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[ ABSTRACT] Aim To investigate the characteristics of lesion of infarct-related artery (IRA) at different stages af-
ter acute myocardial infarction. Methods The data of 1 524 patients with myocardial infarction (MI) who underwent
coronary angiography (CAG) from June 2005 to June 2011 were retrospectively analyzed.  All the patients were divided
into four groups according to the time between onset and CAG: Group A patients with ST-segment elevation MI ( STEMI)
who received emergency CAG within 24 hours; Group B: patients who received selective CAG between 1 and 2 weeks after
the onset of STEMI; Group C: patients with old myocardial infarction; Group D patients who received CAG within 3 days
after the onset of non-ST-segment elevation MI (NSTEMI). The incidences of total occlusion of IRA in all groups were
investigated and calculated. Results The incidence of total occlusion of IRA in group A (82.9% ,651/785) was sig-
nificantly higher than group B (56.4% ,185/328) , group C (72.7% ,125/172) , and group D (55.2% ,132/239) (P <
0.001). There were also significant differences between group C and group B,D (P <0.01). Conclusions The
incidence of total occlusions of IRA decreased sharply in two weeks after acute myocardial infarction (AMI), and almost
half of the patients achieved blood flow of TIMI ( thrombolysis in myocardial infarction) grade 2 to 3 in IRA. A low rate of

total occlusion of IRA was found in the patients with NSTEMI, which may account for non-ST-segment elevation.
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2005 4 6 F £ 2011 £ 6 H &K IKAT CAG By
HUAE 70 B 45 1 524 ), 5 1 210 4], & 1 314 4],
FHEH60.4+18.5 ¥ (25~84 %), HEPa524
h 44T CAG By STEMI & # 785 fi| ( A CAG
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. 239 7] (NSTEMI 41) ,
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AT FukE SR F M/ MEE & Allb/lla %44 4
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Table 1. The clinical characteristics in different groups

coronary intervention, PCI) 2, & Wk 20 ik 3 % # 4 K
(coronary artery bypass grafting, CABG) %, (2) #%
CAG STEMI 41 ¥ # 1 W Jy STEMI, 12 %t i & [A] %
RoRELYD CACWAEH , HFART K22 Bl AAT
CAG # ; H R (£ Lol B AT AR 3697 %, IRA ¥ 4T PCI
5 CABG # . (3)OMI 4. ¥ # 1 W7 A & 5w it 8] By
STEMI & %, &7 B 18 1 AN A Lk, 7 % & 4T CAG
% #E % IRA ¥ 47 PCI 5 CABG # ., (4)NSTEMI 4 .
KB AR E &b BILAE FE 45 7 (2001 4F 35 7 2 2010 4F
HEPWARETE 1 4) WAY 8 NSTEML, &% 4
EXhe HaA LR 3 KRNAERRAT CAG th &
# ; R BEE4T PCI 2 CABG #
1.2 Ak

1524 Bl B & Z 4R 20 Bk &% 1 370 0], Ik 30 Jik
154 0], Z "R ERFZA 6 MRAL (R, kK
fr Ak kKB A2 R A RAL) AR B Ak
EHRA 2 AMEL(EA KO3 B A
SMBEAEWA) B, ERERERPOFLU L
AMNERWE EEEFL LW ERHE,

BRARK SRk H 2  RFEH S E EF
R FE R CAG BB %4 T H E . &R T 2
F 2% T XK g B A2 100% 2 2 99% k& A
TIMI ( thrombolysis in myocardial infarction ) ML 3 1
P EAABEAE 99% LAT ELAT ) i 4 TIMI 2 ~ 3
BHRTLEWERE,
1.3 Sit=zx4iE

BE DA FE A £5 KR, & 418 8 AR AT x
Flkih x* ot T4 L RR X 2B 3 K
BRI E MM, P<0.05 R FERFAHITFE L,

2 # R
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AR M EIE B2 (P >0.05) . 7F
I A 7 18D, NSTEMI 2H 175 1M B K I Bg At
SR R R AR m T HR 3 (P <0.05) (R 1),

m H %12 CAG STEMI 4 $3) CAG STEMI 4 OMI 41 NSTEMI 21
F () 641(81.7%) 245(74.7% ) 139(80. 8% ) 185(77.4% )
(i) 144(18.3%) 83(25.3%) 34(19.2%) 54(22.5%)
AR (%) 60.4 £18.2 58.8 £15.6 62.7 +16. 4 63.9+18.8
I () 316(40.3% ) 125(38.1%) 74(43.0% ) 138(57.7% )*
WE R (1) 112(14.3%) 52(15.9% ) 31(18.0%) 76(31.8% )"
ARSI S5 () 98(12.3% ) 46(14.0% ) 30(17.4%) 65(27.2% )"

a N P<0.05, 5HAKALEK,
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e CAG STEMI 4, LAD fi% 4] 28 3R B @A T H:
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MmaE(ER2) .
2.4 FHAFEEEXIKTEHAEBR

AU TRA AR B, Z2 CAG STEMI 41 TRA [15¢
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Figure 1. The incidences of all infarct-related arteries in

different group

Table 2. The ratios of total occlusive lesion in different infarct-related arteries

| LM LAD

LCX RCA D

%12 CAG STEMI 4H 36.4% (4/11)"°

#4] CAG STEMI 4 0 42.1% (59/140) "
OMI 41 0 69.4% (34/49)
NSTEMI 4 0% (0/6) 62.2% (56/90)

80. 8% (328/406)

88.2% (82/93)  85.8% (223/260)  93.3% (14/15)

65.6% (40/61) 67.2% (78/116) 72.7% (8/11)

72.7% (40/55) 75.0% (48/64) 75.0% (3/4)

46.5% (40/86)"  64.8% (35/54)  33.3%(1/3)"

a A P<0.05,bK P<0.01, 54 NEA IRA IbE

K3 BHIRA ZTEANERTHREE

Table 3. The ratios of total occlusive lesion of infarct-related arteries in all groups

mw H 212 CAG STEMI 4 #:44] CAG STEMI £H OMI 41 NSTEMI 4
5% 4 M FE R AR 82.9% (651/785)"° 56. 4% (185/328) 72.7% (125/172)" 55.2% (132/239)
K TE LV FERR AL R 17. 1% (134/785) " 43.6% (143/328) 27.3% (47/172)" 44.8% (107/239)

a & P<0.001, 54 CAG STEMI 41 ,OMI 41 \NSTEMI £ [L# ;b 4 P <0. 01, 5% CAG STEMI 4 \NSTEMI 41 LL#4¢
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STEMI 3 h IRA DL LAD £ % ,RCA IR, 1fij LCX
/0 2 JEINER] CAG 1Y STEMI & PR 75
X—225] 5 LCX & RCA BB Wi %, 78 OMI H
NSTEMI &%, LCX 5 LAD & B B 259, J5 A
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A/ N TG B g S, LAD JLP45 R T LM i (B7)
O R ALIEA
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AL AVER) STEMIL % 24 h 2N, & H 22
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BEHUE B ORFGE , RIS, )2 PCT 481F ; ) 38 5
B CAG BN O 20, R AR P s 0%, oW i
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1 ~2 JENAY STEMI 535 P 25 B i B AIG , A ik
IHAHERR T 2 2 sl ] Iblla 1R, #o3
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TR, X RFILE B F AT PCL, A A
DL g — B WS AR S TRA 75 T Al R
R A RS & B TR O WUESE (myo-
cardial infarction, M) 4R35 8 IR 3l 11 22 A Fa E 45
FIPEATIEE M A FEAE A R LI PR R B
Aob B ARV, SR o A A FF 3 TG R IO I R 2 B Ak
BN TORAF, Jo R TORE AR IRA 584 M ZE (1) ML
BE I IRA 94K 45 A PR, iX— £ 5 STEMI 24 h N
S2EEAN,

R IH RO LA BE £ 35 5 STEMI 24 h N BB 4
P ZEREBAR, SR R A R e A s s bl
fb, HE STEMI 1 ~2 J& B35 & ] 26 R A
ATREA : (1) ARBFFEA LR OMI 3% B 2 1 Bk
AAT PCL B %5 (2) OMI A —3 40 & A O L
FEFE B AR A2 38 A BU AR YA Y (TR 2021 STE-
MI FBE Y32 T HUsEPL /MG YT ) 5 (3) OMI 4
A —Hh 4 B DU R P & s BB, $2 T RE 2
IRA 722 (4 Jin 5 Bl 7P 96, R fop SIS R85, I AR 4
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Bl il [ 58 R AEH AT PCL; B 75 T BE 8 4% TE 0 UL Bl
MFEIE T PCI 481F ; IRA MIZEE 8w N8 5E 4
[4] € ( chronic total occlusions, CTO) J5& 4% | I i AR $i
JETSA TRA HER7 X A0 LR il A5 4E X Sk 2 75 A4
FERE O L, RL K PCT B ] BE P ok 25 & I &
1 PCI™

Ak ST Brdf o 800 LA BE P ZE R 5041, 7T A2
TG ST BidR R RN Z — AR AR 3 K
WAT CAG I R fE RS 432 b | a1 AR
H OB R PCLAEAE, XS RR s s R
IRA P ZERAG, [H 8 5 JE At 76 Jok s A2 18 5 38 STEMI
BEEE S YNAITRCR 2 B KR AT PCTT
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