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ST B B WIFESE ( ST-segment elevation myocardial
infarction, STEMI) J& T 2 4 & R 3l Ik £8 & 1 (acute
coronary syndrome, ACS) H [ —Fh = EH A, 2 785684k
BhTK R OE A PP LR b % A 2Pk 148 58 42 AN 58 42 PA] 26
[[0RS = S =R IR LR TN S S A S ES €3 R A S e
U2 B2 i IR s kA A (primary percutaneous coronary
intervention, PPCI) LV Y7 12 BB BE TR BE A7 25 b -3 45 4t
AHEENIK, B AR A i T RR L USRI AR, R
B A ST M) REER = S A A, R PPCL C Ak H i
STEMI F #4- 52 e ok FFVRE 12 14 7 14 1o T e mes B, 4R
522 5%-50% (1 & 1 PPCLJm 2> I LEZ B4 (no-
reflow phenomenon, NRP) o NRP J&: —Ff 5.0 JLAE 4F &
B REVIARSCHIFAAE, ArHn 2.0 M A R4
{4+ ( major adverse cardiovascular events, MACE ) & fit] Xl
W 1425 STEMI AR & (B PR AR, SBUEH BUG AR 7
T LA 2 B A A 5 PR 7 [R) R ik 2082 ( homocysteine,
Hey ) #1A A 42 STEMI B3 PPCI 5 s [k & 4= NRP A4 57
FER I W, A7 S AR G R RIS R T JLAF R 7
%, AR ZHXREY), HAWTEIE RN A,
AR SCHI S8 Hey 5 NRP By A AE—4738, LI NRP /Y
T K By it AT 0 S

1 NRP HENX KEHLE

NRP J: 45 250 AMETEEAR Bl bk A 7 Eh e 25 sl BHLI
P S E O LA P R 2B Bl B 4, TR 2R WUBRE N o7 B0
Fa Y T 308 DAY 2 IR A2 ML L3 s e o e X Sl 8 2 T A7
AN CAZERF O WU M 5 9 0 SR R, R HERR OB
IMAFRES . Je 2Bz AR RO P, K BRI

O AR BE %5 #4238 56 ( thrombolysis in myocardial infarction,
TIMI) <2 ZH.0 L5 43 9% ( myocardial blush grade,
MBG ) < 24", %/ NRP AR FLA: FRAL I 4o &
Fe, BHHETARIEATIEA R AT LU LA - (1) U8 A
RN KA L R A 3 e B R AR AR T S
TNF- o 11 1L-6 S50t 58 2 i P 530 ) M/ e K A B 4
ZH % PR A I I A5 . ( neutrophil extracellular traps,
NETs ), NETs B AR AR TE e fitk S 42, i Horln
N, P RETEAS 52005 SR AR 22 52 M0 N 175 T i
JE WIS BONRP (1 & A4 U5 (2) B F -« B (nuclear
factor kappa-B, NF-« B ) JEVHHEJEAE S (1) B ZE 47 K-,
TG A SE R 220 VA S PR A% O, AT 3G IO AL
I - TV 3 A G A NRP & A A% 15 (3) PCT AR i 28 41
Yy B O B A T S BOR R A R, R X
SR AR ST PEE T AN R T - B R NRP A 15 (4)
PCI AR AR SRR AR AL BESL B RE, P2 A O 7 A
2833 | S 8 T 24N R ARG PR PN B A L ol SR A B N B A4 i
K, NSl ko A W T S B E B 2E - (microvascular
obstruction, MVO) "' 5 (5) (U ULERIL- 5 S AE 5 B A A
53 S A B 2 L ) ) 3 A T S BN A e 2 A
RN B ( microvascular leakage, MVL ), MVL 5
L OINRERA B UIARDG, ™ AR R S . - PR TR (]
TE H ISR PCT (4 145 AR IEY ORI F BUEE 17506 )
AR TR X 57 B 28 BIURR B2 1) 2 S i PR 3R 5K 3 U 2
S5KE . Dhigm 25 1Y,

2 Hcy 5 NRP fytH %1%
HEA SR —SERT 200 5 00 LB BTG 19 LR AR
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WG, Hey (2 — G, VR i & LR i 2R /
AR P, FZ RIS Hey AEALAA G
U T 5 SR AL O IS B VT AR DG & 5
S EREAR T IR ", AT AR A bR
R ALHEZ Kok FERE AL FEEAR BB TE P AR Lo AP e
SRR E B 3K K Hey R sl kAR AL etk 3 ik
¥ (arteriosclerotic coronary artery disease, ASCAD ) & 4=
RIERIMSL G R, ARV Hey KFrlfE
BYF 1kl ASCAD (% 2k J ke B, 3 JUAEBISE & 31, Hey
AR L 207 1 2 5 e R 3 DK AE AL 4 T8 B 5 & J 9wl ]
e I WL R Sh ks A TR A 0 IERR - ( coronary atherosclerotic
heart disease, CAD ) 3% e ikAE Ak i /= RE B ™, [l i o
3 KT Hey #5IAh 2 STEMI H 3% PPCI 5 56 bk & 4= NRP
FA S fE ke R« AR H T IA AR A R, e R
Bl VK ok A A8 Ak Bl REAR 0 k2 i 4 (coronary slow flow
phenomenon, CSFP A # FR LI 3K Hey /KF-2x i 7 &,
TR LA i [ B> b Z208R 1A ( hyperhomocysteinemia,,
HHey ) BB PRSI 2E Hoy /K7, WIn) 5 25 0t ik 3
i EN RN IRV Sor ) I SRR AN & e < )|
REFFFFARAHIETE IR NRP 9425 TIMIL i34, BA Y]
SR RIA ST A (E Y, R kW B AR R 2k
STEMI i # PPCI AR 215 A A e kb i B GR  h WLAE 2H
L%, ARSI R ISR AL Hey 197K T-HH i 1%
M4, H Hey KTV-5ARJGIFA CSFP 2B EMIEMIC, MK
15 Hey 7K°F-J2& STEMI i # PPCI B ik NRP & A: Bt 7 1
iR ZE, 1% Hey AKF-EEFHET 3 wmol/L, Jefik NRP &4 X
SN 24%°" . S AMESHI LR Jr 1T, Biming Zhan %5 & B
A R Hey KA 2O/ VBT NRP X i FRH 3R
Frpali Sk AR Y,

3 Hcy % NRP #y#L#l

3.1 #RIN - HEFHRG

YER NRP & A 19— JOCHBL, 7R A I AH N 46
A ST A FR G 8] (4 A AT A5 e 2 P 5 Tl B RS - (1)
A E2 #H5EHF 2 (nuclear factor erythroid-2 related factor 2,
Nrf2 ) O uE A0 WU ZE sl LR i fr) A Ak B et A i
PREAAE RO AN DIRE ™, HZ 51 Nef2/HO-1 {55
T R A SRR PR XS S P 5 114 5 = A L B AT
il 22— PO S T DA e SRR R SR AN
BRI - PR T T B AR A, PRI E R B A
B 52 PRI RSNG4 T 4546 T EAE . Hey 3 @i ml
VA3 Ao 00 2 90 00 {553 B T S0 o JUL ) SR 0 72725 e TR 9
PURA SO IEER P o9t W] Brahma AHCHEH

1 ( Brahma-related gene 1, BRG1) 5| 5 ) NRF2/KEAP1/HO-1
5 E K T UE A NRF2 FHOT K RA AR CALAE
MR BRI R VARG 77, DAITTREC LA A 52
et A AR TR AR IR T A A E G ER B (2) L
ML SR STE S O WUBR L - PR T A R BORE
SCHEAET, Hoy 3 ] LA ERK1/2 {553 0 240 i 41
T ( extracellular regulated protein kinases 1/2, ERK1/2)
HIBERR ALK Th, IR A B I R B f 2 158 5 )
Ab, WAL AL 3R ¢ B A0 AR BT b ARG i
A (reactive oxygen species, ROS) 9774z, R ZSE. - 7
TETE 0 P A SR T RE SR AR AL 8 B B, Bk
“F Hey il Nrf2/HO-1 {53 i S s ERK1/2 {55l i
FIYAARRIE T B i NRP & A TN 2 —
3.2 BRI EINEEFERT

Hey 12— Fh AR 2075 2 LR A i TUAE R R L — il
N B AR R, R R AR M A e RO IR M SE T
FIALST GRS B 2 . A7 R 2 Hey /K SF-3 & 5 MR 3 Ik L
14 B RE f % ( coronary microvascular dysfunction, CMD )
HEFEBEZR P . (1) PIBK/AkteNOS 1551 B 75 A N
Z 5UAAE . HOBEAA TSRS A RN BE, R S
RS ST T N 2 AP JUL A LU 1 3R IR DR O L2 A R
PO, REEETILK R E FHEMS (epigallocatechin gallate,
EGCG ) Al DL i 3% 16 240 g v p-Akv/Aket (9 85 F B LR,
fie it N i —E b E & B (endothelial nitric oxide synthase,
eNOS ) 3% Al — AL & (nitric oxide, NO) HYA L, R
Al L3 i PI3K/AkYeNOS {75 53 6 K BH 1E Hey 15 5 19 A
Ji Ik B2 40 Bd ( human umbilical vein endothelial cells,
HUVECs ) fT:, 8 EGCG Al gl 5 HHey AHC MY
Bk RERE AL VR AETR T SR, IR 7R PIBK/Akt/eNOS {5
S % AT i 5 HHey BT 8 NRP A Bk B 341, Jenr
HiL R AL T LA 3 30 PIBK/AK/eNOS {553 J% 3k ik 3% Hey
759 CMD,  [AJ #1713 3 — 38 % £ HHey 75 % 1) NRP 4L
Hlrp g E M Y (2) HHey alid BJH P- 98K, - 4%
F . YA R B 537 -1 (intercellular adhesion molecule-1,
ICAM-1) Kz CD11b/CD18 fifi rpkr 2 i 6 S A S 200 i Fry i
BEImAR, B A R SR O A 18 P L 0 i T A A A
BH A AT f2 (i CMD f) % i B
3.3 HNEAAaINEERE

(1) Hey 1T LA 3 Toll #£ 32 {& 4 ( toll-like receptor 4,
TLR4) Y3k, 4RTTHOE T IY NF-« Bo AE N85
Rk 2 iR AR BN B s L s KT, NF-x B G 25 T
V5 DNA H 4452 1 ( DNA methyltransferases, DNMTs ) A9
Fik, (TS A0 B 322 A DNMT /) DNMT1 K-
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TR, OB R R RN BR324 -1 (lectin-
like oxidized-low density lipoprotein receptor-1, LOX-1) DNA
R AL, LOX-1 & 52 PR 1S i iy A1 4 P J 40 48 B 1k
K% BN 26 11 (oxidation low lipoprotein, ox-LDL )., FiItLTT
=M, Hey n] R i TLR4/NF- k B/DNMT1 {5538 A 51
N2 I LOX-1 DNA fy FF A0 A B Ak ke 45 473 P4 1 4t i
T Y P IR B RE 2 ox-LDL 6N J2 T 2R, e2ef2
it AS K CMD B4 A & ST I NRP A2 WU 9 (2) L-
KRN KA b i — A A S B AL 42 NO,  JEXIFR
P H IR 2R (asymmetric dimethyl arginine, ADMA ) {E
R — A A B 32 B R AR 0 R R 7 AT £ NO i &
R, T RS SR - W /K f# it (dimethylarginine
dimethylaminohydrolase, DDAH) HE/K i FIF%f# ADMA, [H it
HHey FTi75 T (14 4 B D RERE 5 7T BB H1 Hey a i # i — W jie
K AR ITTHE A P ADMA 7KSP AT ) — S AL R A i e
i NO 95 Bk TG PEREAR TS, $im NRP (AR L3 Y,
3.4 RIERK

Hey 76 A\ P 1] 3#07% ERK1/2 Fi{fi p38 2K 4 2 1k LA
FERT LI S A4S LA ( vascular smooth muscle cells,
VSMCs J#ik CRP L ZE&F s Hey 15 T LIRS AN N- HI 3 -D-
K4 R B Z M ( N-methyl-d-aspartate receptor, NMDAr ) Hi
NRI WA &k, HI¥ VSMCs ' ROS (=, fERH
A4 ROS dESEI0T 22 245 AL AR P ( mitogen-activated
protein kinase, MAPK ) 1 NF-k B, HZffiIL-18 . IL-6 &¢
RMELNMLE T CRP ik /K F-Thi W4l il WL Hey 3
125 A LAi# 27 NMDAR/ROS/ERK1/2/P38/NF- k B {5753 f# FL
HER VSMCs 75 mRNA FIEE 15K 774 CRP™, 1%
S LA S AE SN 45 A s AR s ik i TRl I, 7R AT ] eNOS,
o NO A i Zb, DA 3 2P Bz 40 i Dy R e ik 1 e 28 K 2B
NRP,
3.5 LlgKRENAKEIIFINBERLZEE

I3 125 7K 7 Hey BT LA 3k i 7877 T JULAH e G 14
AR . D RERE AT . 5 I I A B I s o
BT LA PN B R LR i b, e 2 3 BO I IR 3 ik
SER AT RE A ¥

L& LTk, STEMI SR TE K520 PPCL, 4154 2
BB 23 RO LT e AN JE 5 2 e, - PR A 0405 5545
R A 3 NRP 944, NRP AU C U5 A5 FIFESE A A5
AR [R5 R RO IR ) BE RS () TN A . B 24
H, ESIEIK NRP Wiy S hriE R mlikiE %, H Hey [
FLSCHE T HoAT UM 7 SR OE QM B 77 2OR PPl STEMI A&
St PPCI A Ji5 %2 42 NRP A KU AT HH S ] A AR B, K
Hey HI 5 fik NRP RO BIIZ I . 1677168 5 S 30U T i i

IR AE AR PE— BRI R UESE, LAITE AR A RSk AEf%
YIS R iG NRP, (EIER R &35 5 50 15 1 iy [
i3 STEMI B ARG .

PSR FrAfEE A IR 5 e

YEHETTRA W] I R SURS 5 TR0 « IR SUBRL
MR o 0f SO i R N AR PP S B 5 AR« AT
Rt HFEE.
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