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Effect of enoxaparin on clinical events in complicated coronary lesions after percutaneous coronary intervention
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[Abstract] Objective To explore the influence of enoxaparin on clinical events in complicated coronary lesions after
percutaneous coronary intervention (PCI). Methods Totally 288 patients with complicated coronary lesions (type B2 and type
C), who had no notable complications following PCI, were recruited in the present study. The patients were randomly assigned
to receive either enoxaparin or not. Patients were assessed for major adverse cardiac events (MACEs) during hospitalization and
at 1 and 12 months after PCI. Results There were no significant differences in the frequency of MACEs between the two
groups during hospitalization (2. 1% vs 1. 4%, P>>0.05), at 1 month (2. 8% vs 2. 8%, P>>0.05) or 12 months post-PCI
(5.5% vs 6. 3%, P=0.780). The cumulative incidence rates of MACEs were not significantly different between the two
groups (HR=0. 875, 95%CI 0. 337-2. 273; P=0. 79). The two groups had comparable rates of major bleeding (4. 8% vs
2.8%, P=0.369), but that of the minor bleeding was significantly higher in the anticoagulation group (26. 2% vs 16. 1%,
P=0.036). The average hospital stay in the anticoagulation group were significantly longer than that in the non-anticoagulation
group ([6.04=+1.64] d vs [5.43+1.54] d, P=0.001). Conclusion MACEs after PCI is not increased in patients with
complicated coronary lesions receiving no anticoagulation compared with those receiving, with less minor bleeding and shorter
hospital stay, suggesting that for the patients with complicated coronary lesions, routine anticoagulation therapy is not
necessary after PCI without procedure complications.
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Tab 1 Binary logistic analysis of minor bleeding and

related variables during hospitalization

Index OR(95%CD P value
Heparin use 2.014(1.099,3. 693) 0. 024
Female 1. 110(0. 574,2. 147) 0. 757
Age=T75 years 1. 985(1. 022, 3. 855) 0.043
Diabetes 1. 339(0. 662,2. 709) 0.417
Hypertension 1. 038(0. 515,2.092) 0.917
Hyperlipidemia 1. 392(0. 737,2. 631) 0. 308
Gastric ulcer history 0.903(0. 352,2. 311) 0. 831
Chronic total occlusion 1. 409(0. 569, 3. 489) 0. 459
Multivessel disease 2.226(0. 884,5. 604) 0. 089
Bifurcation disease 0. 746(0. 318,1. 751) 0. 501
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HR=0.875, 95%CI (0.337, 2.273); P=0.79

~ 10 -Anticoagulation . = 10 -Anticoagulation . ?10 -Antlcoagulation o780 Alo _ Anticoagulation
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E1 FWABREERPERARE 1A FE MACE £ £ RHLLE
Fig 1 Rate of MACEs during hospital, days 1-30,days 1-365
A: MACE:s during hospital; B: MACEs during days 1-30; C: MACEs during days 1-365; D: Kaplan-Meier curves representing the estimated

cumulative incidence of two groups. MACEs: Major adverse cardiac events; PCI: Percutaneous coronary intervention; MI: Myocardial

infarction; TVR: Target vessel revascularization
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