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[ ABSTRACT ] Aim To investigate the histopathological characteristics of thrombus aspirated during primary percu-
taneous coronary intervention (PCI) in a consecutive ST-segment elevation myocardial infarction (STEMI) population.
Methods Thrombus aspiration during primary PCI was performed in 329 STEMI patients.  Thrombus age was classified
as fresh ( <1 day), lytic (1-5 days), or organized ( >5 days). The histopathological findings were related to the clini-
cal, angiographic, and procedural characteristics. Results Thrombus could be aspirated in 234 patients (71% ).
Fresh thrombus was found in 133 of 230 patients (58% ) compared to 97 patients (42% ) with lytic or organized thrombi.
Conclusion In 42% of patients thrombus age is older than 24 hours, indicating that plaque disruption and thrombus for-

mation occur significantly earlier than the onset of symptoms in many patients.
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Table 1. Baseline information and medication of patients

with thrombus aspiration during primary PCI

MAEWH A JEI AR 4

o H (n=234) (n=95) a
F 74% 70% 0.14
Y (%) 59 +13 62 =12 0.001
W PRI 10% 10% 0.92
151 R MM iE 20% 2% 0.65
WA 49% 46% 0.35
[0S 31% 31% 0.89
N7 12% 11% 0.56
i B R (h) ® 3.7+3.4 3.8+3.2 0.32
FEFEAH K Bk LAD 43% 41% 0.38
ARHTTIMIO ~1 %% 85% 84% 0.49
Z M2 27% 28% 0.78
Bt 9% 13% 0.04
PO (mm) 16.6 +6.2 15.4 5.8 <0.0001
SCHRTHCE: 93% 92% 0.72
YRR (mm) 19.3 £5.3 18.3 £4.8 0.03
FE A (mm) 3.6+0.5 3.4+0.5 <0.0001
ARJG TIMI 3 2 90% 91% 0.67
R 220% 4% 4% 0.62
AT 2E 15% 7% 0.001
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Table 2. Analysis of clinic and PCI outcome according to

thrombus classification

Bk Mgl EIR Mgl Pl

mH (n=133) (n=58) (n=39) P
Bk 76% 2% 72% 0.32
AEWS (%) 59 +13 61 +11 58+14  0.07
WE IR 10% 10% 8% 0.60
1= JIR MLAE 20% 22% 19% 0.60
g 50% 51% 46% 0.35
e I 33% 31% 27% 0.88
N 12% 11% 15% 0.42
S MM (B ) @ 3.1+£3.1 4.0+3.2 4.2£3.2 0.007
FESEAH X3k LAD 43% 41% 2% 0.82
ARBTTIMIO ~1 %% 85% 84% 86% 0.96
Z MRS 29% 28% 23% 0.29
il 9% 8% 9% 0.95
5K BE (mm) 16.3+6.2 16.9+5.8 16.8+6.1 0.61
AR 93% 89% 96% 0.08
TR (mm) 19.3+4.8 19.3+5.6 19.8+4.8 0.88
YHE A (mm) 3.6£0.5 3.6+0.5 3.5%0.5 0.11
ARJF TIMI 3 2% 92% 88% 89% 0.23
FRATHAE 220% 3% 6% 4% 0.22
AR A IE 12% 21% 17% 0.007
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