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[ Abstract ]  Objective: To investigate the prognosis of patients with vulnerable
plaque indicated by coronary CT angiography ( CCTA ). Methods: Totally 1963
patients underwent CCTA from February 2nd 2015 to September 13th 2015, and 2728
coronary borderline lesions ( stenosis of 50% —70%) were detected. Among them 804
patients had vulnerable plaques and 1159 patients had stable plaques. The primary
endpoint was major cardiac adverse events (MACE) , including cardiac death, acute
myocardial infarction and target lesion revascularization. Results; Patients were
followed up for a mean follow-up of 27.4 +2.3 months. The incidence of MACE in the
vulnerable plaque group was significantly higher than that in the stable plaque group
(10.8% vs 2.3%, P <0.01). After adjusting for age, gender, smoking, hypertension,
diabetes, hyperlipidemia, the MACE hazard ratio (HR) in the vulnerable plaque group
was 5.022 (95%CI.3.254 -7.751, P <0.01). Subgroup analysis showed that in the
vulnerable plaque group, the incidence of MACE in patients taking antiplatelet and
statin <3 months and those taking antiplatelet and statin > 3 months was 17. 0% and
5.8%, respectively ( HR =3.149, 95% CI.1. 987 —4.992, P <0.01); but the
difference did not seen in stable plaque group ( HR =1.721, 95%CI.:0.798 -3.712,
P>0.05). Conclusion; This study confirmed the risk of MACE in patients with
vulnerable plaque detected by CCTA and the drug treatment may reduce the risk for

patients with vulnerable plaque.
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Table 1 Baseline characteristics of patients with vulnerable plaques or stable plaques

[x£s3n(%) ]

R I

. SHEFEEE REEREA

MG n EOB B M L/ i PRIV 2 Hig I AE
(mmol/L) (mmol/L) (mmol/L)
SR BEERL 804 61.0+10.2 472(58.7) 302(37.6) 378(47.0) 249(31.0) 4.11+1.17 2.21 +£0.96 1.12 +0.34
FoE BER 2] 1159 60.1+10.3 677(58.4) 424(36.6) 499(43.1) 324(28.0) 4.03+1.07 2.26+0.96 1.07 £0.31
K= H R 2545
a5 no WERE ‘ -
/Ll FIEIDCAR  ACEI/ARB  fliT26 MG EH/BHENE  B-SZRBHEH
SRBTHZE 804 160(19.9)  222(27.6)  326(40.5) 217(27.0)  503(62.6) 167(20.8) 176(21.9)
ROEBEHAL 1159 252(21.7) 285(24.6) 497(42.9) 272(23.5) 679(58.6) 203(17.5) 221(19.1)
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Table 2 Coronary lesions of patients with vulnerable plaques

or stable plaques

[n(%) ]

B i AL
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Figure 1 Major adverse cardiovascular event ( MACE )-
free survival curve for the vulnerable and stable

plaque groups
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