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Successful percutaneous coronary intervention in dissection of saphenous vein anastomosis site
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Case Summary We report a case of complex and high risk procedure in patient with dissection of saphenous vein anastomosis site after coronary artery by-
pass graft surgery. The patient achieved optimal coronary flow after percutaneous coronary intervention with drug-eluting stenting. Case Report A
66-year-old male patient with prosthetic aortic valve failure and coronary artery disease admitted to department of cardiac surgery. The patient had a coro-
nary artery bypass surgery combined redo of aortic valve replacement. CT coronary angiography before surgery showed that significant stenosis at RCA
(>70%) and proxima left LAD (>50%) with deep calcification (coronary artery calcium score 2562.22). Near total occlusion of proxima RCA was ob-
served in operating room. Bypass surgery of sgphenous vein graft to right coronary artery was conducted following aortic valve replacement. After lib-
eration of pump and cannulation, right ventricle failure on account of graft failure happened and the patient was referred for emergent PCI. Coronary an-
giography revealed the proximal RCA was completely occluded (Figure 1-A). The mechanism of thrombus formation was considered as iatrogenic dis-
section at anastomosis site of saphenous graft and proximal RCA. Guide wire penetrated the intima layer causing diffuse propagating dissection to middle
RCA. Finaly guide wire find the true lumen and I VUS showed diffuse dissection from anastomosis site to middle RCA. After pre-dilatation at calcified le-
sion, drug-eluting stents were successfully implanted throughout lesion of RCA. Coronary flow was recovered with TIMI flow grade 3 (Figure 1-B) and
1VUS showed fully covered with stents on dissection. Conclusion This case is ameaningful in that successful revascularization by PCI solve the very acute,
fatal complication of dissection at anastomosis site related with bypass surgery.
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