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Abstract

Hawthorn, as a common clinical drug, has various effects such as hypolipidemic, anti-ischemic and
antioxidant, and its extract is widely used in the treatment of myocardial ischemic diseases. Myo-
cardial ischemic diseases are frequent and common clinical diseases, and their incidence is in-
creasing, becoming a serious threat to human health and affecting the quality of life. In this paper,
we will explore the therapeutic effects and mechanisms of Hawthorn on myocardial ischemic dis-
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eases, with the aim of providing a more reliable basis for the therapeutic effects of Chinese medi-
cine in myocardial ischemic diseases, improving the efficacy of such diseases and providing more
alternative treatment modalities.
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1. AR I B R EEA
1.1, DABMERAEEIAR

O JILFR SR I P2 555 2 Eh el R B B A I AN S BT 5 AR ), DO JUL B 55 s L s 4y 2 B IR ) — I PR 25
HAE[L], EERIOIMEEE AL, OUEERM. KA, ARNARThaERERT, LIS
ONUER TAEM—2B0RAS o /O LB LB A2 I R W, I AR _EoRe O LR I 505 = 4 A R %
A YUERIAL . TEREARAE o IUER LB AN 0], PR LA AR E R R o AR [2] o LRI 22 A AR AE 40 %5 DL
J&, P RIRER L1 6.49% [3], 4575 N BAE Ay 018 R T AR KA B o 6T R I R Co LR AT B BT ) - VA

A DA RO AR T o BAE FEREVE AORERE AR, I 2 6 R A F O R R AR EE A SRR, X A Y A 0
Pk B 42 7 E VE H545 (myocardial ischemia reperfusion injury, MIRI)” [4]. {5 BAH LI <0 iF H fLpAE
FEAE T LURER: 08 OUUEESE. Bt U 45 7 1 o

1.2. AR AR A RS IAIR

FERIN, OB Z S AR R . CRRAED) e 0, REAIEZ
REW, FEMZPrEdE. 7 AU “EF2H” , RAREMEINETE. FE GEHNg) 4,
WA T RO B4, FRADNIERR 0BT YRR A RN KA IE . BRSNAE T, X
O LR AR B RAR T B M B B A se e 220 . 0BT I AL, E LTRSS (f59EiR
PERBRAKIEIGY » MR W7 o 07 &, BB s, e GERRE) Pataid
k. R, HWRRBONRES 6. SMRIRE. AG-ER. ATRESETm: BT aRERE
WREREE, BT B, sOd 57 R t, DR MME Sz 2], LRI
P, LR EIHRIRIR, SRS BREE. B OREEREEM) PE: AT EE O,
O FrFRE L, DR, AT, R T, 7 ONERA R, FEEE], REAALLE,
FRAAMIE, AR R, ANREHESN AT, MATHN, Ik 08 ARSEIE. (B
D) = “PFLCIE, REEHE, SRRy, 7 (EREEERE) = “GRO0EE, K¥EmM
BOE 7 (FFETRIFRIA) = “WEE, LEBEIREW. 7 KEFEE, ASaEH %8,
%ﬁuwﬁﬂ,u@mﬁﬁ ORI O R IERBMCIIRRD) il “HBZ-tBi
HAE O, 7 WO-ETE, TSRBURMK TR, OkRY, KRB, AENE, SURMEOE. 5
R, BREHER, HAMNSERET KR, KK EPORTNE, SRECIKT . RE
(N REMEM A S R RN Fid:  “0f, B2E, MzdEt. ORRmAL, ThEEkH,
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1.3. AR M AR AT R B SR T

O IV PR 505 BRI 7 IR 5 T IR AE Y R AR iR 2, BARAE MR 2430 7 1Y) B B Ji B2
T I B et K AR D O O LAY, TR SR I AR AR, G R A SR, (R A O
O JULER ML AT BORE AL, S A A 3 o AR R 22 i BRI T T-B, — B Rl i i sy I i
B PRI v LA S5 1 S xR 2R 5], AT IR S o JULSBR ML, AT SRR IR ACRER I 2540, L B 324k
BELV 5 AEPR IR RS2 i, [RINTC & (58 FH TR O, SGE TS 254, — B redz il COX i 4 1M BELIT
A% A2 (thromboxane A2, TXA2)MITZEL, ML 24 /)M 28 52 () 34 48 A0 B0 1) 771 (cycloxygenase,
COX), VAR EMiTRMBEMARZ Y kR iz EEA, iRk A PCI 168 535 32w O LR
Mg B AR R, AR, ZRA61HEL NS Gk sl ikiiiz &g AR (hybrid coronary revas-
cularization, HCR)# 5L & ¥, HCR 5% 5 et ik /- N\ #5377 (Percutaneous Coronary Intervention, PCI) B A H 4
MIRIREE B, BERBAEF O NIRRT ST PCle ARYVZE[71E X e 0o BLAE#S<40 B F O FESMRHMT
AR BNk 55 B AL FE AR ST I S 3L 12 I 5 R I, TR K55 B8 AR TS R4, FAR P T o s . ok
Z 255 81 91 il e Lo S K A PCIL T ARIGIT I IRTT ROR SR I, ST Z N 97.85%, AL
BRI G, OBIRGEARE T 100%, MRARE, BENAERTES IR ARPETIETEEDN
Wiz E, WIEREHENL, XA a, KHUGEEN, @A a7 R S TARsEr, Do
PRA S S 28 G L B A T, AR ER, T B BANE T XTSRRI T U R A,
PR R ERANER B, ATUABCG R R A S AIRTT

2. IR R

Lk, A28 35 ORHE Y111 BL4T Crataegus pinnatifida Bge. var. major N.E.Br.5k 111/ Crataegus pinnatifida
Bge MT#ER L, IUIER Tt RS LA SE RS0 A2 LA B A B 1 4 32 B2 2H G 4 [9]. BAR
ZIAE O AUER, AR Tk RB K, R AR, AR sk AR O WL B — e AR
FERIORY, B BARRIAR . Pish IR RIS 25 B VE A o (IS DR AT IO . A s B3I R /R FH DA
AT kR B K BBk FEREAL I ZGBRAE L, v e SR O LB s R S ) . BIAREMERF T O
ZAESE, WA E B RS NI =SSR HLERZE[9] [10]o o rb s Iy 1Lk i A= Ty e v A 1) B
TG HLLE 2005 4F, MR A (CREZ) ERCRHF . Tk 10 45, LRI
BRI 2 S T O USRI o ST LR 72 VR 97 Co LR LR 1R 82 S5 L 5507 T e T 2Rik, BA
AR LR AE o LR LG PP R HE /R FHAR L S0 rT SEROACHE, DAL = e (197 2%, AR mT bk 4%
{UMEP Ry v
3. WWEE DAL ER MR P RO B
3.1 WiEsHE LB A

OB A ORI A AR 2R, ORI N AE 57 REERS 48 R AR ORI BT, KAEMEA
RAEHERIBE A, FRALLE AT MG A 1 538, AT 0 3048 P R 15 S MERE . ek, i Sz R AR
SE IR 2GRS R R SR A R 3 IR H oA SR R, LA L ORI T A R 2 MR . B
BN HE T =Lkl 10 g)iayT 60 & AT e Qa2 K FHLBENL 2 BT Tt 2 A0 Y
4, XIRAE LGS 5 0 RGN, BAATT Ry “BIRULAHGIE (0.1 g-qd)” . “RiFEAR
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HyT45 Fr (20 mg-gqn)” ,  “BEIARRSEFLIR /K F1(23.75 mg-qd)” ; FFCALE SRR EnH BT =-E ik,

HEBEY) 8 JH . ZIRIT, PR AIIRIT AR 96.66%, TR R BB A R 73.33%, EREA
Grit2E7 (P < 0.05). XIFIEE[12]i% H & 7 =Bk (L 10 g) H B i6 & 5 ek O v i R e B0 500
BRI, BT =-URORECE T 25787 MR AR - TE 2570 7 AR LU, A nl A ok g . S0 BRI

F(von Willebrand factor, VWF) L K& I 40 Bk 43 1 (Vascular Cell Adhesion Molecule-1, VCAM-1)1#]

KV, TR R .

3.2, WiEEOAETE BB

A EEZBJHAS (LA 10 g)iRy T 2 ONUEAE, EEUEHE 122 6, M HERKA A S0
HEIRTT 1) 62 B 9R T4, KR ali B FE VR IT 1 60 BIFE X EZE, BEAKIL, NS IIEIRERETE
TRIT SRR N 95.61%, T PHEEIRIT AT HEL 80% (P < 0.05), I~y 2w . Ma[14]
TR T SF LA I B R Z P SR IR T, R K 2 LT 51 RS O LR I R AR R, e kS LTS ST
Bif bR, s R LDH A CK /b B, BT DAAE/NCWUEEZE B e, A5 O JU LR L PO 2
BRI o 7 AR SR [ LS W ST A I, LA SR B A R 5K S S8 o VU S B A S PR 288 TR e fef
SOV ZE R DAL I R = ST BUR 8 BRI, 80K 12

3.3, WM M OANFHR R

B [16]38 i 0 16 2 28 S AL T (LK 10 @) RIBIFFE, B 80 15 FA toi o JULSR 0 7 55 35
FIEE, KA S8 S0 AN BA P8 245 5 R I 55k 3R % 4 g 0 1) 771 (Angiotensin - Converting
Enzyme Inhibitors, ACE1) ¥ Ifil % 5 5K 2 32 /4 4% 471 77 (Angiotensin Receptor Blocke, ARB). Il bR 7145 P4 22 VA T 7
FHEE, #2307 8 JJE, Wi OIhREEA W BEGE, IRRST RUSAA RCE 95%, oA Mo B, o7 AU
FRRALFE 259007, AR O B BRI 2N o AT S TR S A ORI, KNI ) L Y
e & N R AR A RE 70, T ARG LU R, e SRl O LB IR .

4. \HERTT LA GR I = T B4 A 4151
4.1 SHFIEBEER, KELCINNEERRBEEX

TN MIRI R 558 B BIER . ARAESEEIER . A2 BeESERA (18], HH
B, RN “UFEIET , R ES T MNAXRE TR . AR, 4 98% A%
5 ERE, RIS IR &, AR TT DA S A & A AE RS T R AR, 1AM 2%
Ao WA R E A A0 HEGAEERE A B, 2 E 3 nT DR S5 M R ThgE, mICA
I SRR, AR A, B LA SRR RN, Wi e pT T e SRR . O UL TR I
BEARAS, AR ENA A R, JE R b Ae hag, Smss o Nami; FrE
REMEAT BB R A BRI R GE0E M 2 T BRI E O LA B SRAR[19]; Hoak T ATEAN RS |54
TR0 7 AT M O AR B, T8 o o AR S N TR ) LY R T I SR A, AN Ca2+ it B4R P,
BEM R AE Ca2+B#, SECOLIGNRE AR, F4igit, HSEmERuRal. bR 4EnE
f3, R AL Y L B (superoxide dismutase, SOD)SEHL, HiE AL /155 SOD fiE It S A%
P,

S 2038 T K B SEIR R, LA - S 35 R (hawthorn leaf flavonoids, HLF)X} SOD 3 4 i) sfeat A
B, X JUL IR B ifi B o PR B T ) I T U B, T B IR R A, S I ) R P A
LB KCERe AR, dERRAN MRS B BITEH .
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4.2. SHDEIAN R A EE S5 B B A O AR A T X

DR B FUESE,  FRBETE A Bk O L 3 R BN 2 — 2 7T DL S S i 2. B FLIESE,
o LA 3 T T R B BT R [21] o SRBARTE T IR SET AR T8 48 . W NS R IE AN
FIZ AR A T £ B E Sk [22]. —FhE I & s ZekifA 82 9 Smac (the second mitochondria-derived
activator of caspase), FEFEZ BN TS SHIEUS, @b T NI EIER S 2 M T EE IAPs &
$% cIAPL. clAP2. XIAP. Survivin & [#] BIR S5 #4938 45 &40 1APs k3%, MITIAEER 1APs %I Caspase ()41l
AT R RS IR LIBT3k, JE IR R SEIE 7k R S0, AR ik X 3 B A /K R d
MIER, X— Xt “PErsi” , Fas @A —H, Fas t ST ARMRAEAS %
PR(FasL)IBET $84h &, P85 1EH 8 R Fas AHCHE T 184K [ (Fas-associated death domain protein, FADD)
BHiE Fas JET-345 4, FADD J#i5 Lif Caspase (W1 Caspase-8, 10), #EifiiGfk Fii#&kN Caspase (41
Caspase-3, 7), FEENILT:; SULFRS, UraEk—Lemf 7o Rk B, 4RI T nliE i Py 5 X S i (Endoplasmic
reticulum stress, ERS)FTJE 31, P4 5T 90 A 45 B9 1~ iy 18 2 ik A B Il i IRAE 5 A T P IR
Caspase-12 i , [A] I 7 BUK )5 ) Caspase-7 % #% 51| A 5 [ 2 1 . Caspase-7 AJ LA — 0% Caspase-12,
BY1J) Caspase-3 T 51 AL T2[23]

FEC WUBR L J5 PR AR A I, — e S B A PRAE 78 A B, o JULAH L ht O 22 A7 AE A R 0 T30 R [24] [25]
[26] [27]. WRESE[28]18 X BN B SIRAF 7o, A IO JUL SR LIS [ 7 5 e R 1f P8 B 800 RS, 18
30~60 min SRS I FREETE, ORI NI, [FR A O TN . fE 2 RS DR
H A TR R R, bel-2 AT Bax o] DAL R AIAIE T2, 325 [29]56 &K, HLF v DU RO LZH 2
(1) Bax Zeps ik, [RINF A bel-2 Ik, i i ik 24 o JULGH L P A 45 09 B BT S0P o JULA R 12

4.3. 5% HO-1 BIFEH %

ISR FE R, AT B2 AH 2GR T-(Nrf)2/ L 41 2 48 B (Heme Oxygenase 1, HO-1)if ¥ 1135 71
Ao JUL SR I P VA 453005 R EL AT (R4 A [30] [31]. HO-1 J2& & i SE Ak 35 A B RS i Fi b 2 — - HO-1 B2k fE %
0O LR B B AL N AR A% ) 2 A2 [32] [33] RIS R A [34)imI k 78 & P, J0E Nrf2 _Eif HO-1 78 L Lk
I FER UG R BA ORI ER . A RS 5EY R A AR mE e EER, s AR S
AR EAERARSS, BB RIER, HO-1 v DM L0 R A 40 AR 220 WLAL TS i B A SRS
B, MARSFHES HO-1 FRERIE, HO-1 F— DA AR R, ([E2 8 k. —%1fb
TRFIHSE R o

AR ELE[35 M S8 R B, HLF AT DUEHE HO-1 ik, PO — e My e, KRS
PR —E R, BT HO-1 I o AR E . HLF 8.0 LR B/ i B SR ek 55

5. /g5

ATRE Lo Lo B8 Lo DU B2 AR R Lo LR MBI AE W PR T2 A7 A, I B UM 8 AR R -
IR BEE WA SR L BT FOAWIRAN, 2 1 B2 TR D T ImIR, Lo ULk 50
REZEZWANRTT AL VB BB A . Rk, HPaEREs & 07 SR 7 DALSRIILAIRE, &4 5 G Lsk i
PIRIZTT BB o AR LR MR T R i B 7 EMVER, LS 2 RN K 25582
RWOIT R, G, WARAIR, ESRPm AR SE 5 TR BRI, Dl AR A S 4 AR 55
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