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Aim To investigate the vulnerable mechanism of mildly lesion by analyzing the structural characteristics of

plaque. Methods In 62 patients with angiographic mildly coronary stenosis ( diameter stenosis 20% ~ 60% ) and 26 patients

with several stenosis, intravascular ultrasound (IVUS) imaging was performed.

were analyzed and stenosis rate was calculated.

The characteristics of the atherosclerosis plaques

Results Compared with patients with angiographic several stenosis, patients

with angiographic mildly lesion had more soft plaque (68. 2% vs 15.4% , P< 0.01), thin fibrosis cap (65.9% vs 7. 7%, P<

0.01), plaque rupture ( 28.2% vs7.7% , P< 0.01), and positive remodeling (51. 8% vs 0%, P< 0.01).

Patients with

mildly lesion had more eccentric plaques (84. 7% vs 30. 1%, P< 0.01) and less calcification ( 16. 5% vs 84.6% , P< 0.01)

than those with angiographic several stenosis.

have several structural features of vulnerability.
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Conclusions In the majority of angiographic mildly coronary stenosis, plaques

These features may be contributed to acute coronary syndrome.
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Table 1. Clinical and angiographic characteristics

& B ERAE (n=62)  HEEE (n= 26)
e 11 R 9 22 (35.5%) 11 (42.0%)
e i ML 32 (51.6%) 15 (57.7%)
PR 11 (17.7%) 5(19.2%)
WA 26 (41.9%) 10 (38.5%)
FaoE MO LE 18 (29.0%)* 16 (61.5%)

ARE RO AR 44 (71.0%)* 10 (38.5%)
Wk A 26 (41.9%) 0(0%)
By it 12 (19.4%) 9 (34.6%)
AR 6 (9.7%) 0(0%)
1 X M2 45 (72.6%) " 0(0%)
2 M E A 11 (17.7%)* 15 (57.7%)
3 3¢ I AR 6(9.7%)* 11 (42.3%)

a: P< 0.01, H5EEHREL .
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Table 2. Intravascular ultrasound parameters

EER R BAPERA (n= 85  EERAE (n= 26)
7GRN 58 (68.2%)* 4 (15.4%)
THBE e 27 (31.8%) 22 (84.6%)
R 56 (65.9%)* 2(7.7%)
BT 4N 29 (34.1%)° 24 (92.3%)
> 1 mm?® fE it 66 (77.6%) " 6(23.1%)
BEYL R 24 (28.2%)* 2(7.7%)
4k, 14 (16.5%) 22 (84.6%)
i L PR 72 (84.7%) 8 (30.1%)
IEMEE M 44 (51.8%)*° 0 (0%)
TE 41 (48.2%) 16 (61.5%)
Bk B 0(0%)* 10 (38.5%)

a: P< 0.01, S5EERAFLEK.
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