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Risk factors affecting graft stenosis and occlusion
after coronary artery bypass graft surgery

Joon Hwa Hong, M.D., Hong Seok Lim, M.D., Jin Wook Choi, M.D.,
In Duk Park, R.N. and Cheol Joo Lee, M.D.

Department of Thoracic and Cardiovascular Surgery, Ajou University School of Medicine, Suwon, Korea

Background : Coronary artery bypass graft (CABG) surgery has been a main treatment modality of ischemic heart
disease since Sabiston reported the first CABG operation using a saphenous vein graft in 1963. However, graft stenosis
that happens after CABG surgery is one of the main limitations of the procedure. We investigated risk factors that are
related to graft stenosis and occlusion in patients that needed a coronary angiogram after CABG surgery.

Methods : From May 1995 to April 2004, we performed 348 CABG surgeries. Among them, we performed follow up
coronary angiogram for 45 patients because of clinical indications, corresponding to 146 graft vessels. According to the
angiography findings, patients with 27 graft vessels that showed stenosis or occlusion were defined as group S and
patients with 119 graft vessels that showed no stenosis or occlusion were defined as group P.

Results : The mean patient age of group S is 59.44 (+8.549) years and the mean patient age of group P is 57.99 (+
8.676) years. Group P patients had more stenotic native coronary arteries than group S patients, which is statistically
significant (80.0+7.2% vs. 68.0+11.9%, p=0.005). Group S patients had a statistically significant lower postoperative HDL
level than the level of the group P patients (40.4+15.9 mg/dL vs. 50.5+4.4 mg/dL, p=0.002).

Conclusions : When performing CABG surgery and postoperative patient management, the severity of native
coronary artery stenosis and the postoperative HDL level should be considered for better patient outcome.(Korean ] Med
73:293-298, 2007)
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Table 1. Characteristics of group S and group P patients

— Joon Hwa Hong, et al : Risk factor analysis of CAB graft stenosis —

Group S Group P p

Male:Female 18:9 74 45 0.755
Year, Age 59.4+85 58.0+8.7 0.449
Kg, Weight 66.5+6.7 62.7+8.4 0.016
Cm, Height 164.0£7.1 160.3+6.9 0.021
Kg/m’, BMI 24723 244+33 0.564
Days after CABG 627.0+867.2 554.9+644.8 0.636
DM (%) 10(37.0%) 20(16.8%) 0.073
Family history (%) 2(7.4%) 5(4.2%) 0.768
Previous history (%) 3(11.1%) 25(21.0%) 0.269

Preop. Postop. Preop. Postop. Preop. Postop.
Smoking (%) 13(48.1%) 10(37.5%) 17(14.3%) 13(10.9%) 0.334 0.335
Hypertension (%) 14(51.9%) 7(25.9%) 91(76.5%) 55(46.2%) 0.454 0.630
mg/dL, LDL-C 131.5+£34.6 108.6+28.6 125.6+32.8 101.5+£34.5 0.436 0.397
mg/dL, HDL-C 39.9+£7.9 40.4+15.9 42.7#9.9 50.5+4.4 0.161 0.002
mg/dL, TC 215+65.5 185.6468.7 212.6%72.2 185.5454.3 0.265 0.397
mg/dL, TG 220£70.9 185+90.8 225.7+89.1 170.5+97.8 0.337 0.193

BMI, body mass index; LDL-C, LDL cholesterol level;, HDL-C, HDL cholesterol level; TC, total cholesterol level;

TG, triglyceride
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Table 2. Preoperative stenosis of native coronary arteries

% stenosis

Anastomosis method & site

Group S Group P
LIMA-proxima LAD 580 79.8
LIMA-mid LAD 67A5 80.1
LIMA-distal LAD 72A6 86.5
Aorta-Dx 65A1 83.1
Aorta-OM 59‘3 78.1
Aorta-RCA 86A7 69.3
Aorta-PDA 77‘5 79.7
Aorta-OM-Dx ’ 75
Aorta-1'Dx, 2’Dx 50.0 835
Aorta—RCA-PDA 83A3
Aorta-LAD ’ 80.5
LIMA-Dx 75
Aorta-—Ramus intermedius 60.0 75
LIMA-OM ’ 75
GEA-PDA 100
Total 68.0+11.9 80.047.2

LIMA, left internal mammarian artery; LAD, left anterior descending artery; Dx, diagonal artery; OM, obtuse

marginal artery; RCA, right coronary artery; PDA, posterior descending artery; GEA, gastroepiploic artery

Table 3. Preoperative cardiac functions

Group S Group P p
LVEDF (%) 51.26+£19.83 57.87+15.91 0.111
No RWMA 78 (66%) 16 (59%)
Hypokinesia 9 (7%) 2 (8%) 0.615
Akinesia 32 (27%) 9 (33%)

LVEDF, left ventricular ejection fraction;, RWMA, regional wall motion abnormality
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