A B AR TG B LT YT e
AR A5 O T A AE AR G A B A R . A
SCAR 5 FT ST, A DLXF X 585 B 1L AE 2P0 L
HE U AT K B E AT T T, 38 3 A RE R AH OC A= ) b
W) M R IK AR BT DLXF XK BUC DI g i
YEFIAL A B2 o vh B2 25 76 0 1058 A DGR 9 ¥R 97 v
149 7 FH A B A3 5 82 Al

AW 53 38 3 K s AR I E S 2 MO LA BB
B AR, 2E 47 DLXF i 2 A5 i JULAE 5 K LAY
YRR ARG L A5 R W, DLXF A] LA &g 3 Bl 3% 0 )
Ae, M KRR BEEA AR, RS RD
/N, DLXF fm 7l & 20 K B LVEF . LVFS ¥ 3 & |
LVIDd .LVIDs ¥ i 2 3 /0, $2 75 25 W) e A7 00l 3 .0
WU 4 D 6E o i AR S A AR A i v i

G480 17 2 R AP W (T o e A e e s 7 N
S B L I AR Ak S5 SR SR DLXF Al A7 4%
F%AIk TC.TG.LDL-C, F+ = VLDL, H Itk 52 DLXF
AT R Y B I K BRI B AH G 48 AR AR fk KO
R AR A DGO 1L A8 70 A A9 5% W . TL-18 . 1L-6 F1 TNF-ax
A 2 T Y AN A A DR b AT A S0 R A B
AT TR S, A JUE A8 495 00 g 3 0 1) 9 B 5 i
b % % % 2R P . NT-proBNP & fili £ ik
(BNP) (R4, 35 22 fy o0 I 28 BE7E R ok 25 22 0 fr
BN 43 . DLXF A] 5 3 F# I IL-18 .1L-6 . TNF-a
S NT-proBNP 7K -, 9 R B i S 7 o O BIEAE
6 2 Ge i 3l g rbols , HLOR I 2 il W] FL Y e 4 B
A E R IR Y O HE I Y AR B 5 RO
B ik i 3 B P a3 A AR 2 R) A AR Y R R
PEPO #F 58, DLXF 45 24 41 0T B 8 o0 3% i &R I
L9 7 AR 0 o 4H 45 B2 W0 %% R, DLXF RE U
Bt WLAN A 5 Lo A SR BE AL 4o S PR R Lok
O LT 2 HE 51 I 45 il £F 2 338 A= 35 B Wl 5 iF s HL T
1652 0 LA B 245 4 S R R AR B 45, TUNEL 4t (2 $27R
HAr—E B Lo e m .

CAMP J& 4 ML A 7 A7 TE B A i, RS
6 Z AR TR P ZORAR DI RE . 24 41 N cAMP
KV 53 T, 2 BB RO L AN A F Epacl, #E
117 38 18 T A5 5 40 7R VDACT 2 B IF jif 5 2 3R
B2 VDACTE MiEE & M, A F Bax . Bel-2 X1 £&
R I E 3 M R 45, VDACT /Y IR REAE 51 & 240
P TR AR JEE NLRP3 05 /AMA BTG & R i
P IL- 18 B rh oy e DG B Ay (00, i Rk
A BE 52 Wi 2R AR B I Cty ¢, 3 10 TG Caspase-9,
Caspase-9 J& i T- 1 Ja 2 I+, AT 908 17215 5 30
PET LG T 3% 09 Caspase-3 25 $0UFT K7, fioh 2% 9 T 4%
BRR RCT  AR g 45 S R, DLXF 45 25 40 Kk R
O WL 4H 41 1 Epacl, VDACI1, NLRP3, Caspase-3 .
Caspase-9 mRNA K & [ ik /K V- 5 B 4 L1 4 i

%10 DLXF3tKROALALS Epacl.VDACI . NLRP3 . Caspase-3.Caspase-9FE H R IEMFM (x+5,n=3)

Table 10 Effect of DLXF on cardiac protein expression of Epacl, VDAC1, NLRP3, Caspase-3, and Caspase-9 in hyperlipidemic rats with

myocardial infarction (x+s,n=3)

20 5 Mit/g ke Epacl VDACI NLRP3 Caspase-9 Caspase-3
I % 4 0.65+0.12 0.92+0.02 0.29+0.04 0.48+0.13 0.37+0.07
1o I L AE {1 T A 4L 0.52+0.04" 0.79+0.20” 0.48+0.12% 0.60+0.13% 0.61+0.15%
1= g L A5E 75 24 1.22+0.227 1.50+0.14" 1.35+0.10" 1.36+0.36" 1.21+0.16"
B &7 AR AT 85 R4 0.000 45 0.60+0.06" 0.75+0.20" 0.74+0.08" 0.73+0.05" 0.91+0.03%
DLXF fi 7 5 41 1.108 0.87+0.12% 0.77+0.11" 1.07+0.24> 0.68+0.23" 0.870.09"
DLXF 5 7l it 41 2.217 0.78+0.19" 0.82+0.09" 0.77+0.18" 0.45+0.09" 0.97+0.16
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FEML, A EENE, DLXFX X &ESH £
AT A R I O R IR R R EE Ar F
o — Bk, 456 © A WF SR SE Epacl Al B #2208 4%
VDAC1 Ty g™, 3t [ i 45 Jy H#2 7% : DLXF I 4K
SEHAE T 2 A AT RS TR AR v BE R A 0 ]
W X 241 5 F Epacl, DI “ 22 Bl 357 7 % b BH W T i
H A VDACL Ty fig 58 , #F 1 Uy R4 1 F Ui
) NLRP3 4 JiE /IMA B4 1% 55 Caspase I -2 16 [z [ o
HEREFEMRE, EHE WK SHIEMRFRAMN
VDAC! # [ 7K ~F 52 B Pk F A, 1 H mRNA 3
KARAR PR AFAE B PR A o FRATTHE 3 AT AR
SR O JUE A AR IO 98I0 RS 2l i — b a7 AR A
HLH 38 1 3% 2 30 VDACT B g DL 34 58 40 i %) 5
SEA5 05 A i 2 1

AT 5T B A T DLXF i i il Epacl i BE #435 ,
P VDACT 7 2R AR BE B AR AR DLV, B3
AT LAAT I TR A 5 38 i #0 #f) Epacl/VDACT/
NLRP3/Caspase {5 5 8 #9520 P T2 DL 3% 17, 4%
I B 28 7 AH 5G9 7% 5 38 Jxk BHL BT NLRP3 4 i /IMA 8
TG DL W A T B B . = A
FE B, L [ A BT YA YT 8 i UAE G 0 LR BE 1 3K
ALl . I, Epacl X H A 519 VDACI/NLRP3 {5
53 % T A AR I T AR A U A O A )
Ak . ARG DLXF 1.0 BE AP HLH SR 4E 1758 i
HE IR 48 /R T I HAE I 78 2 2 7 0 1A 9
BITHRYYER o i id %R £ Epacl .VDAC1 NLRP3,
Caspase %5 22 8 &, o0 = g MLAE KO WIURE B 10 25 50
SRR T B M TR P RS AT R . AR
5 HAT — R R R 5 S 5 T A D S 2 B 4R R
DR A RS 5 S R K T I IR R
TRAFZ 48 DLXF 7 1 0 BARBLH
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