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Research progress on pharmacological effects of resveratrol in preventing and
treating myocardial ischemia-reperfusion injury

HUANG Weihan'- 2, PEI Fang?

1. First Clinical Medical College, Gannan Medical University, Ganzhou 341000, China

2. Department of Cardiology, Guangdong Provincial People's Hospital Ganzhou Hospital (Ganzhou Municipal Hospital), Ganzhou
341000, China

Abstract: The pathogenesis of myocardial ischemia-reperfusion is complex, and reducing myocardial ischemia-reperfusion injury has
positive implications for improving prognosis. Resveratrol is a natural polyphenolic compound, and can alleviate myocardial ischemia-
reperfusion injury by reducing myocardial inflammatory injury, alleviating oxidative stress damage to myocardial cells, inhibiting
myocardial cell apoptosis, and suppressing the occurrence of cardiac neural remodeling. This article summarizes the pharmacological
research progress of resveratrol in preventing and treating myocardial ischemia-reperfusion injury, providing a basis for the clinical
application of resveratrol.
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1 RO KRG
1.1 iEEEE 2T EF V4% EF-xB (SIRT1/
NF-xB) E5@%

SIRT-1 2 Vi 7 40 i S A0 LSRN 98 E S 1) 9%
RN, B HNH] NF-«B 155 18 B 1305 ki 20
R, AR LR, T TR AT 10 mg/kg M
PRI T DV AER B, @ Id 4% SIRT1/NF-«xB
55 E B PR A4 2 (IL) -1B. IL-6 & A3RIX,
TR O AT . Han 25818 20 mmol/L H2E
P EE S S RO N0, 8 R miR-30d-
5p LIk EE 0] SIRT1/NE-kB 351k, 535 BRI
Y ARG, AR IR S A2 BE G . R
SEOUEH 20 mg/kg 22T REVR T O LR I K
S, TG SIRT1 5 I8 B4 NF-«xB 1##, &
R I IR A BB T--00 (TNF-a). IL-6. ALES Bk ]
Tl (CK-MB). FLERMERG (LDH) /K-, iz %
SiE L, AN OISR IAR, 2 K BRO D RE
1.2 #Ii# Tol #5214 4 (TLR4) /NF-xB {5 S@8%
BISEL

TLR4 ¥i& 5, H T IHEMBERE 2L 7 88
(MyD88) &k AW HE L, Bg— RIIME S X
BB, FENF-«B 0S5 200 908 K11
FIE, LA PEIE), Mao ZE0Md ] 2 mg/kg
22 P B0 9T 25 4L e e IR Bk g2 57O JL R I P
W, BT #E cGMP/NO 15 5@ 4] TLR4/
NF-«B {5 58 1E 1k, 0 NALP3 4OMEMA. IL-
1B~ IL-18 [AR3E, W/ O LR ) SOER 3, 487N
TIRFEZETRIAR, 3R T D IhRE. BIARZUAMGH 15
mg/kg PRI TT IR B K 45 FL AR L IR O LR I
TR RS, P s PR 28 SR e 7 B KK I v R0 L
H 2 TNF-a. IL-6 40 EE & 73 -1 ICAM-1)
4R E AR (MMP) -9 ik, Ol
AEThEE, D LA AR 45 AR .

1.3 0l c-fos 1B EAVBUE

c-fos J& R ZI L HASERR , 75O LB P eI 2
RIE, AR RAEN, 50 VR 2R
ZEEDIEF 10 mg/kg A2 AT ONUEIER R,
L HH O IZH LT p-ERK/ ERK 1 c-fos I A
[PIZRIE, $ik c-fos 18 BE I, F#{X CK-MB. LDH
7K, DR O IR T, BB O ThRE.

2 RBO4ERERI S R
2.1 LEiDI1EAKRIE
RRIARE A T RER R EHA (ROS) 77

AW B FT, DI-1 S S RARE G4 1A
Zih, RPRRIARE SR TR, DR OILE
RIS AT E REEDOMETH 20 mg/kg FHIZE
YR Y7 O LR 0 P FE VR K SRR AR I, AR i
EE DI-1 EEARIE, REHAERRAR AL, (R
LREE A T RENE, $EmE S BLEF (SOD)
W, BRCH —EE (MDA). LDH & &1 ROS [
P, D BN ARG, g AR AR,  BGEO
hRE. Wu ZUMEH 20, 40 mg/kg FAZE P FEIGIT O
UL SR 0L P ¥ R BRI FCAIE K, 128 B m i it 4
5% DI-1/A% K7 B2 AHRA T 2 (Nrf2) HIE Sl
PEH SOD IiE e, B&K MDA FIKF, &30
JULZH B S8 A N e 9 o Liv Z508Md ] 5 pmol/L (422
FORETTR HOC2 O LR I P VR o 45 4 L R AP 52 31E
S, AFSEALEL S DI-1 TR R
(1) 25, 11 Tl T Bl /c-Tun. SR RE SR (MEEKK(1/
INKO JEEE, 8o WLER I P EE R 5| 0 UL i
I e, kT S IR LR
2.2 HCEREAEEEANEE 3 MBS/ ERHEE B (PI3K/
Akt) /Nrf2 (55185

Nrf2 #& PI3K/Akt 15 ‘5@ 8 T i B EHUA
EHET, BB EENR P (ARE), fEifi
LLRINARE-1 (HO-D EZMytaEaRL,
SERPUAALRE ST, TR A O LA R A1)
A PHEROG ] 20 mg/kg 1R S EIG YT O LR I T
VEVER BRI TE R I, 11 2275 IO PISK/AKY/Nrf2
G, B HO-1 MERIE, BRSO UL
4t MDA FiEE, $25 SOD FHa, HsmbrE ik
Re71, WD E BT ORI RS, 45/ NEAE
THIAR o AR A2 ] 20 mg/kg 1A 327 B AL B )5 W] 3L
7% PIBK/AKYNf2 {5518, iR.CofLsk i FE e
KEOHA LRI 1 HO-1 RIE, PR MDA
PEAE R SOD v, 3 I OOV AL AR A -
2.3 HIHISKTETS

BRFET B A REAE A 40 i P9 Bk 5 ok A0 g
R AR R, B R IR & S R A
BRES T ROARH R, SN TR, (eIt
ToHERE, INEE O WUE A S ARG )N S
F 5. 150 30 mg/kg HZFEGRIT LIRSk S
T P8 S A SO LR L PRV R B, JE o LA
PRSI, (AR, MR B, PR
OOV B KT, B EBRK ROS & &,
O IVEAL R RS . Hu 25248 ] 50 mg/kg 32
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P ig OO LR AL FVEE T /DN B, R o0 ) R P A At 9 2
THBEEA VSR H KT BE 4 (VDACY/
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FEE B S IOERAET . Lin 252508 H 20 mg/kg 2P
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mg/kg [FZ P VAT O VLS I K R, ATiE
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SIRT1 8 i 2 & Bt Ak A 30 B4 A il a0
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T Y 97 K SR LR 0L 3 452 47 A4 P P T 2 R B
P2 P R I b STRT 1 ) 2 i v 4 e A 2 4%
1k, B#f% LDH BIRE dEmisciz gni ik A 5 1AL
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(1 LA, P LDH B, s O T,
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W5 2 WA TS P, BSOS XCKEER A O
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AN (GPx) FIFRIA, Bk LA H S AL B
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FOXO1 {55@i FH SOD A&, T ROS.
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BAEEPVER] 30 mg/kg P EEIATT O IUEESE K
SR FE R I, 28 R S PISKY/ Akt 8 2% 1
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3 3 Y JUL ST I P R Y 5 A 1 0 UL A Y 453 47
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ESBEg

PI3K/Akt {5 Sl R0, @IS BRI GSK-3B
LTS, D0 T AR T R A, Li )
S 25 mg/kg HREPTBEGYT IR B Mk ke 2E 7
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O UREFE R BB AR, 2 B i ¥
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AR IE T, RSO NLLH D .
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B X BB AURAER 1L

PI3K/Akt 15 5 18 B [0 7] U2 i2E eNOS (1%
FR Ak, M0 NO FIA R, I 22 BRIl 0 20 B o7
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JVLBEBE R BB FE B, 2R a8 15 PI3KY/
Akt/eNOS 18 % FH 5C 8 [ IR B IR A0 Ks o JUL 4 g BH i
T Go/G1 1, 3 FEARAH ALY 1 2 R = 4 M 1 5
R, RO VUIASCAM . 4RI E . 6k s Al
1 i v S 8 K 1 B KR
34 E#E Akt/c-Jun FEIRHE 3 (JNK3) /
Caspase-3 (5518

Akt [0S BRI Z L] INK3 (135
G PR AP G 20 R W O i L U I N o A B a i
WRHE ST, f0H Caspase-3 MIBLIE, MR
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mg/kg I PEEIR YT 45 LR B K AT S LI R
PEO U ZEK BB 50 R B, A 22 7 Bl il BoE
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PRI i DX 3 s B, R A IR E
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ST B 1 W T R O T R 2 5 AN M P EE
Iy EE R AR, S RGO NI T, N L0 A
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LRz e R WA 2 A G LW LS
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STIMI A2 85 b 8 45 475 B8 38 T 1 O S 1 71 2
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W, STIMI S S8 Ca g N, 51 R 41
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B P IR 9T 00 AT 22 285 1) E R R 0 2 S 1A O UL R
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I 2E-Rh AT WA R, BRI
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EIWR, R O LS I PV E 45045
3.8 il SIRT3/B-catenin/id & (L 4EG A IETE 4
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SIRT3/B-catenin/PPARY {5 5 18 B 7E S o U
HUH G2 BOE AR C LZE R Te0), T Sk I Al
i 20 mg/kg FIZEFTREGYT SPEONIESER BT
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