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[ Abstract]  Acute myocardial infarction (AMI) is myocardial cell necrosis caused by acute and continuous ischemia
and hypoxia of coronary artery, which is the most serious type of coronary heart disease. At present, reperfusion therapy is the
main treatment for AMI, but the recovery of blood perfusion in ischemic myocardium may cause myocardial ischemia—reperfusion
injury (MIRI) , which in turn affects the prognosis of patients. Therefore, how to prevent MIRI has become an urgent problem to be
solved in the process of reperfusion therapy for AMI patients. Traditional Chinese medicine has attracted the attention of scholars
at home and abroad with the advantages of multi—target, multi—channel, less adverse reactions and high cost performance. Studies
have shown that the effective components of glycosides in traditional Chinese medicine can exert anti-myocardial cell apoptosis,
anti—inflammatory, anti—oxidative stress and other effects by regulating multiple signaling pathways, thereby protecting myocardial
cells and reducing MIRI. Based on this, this paper discusses the mechanism of glycosides Chinese medicine monomer for reducing
MIRI from the perspective of signaling pathway, aiming to provide theoretical support for the clinical use of glycosides Chinese
medicine monomer in the treatment of MIRI.
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T A R I A 1 0 1 ATk s L O LA LR
HEIL TR, 2O WUEESE (acute myocardial infarction,
AMID) FERC BRI B, R AR T .
HAT, FREERTRAMIN EBRYT %, .o UK
S0 T S T R TR O WLER i B 5 (myocardial
ischemia reperfusion injury, MIRL) , #Eiis0EE HUS 2
fFFE M, MIRTHY SNBSS 2%, W S AR T 20 )2
N AP A 2 s B A B o R e AMIPHRSE (14 2 11 U

( AMP-activated protein kinase, AMPK) . Janusi i ( Janus
kinase, JAK) ME 545 5 50 T (signal transducer and
activator of tranions, STAT) . BEFE SN F20 40 R 240 C A
F-2 (nuclear factor—erythroid 2-related factor 2, Nrf2 ) JPLAE
b B JeF (antioxidant response element, ARE) J2T &
Jn4 1 (heme oxygenase 1, HO-1) | BEARMENLEE -3 A

( phosphatidylinositol 3 kinase, PI3K ) /& i 2 %R/ 75 2 IR
1 it (protein—serine—threonine kinase, Akt) ZZZ %550
B UL BT, PEZGITMIRIAOACRE AR KB, 25 H H
AZHA . ZBE . AR RI/NEOFHMN 2 BIG R T2 56
TEo WIRRW, &A1 28 80800 25 B o0 LA i i
T2 PrO AN AR . PUAAE RV SEMEHT, AT B sk R
PEHL R FEPOMIRTRCR 70 o A SO 5 e ff IR T
T2 AR EEMIRIA AL, 575 Al R LR F 28 vh 25 B fA
AT MIRIFR (LSS
1 AMPK{ESi@ERH
1.1 AMPK{5F 5@ M K S5MIRIME R AMPKJE—FhiR i
DRST 14 22 SR/ 95 R AR PO, AR A e ARy G
HERER, H— MBI 4 i st s RSBSOS 5 I AMPK
AR IATPIF A ATPIMFE, AT (45 2 il fiE 2 rry A T
A A, AMPKIE AT LU R 1A T REFIAH A BE IR
(i I 38 A8 434 J000 40 L DAY 00 T g R IR e — A% 4R ( micotinamide
adenine dinucleotide, NAD+ ) TMi$E S KHINA D+ ITE (= E 4
AAF1 (silent information regulator 1, SIRT1 ) BTSN,
RIFEYFEVEM . BRI, AMPKAFISIRT AT 95 it /6
BRI FE P05 2 R v FEG B F1 o (peroxisome proliferator
activated receptor gamma coactivator-1 o , PGC-1a ) JiHEIf:
PR, SEMNE AN A, AMPKAE 5l BR 1
LRI R A AR AT AR BT 2 OC H AR AR
FOR R A AR R T e i R
g, WO AMPK ATyl DO LA AL T L 0] 2 S v A
M v R AAL . RSSO UK R S 2 A AR
X MIRIEHE AR 0 o BRI, AMPKAE S5 i e 2
PIMIRI 2R
1.2 Gl AMPKAE S BB AR MIRIF 2 vh 24 Ak
12,1 HEH  FE2ETA4E/RY, HEHeds 2 nm
il ) B ARORSY o SR TS R ALK BUER 3
ZEHTRE SO A MIRIBERL, 2520 87, FHS T T B 2 42 25 MIRT
IR RO A W I AL ( superoxide dismutase, SOD) .
AW o AL mEE e, D LG LSRR, HE B
—ERFIRRON AR . L% BFSTIESE T RE A R

W RBAMPK . SIRT1. PGC-1a BImRNAFIBEERLAMPK |
SIRT1. PGC-1a . #PEEAF1 ( nuclar respiratory factor—1,
NRF-1) . R FERERFA, ELFERKNFOL (forkhead
box 01, FOXO1) HEHKATP, NAD+/K-, FEA% #EmR IR
1 (adenosine diphosphate, ADP) . —B§BZHRH (adenosine
monophosphate, AMP) | %% (reactive oxygen species,
ROS) . N (malonaldehyde, MDA ) 7K-F X% AMP/ATPH:
{E, HESRSODYEME, MR O UESE ™ B

RBERRD], AMPKAE 538 6 AJ A2 & )8 MIR1
) R AR
1.2.2 feFiF HEFHEEFITMEZEGYLY, BAH
R AR IMAE RS T L LI PO RS R, AMPK
{5 5 T HHEHE T H A S NLRP3 4/ MACTE MIR T 18] 2 #7600
PPV R G St (s Sl i, B 9 ad 25 LR BRI 3 ik 42
HRE SZ Hil A MIRTBE R, S5 5 R, A 111 3 A IKNLRP3
RAMEAIMETEE: . 0 caspase— 1R 4% (interleukin, IL) -
1B BB . AR IEEIR A AMPK 1K 11735 24 i 48 5E B2 17 I 348
IO WU B T3 A8CR , DORIIEEEMIRL, 7R 0% AMPK {5
S R MIR T S AL, 20 24 Y i 45 LR R
SEEAR BN K e A S A MIRIASE Y, JR45 TR HIAYT, 45
R, VETH AT R MRMIR I R R B -4 1 p53 . BaxK
L, LA T, BRI A, BET
T ] DA SO MIRIS R I ROS/K - FH T, Ml Z2 A Ak
P, PE R LA A

Zi I, AMPK(5 538 B2HE T H I8 R MIRTY 5 2R 1%
123 Hfth BFREEM, SRATE. ZRRTE2EETD
24 AL AT L T AMPKAS 5 8 B TR MIRT 22
2 JAK/STATIEE@E
2.1 JAK/STAT(E S B HH 5MIRI X FR  JAKE—FhE
2RI TE T E RN, R R ARJAKL . JAK2
JAK3FN R 2 ik T Fiki 2 (tyrosine kinase 2, Tyk2) (24] , Hrp
JAKL, JAK2, Tyk27E45H) b IEAIIA 748 RS 1Y Janus i
T (IR S5 AR 3, b Janus 0 [R] 5 1 25 S EL A 0 B SRR
PRI (P F1], RESE R 1 TS Ho STATHR LSS G407
R MISTATZ @ IR FUFR &R, WO O NER X EE R
1027 JAK/STATYR 530 5 Sk ph AR I o s 2 A M I 45 45 T 40
URITE I, Z IR S5 6 32 AT R AT 5 4t ST B P T AK
ARAZERE , SEMIEOS A G s JAKHH B A 1 S iR 1k
WERR 113052 14 5 STATE 145 A - [ISTATE Uk AR B iR AL ;
e, JAKSSTATE UM W 25 608 il — AR S 5 — R85
HEAANAZ , IS MR g G, NI IR U P s
P, BEMIEE S TN A s s

R, TAK/STATIE 530 I 7] 2 5.0 UL 40 B 1Y 58 5iF
FI . AN TS A A A TR Bl AR I 1 & AR 5T
P rh R SRR Y L RS B S R B, JAK2-
STAT3{ 38 B4 0 5 23 I A1 4% PR 7 TL—6 8 SR B8 B
T o (tumornecrosis factor o, TNF—a ) FIZFEIHAE TR E
FIL-10/933k, P l.Co LAT A 58 5 % . R MIRI .
KALOGERISZ: 0 Whge 45y, iR il ROS /K- T 5
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MIRLC LA T3 i St S0 ek 1 S 2 i i
JAK2-STAT3 {5 538 #% A] LUt g EIHGEE 70 (heat shock
protein 70, HSP-70) HYZRIKIMBESESODAYIGE, SFHEAHH
FEROSHYLE B A, T S AL R 5 SEMIR T e,
AT R, JAK2-STAT3(E S5 g% v] Ui E i vk
FIBIREL IR -2 ( B—cell lymphoma-2, Bel-2) R SIS AN
caspase—3 ., Bel-2E A XX ( Bel-2associated X protein,
Bax ) FIBel-22& FH5HLH ( Bel-2 antagonist/killer, Bak ) 1%
RS SRR IR B L O WU TR 2

2.2 I JAK/STATSS 5 i I MIRIA 28 rp 25 LA

221 FERIY FEWTRTBRIIABEERY), R
AR AT . IR SEAE T o I O UILES A
( cardiac troponin I, c¢Tnl) . WILIEHA (myoglobin, Mb) .
R IR I M R] T8 ( creatine kinase isoenzymes, CK-MB)
SRR O WLAT M 5 8 B G 2 LA A Y L 2R A L
FAZE R PR R R T A 3, 255 oR, SX R4,
SRR SRR AR R MG Tnl . Mb, CK-MB/K -8
WAL, OIIREAERR . O WU AR R A V= 1 10 B i
#H, ARRETINF-« . 1L-6. 1L-1B /K MIAK2/STAT3{E S
T BRI AT R AIG,  [FIRSC U015 3 T R Y
s, AN 2 B UCH AT LASE A T JAK/STATS 5 1 i 1
MIRI,

222 EAM AR S PRI B8O
BAIZE U0 BEFE M, #5 AT LAl s et — A L R i R
FMIRIREFRY K BRO RIS PN K2 4B ( cardiac microvascular
endothelialcells, CMECs ) . XU%E Bﬂﬁﬁ?{?ﬁ W, 5%
PRZHAE LL, 8 0 1 T 05 e ot/ T 40405 K RO IE S g
TG HALUPIAK, STATE KA K T, FBEIKMIRLE
caspase—-3. BERILIAK ., BEMRILSTAT . TR —EH LA AT
(inducible nitric oxide synthase, iNOS) . IL-1( K, B
Bel-2/Bax FUAH, 5 W 85 %5 AE I8 1 J AK/STA TS = 18 i 71
MIRTGE SO LA ML PR 1=, Wl O LIRS S 0T, 3 138 3 £
PO I PE ]

JAK/STATf Z il e 2 ML A PIMIR RS, B P2y

KA BT RABESE , 0T BR T 25 5 A RBUR K45
LR R AR L A
3 Nrf2/ARE/HO-15 5@ %
3.1 Nef2/ARE/HO- U538 % L 5 MIRTAYKE R Nief2/ARE/
HO- 5 il o 2 N IR DT AR BGE B, T2 A T
DM RG L Nef2 IR T, TR ML
MLPRAT: . AWRSE, SISO LA O VR T s AREZ
BUA R — PR T s HO=- A7 5 BN s v 2
FZ— o BILAAI 4 A i 380 22 b S AL N ORI, N2
05 I MKelchHEECHICEEZ 1 ( Kelch-like ECH-associated
protein—1, Keapl ) W5, HEMisE AXS N A A%,
S5gEd4EEE T ( muscle— aponeurotic fibrosarcoma protein,
Maf ) DL “RAE AL GG P SARESS &, BE1fR 3) — AR
Bk, 2 5RERHK. HO-15—R5H, =T
PLZEH SN A B AR SR i

KHANDERAOZ: " BE5E£ W], TNF- o 1] LISLIH N2,
PR BEH BEHEE , I8 i N2/ ARE/HO- 15 S B A5 0 L
AR VR o R IR S5 L ) A B ot SR AT LAk
L OSSR EL, A DRI i S0 LA B B T
PR R0 2 T HO- 1Y 2 38 TR0 470 LA L & 45 AR 4
VERT, AT ECHLH SN2 (5 Sl BN G . LI%E ) AR R
1 A AU T O LA B 45 5 Nef2 {5 5 B B B UIAH G,
HEMINH2/ARE/HO- 15538 B ZHIMIRINY EE IR Z —.

3.2 AN/ ARE/HO- 5538 B MIR L 11 28 Hh 24 B i
321 WEAAT DB R RS PRI A RS
Yy, HrTLUE A HIMIRUS 40 T . S0E RN i ke S PR 4
O WUERIFE R . ZE0kok e S Bh e R B, 7E ST
WF, S/ R R BN 2 . HO— 145 112535 7K - B 343
T, AR DU AT R I S N2 115 S L R HO -1
ik, dEHE R O MR BTEARRE JT, R O LR 5 &
VR AR 5 BFSE &SR THO- LT A ) 750 4 S bk DX
HFIHO-1)F &8, PUEEF K R AR HOK 8w, DAL
HEFEES A D WG E , R DSl G Ne 25 5
TP IEMIR L

322 aFEKYE hAORRZILTEIEMX, AEWmAPT
FALTER, U RAF RH REA AR . BRrfFs M,
LR R AU APUAAER, AEMIRT U HAT B (1
YERTH . SOD ik N EEE RGBT AALEE, BAW [ AR
Flo RS 7 i et 45 LR RURER 3 bk 22 il 6 S 1) 07 35 ol
HMIRIEARL, 50 ER, 205 KA IR IEES ( creatine
Kinase, CK) . FLEZBAEF (lactic dehydrogenase, LDH) .
KA QTR B IR (aspartate amino transferase, AST) f
B R ROSHY A G, FRIEMDAZKSE, BhnimEson, —%& 4k
ARG TE A — E AL RK T, IR 7RO WL 20 i 5 IR
caspase=3{G PEMTHN GO NN T, DTSR PR T IR Y
DS 3 E— 2B FSEIESE, MIRIRCE K RG24 b iR
AENER2AKE AR, B — 2 E 5241 5 K v] Bl s Nef2 (5 5
T AR MR TR B A B O LA

3.2.3 RERZAT A R R AT JE A R S A R LY
HATAFsE R0, #RFF BAadro Ui . SoomE~s . o
MR SVER T L DIRIES Y B R, RS R REA
2B PR AS R A BRI LDHAICK-MB/K -, k3 O U4 L
1R, LIEYTARLEESOD YIS P FIGSHAK -, Al MDA 1 g
BRI TIRFE, RS AER; F— ko, #
JeHREA B EIRSIRTL . Nef2FIHO-14E A IR kK F, B2
SIRT L350 K AN PR, 4 Bl R AR S ER 1 A i s VR R
FALR A P ®], BEARNH2/SIRT 1/HO- 115 51 i ] A
B B2 I MIRI iS22 — .

3.2.4 ST SFEHE RN T . BEAE
MW P R SR v 2 B A, ELAT VR IR L U B
L BB D T Y SR R R, SEET
oA B AT 3R O WA AATE %, BFIKLDH ., caspase-37K
e, I EVEO WU TP N2 BEIR LK, PR RS AT O L
BRI F AT B 5 N =215 S Tl AT
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3.2.5 At BFRFEW, A SRS E S Nef 25 S
H R PO RARPE T, N4 22k 2 Nef2 {55 38 B A S R
LR FHO- 11933k, HETs A bR

Z5 I, Nrf2/ARE/HO- {5538 H o v] e sy rh 251 255
AR MIRI A B B R AR
4 PI3K/Akt{E 5@
4.1 PI3K/AktfF Sl % S LS MIRIFY X R PIBKZZ 54
FRI3E5 . oAb AT R A U A SR A I B A
S0, Hi e p L10FNE A W I p85H N, HAZE
/3 R R R N T LB A 35 1 ) o AU PI3K/Akt
F5 MM E AR, FEMAMES A TFENT, BiEm
PI3KREME Akt RRIL , F VR TR & BU P RG3 B . Bilk
CL 20 iR 2 KL A G R 8l F . caspase-9 . A% R AL M
( mammalian target of rapamycin, mTOR ) %5 Ry &, Mf
FAFMHI NI T | JE B IR A

PI3K/AKf5 530 % 50 A B 2 DA G o WFoE R 30,
PI3K/A K538 5 T LA IE 2o 45 LR I e 50482 1F .00 L 2m
BT AT - L1 T I N 411 o el = A N ) 17
MIRT 7! o LR A E AL ( mitochondrial permeability
transition pore, mPTP ) &5 Lo IILA0 A 1= 1% XS4
WEIR T AL CRE IR 5 & BRI -3 B B R AL T 10 mPTPAY FF
B, I LVEBTH TR FBel-2, TP T FBax, caspase-9
&, NI O LA PR T, R PI3K/Akfs 538 #% 1T 1
PP B FINF- « BRYFRIA, A0 O WUAHRRIE T T 0 F
I, HETR MR N L Eh YR AR T R i
M2 —, 7R A nE A h B R ER, HBEREIRR
P BT O WU RO B0 L 25, PIBK/AKUE 5 i BR TR
BMIRDUy &% 2R
42 JEFPIBK/AKYEF 8 B MIRIG AR 25k =L
AR (notoginsenoside R1, NGR1) =LA N5, &
BAESU 2 R SRR B AT ERT o Bl O iR &
P, NGRITT LU A8 305 PISK/A K 538 B 11 PR Bax 7635
FIBel-22835, WP LRAmPTPIT L, M Lk A B A
BFRC, I T-15 T A F fcaspase—9 ., caspase-35E I T4
B S L RT AN NTTE B2 % A % 7 4 i W AN < WY 1
YA, WEFEMIRL; 1M PIK3H0 ) 51 Y294002 0] ffiNGR UX.Cr LA
s p PP R 2 . HEIUNGR 1 A] B o R 45 PI3K/ Akt 53
BRI ANMIR T, S A FEIMIRIPE R

o, AW RFEW, URAMmE . L. &
BT M8 17 55 10 R 3l S VTS PI3KY/ Akt 538 1% 1 el 4
MIRI [ 63-67] .
5 HitsSi@ER

2 ZAFIG AR 1L ( mitogen—activated protein kinase,
MAPK ) {553 #5r HERK . INKHIp38 =A~433, HAEPH 1Y
g o S 2 1 7 R N 18 8 i B A e PR N Lo v |
FREEMIEM T TR T i MR K L&
B, PR RO REE A A0 I MAPKAS 5 38 #6100 F M Bax/Bel2 .
FRALERK 1/2/ERK 172 LU AB FB IR f.p38 MAPK/p38 MAPK LUAH,
I AT, FEmRAEMIRL,

SIRTU2—F & L WeAb i, HAEm o WP A L o i
AT EF WA AR, BRI AFOXO LM ILRA A
PUAALRIAR i B AR A L TR i
FAEMIRIBIR R BRI, AR TR BARMISIRT 1 (3R 15
AKOEFHE . FOXO1HE HFRIKAKFRRK, BT A RO LA
BOAOVEF ; MISIRT NI FIEXS27 ] 3% FRVEM, FeHIps R
A4 A] BEIE S S SIRT UF 538 B i il FOXO LA T3R8,
PEIEEEMIRI,

TollkEZ R4 (Toll like recepter 4, TLR4 ) EAFFET AN
T RIR G IEZAR, 5.0 WU SRR N I T 25 5 J5
REIOEAZ 5 T~ k B (nuclear factor kappa-B, NF-x B) , i
MAEIEIL . MREIRAEIRF (tumornecrosis factor, TNF ) S5 R4
A, B AP T 5 TLRAZE & 5 il iE— 2 R R SE A
S, BETIEA CRAEIRART GO o R R A
B A — R, SR Y BRI SR R,
B A RN O LS P TLR-43Z /R FINF - k BIY X,
SETMHIR S8 TIL-6 . TNF- o fZE3k, $R7R 08 ]
REI L TLR-415 538 % & HE R IR VE H o

6 MNESRE
FURT, PU25iR 7 MIRTAOZORA R, BRI 76 2518
FAERS R WA RO A A A o i 25 I HAT Z R0 2R

e AR RSNEILEIm Z B IR R T2 R, EE
Br. BEERRAESCRR A BE, H I 254 RIS 23 T L i
AMPK ., JAK/STAT. Nrf2/ARE/HO-1. PI3K/AktZ{5 518 H i
RGO WU A T S SAE SRS, AT i 3]
AREMIRIFIRCR . (B DA —E iR Bk,
AW LAY, HESmiksif—; HKk,
PR EZ, W H RO 2T RS A R H P 2
AR T, B P EIFRHHESIS SR TS, T
X AL 2R IT RO AR D . Aok, s
FORNWRI S E Z R R A%, a2
HAH 25 BRI TR MIR T A7 {8
A k. K& T XA TLFGH L BT K
WL B PRI, PIRBLEAT UF e TAT ST 3K
Y BT B/ TR B 2. AR AT Uk
IFA R REFES ST AEFATIFHORE
BT, AL FERA T, BHERE,
AL RA B R
S 3Lk
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