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A Surgical Treatment of Coronary artery Occlusive disease.”
(A Report of 8 cases)

Byung Yul Kim, M.D.”,
Hoe Sung Yu, M.D.™",

Yong Hur, M.D.”™, Jung Ho Lee, M.D."",
Hong Soon Lee, M.D.”™™, Hak Choong Lee, M.D.™

From 1985 through Oct. 1988, we have experienced 5 cases of Aorto-Coronary Bypass

Surgery (ACBS) and 3 cases of Percutaneous

Transluminal Coronary Anogioplasty (PTCA)under the diagnosis of unstable angina. There

were 6 males and 2 females who ranged from 48 to 70 years old.

Almost all patients had a evidence of hypertension & hyperlipidemia. Two patients showed

old myocardial infarction and remaining patients showed myocardial ischemia on resting state.

The patterns of involvement of coronary artery disease were single vessel disease (4 cases),

double vessel disease (3 cases), Triple vessel disease (1 case).

Among 5 cases of ACBS, double bypass graft was in 3 cases and single bypass graft was in

2 cases.

Mode of anastomosis were all individual anastomosis, using Saphenous vein graft. Postoper-

ative complications were perioperative myocardial infarction (2 cases), postoperative bleeding

(1 case), leg wound disruption (1 case). Perioperative myocardial infarction cases didn’t

survive.

In cases of PTCA, there were no complications.

Follow up reriods were ranged from 1 month to 25 months.

All survived cases were asymptomatic except one case, who showed Functional Class II.
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Table 1. Patients Characteristics
age Type of Functional Duration of Previous Myocar-
Case Sex Angina Class Angina dial infarction
1. 70/M Unstable v 10years +
2. 48/M Unstable 1 2 months —
3. 54/M Unstable I 1 month -
4. 50/F Unstable v 5-byears +
5. 48/F Unstable 38 3 years —
6. 51/M Unstable v 2 months -
7. 52/M Unstable I 2 months -
8. 52/M Unstable 11 1 month -
Functional class : Canadian Cardiovascular society(CCS)criteria
Table 2. Risk Factors.
Cigarettes Diabetes Family
Case Smoking Hypertension Mellitus Hyperlipidemia Obesity History
1. + + - + - -
2. + + - + - +
3. + + ~ + - -
4. - + + —~ -
5. - + - + + —~
6. + + - + + -
7 + + - + + -
8. + + ~ + + -
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Table 3. Preop. Blood Chemistry
Cholesterol Triglyceride 8 -lipoprotein Glucose(FBS)
Case (114-262mg%) ( <160mg%) ( <450mg%) (57-110mg/d!)
1. 255mg% 234mg% 603mg% 77mg/dl.
2. 230mg% 230mg% 557mg% 85mg/dl.
3. 207mg% 204mg% 478mg% 65mg/dl.
4. 238mg% 98mg% 392mg% 185mg/dl.
5. 250mg% 188mg% 468mg% 90mg/dl.
6. 273mg% 252mg% 550mg% 95mg/dl.
7. 223mg% 241mg% 514mg% 87mg/dl.
8. 223mg% 241mg% 514mg% 87mg/dl.
Table 4. Preop. ECG & Hemodynamic findings.
Case B.P(mmHg) CTR LVEF(%) LVEDP(mmHg) ECG(Resting)
1. 180/130 0.65 57 13 RSR, LVH(+)Q in V1
ST!, T inv. 1. V5-6.
2. 160/100 0.50 56 11 RSR, LVH(%)
ST, T inv. V2-5.
3. 160/110 0.55 60 10 RSR, LVH(+)
ST, V4-5.
4. 160/110 0.49 62 14 RSR, LVH(—)
ST} I 1II AVF V4-6.
T inv. II. III. AVF.
5. 180/100 0.46 75 6 RSR, no ST.T. change.
6. 180/120 0.60 65 10 RSR, LVH(t). LAHB.
ST{ V56.
7. 150/100 0.49 67 9 RSR, LVH(+), ST} T inv. IL
III. AVF.
8. 150/100 0.49 67 9 Same as above.
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Table 5. Preop. Angiography findings.

Site & degree of
Case Coronary artery stenosis

Classification Lv angiography.

1. 80% Prox. LAD(12)
60% Mid. LAD(13)
40% Mid. RCA( 2)
80% Dist. RCA( 3)

2. 90% prox. LAD(12)
3. 90% prox. LAD(12)
4. 90% Mid. LAD(13)

60% Dist. RCA( 3)
90% Ac. Marg.(10)
100% Prox. CX(18)

5. 75% LMCA(11)

6. 90% Mid. LAD(13)
20% Prox. CX(18)

7. 90% Dist. RCA( 3)

8. 90-95% Dist. RCA( 3)

2 vessel No path. findings.
disease

1 vessel No path. findings.
disease

1 vessel No path. findings.
disease

3 vessel

disease Hypokinetic motion

at post-inf. wall.

2 vessel No path. findings.
disease.

2 vessel No path. findings.
disease

1 vessel No path. findings.
disease.

1 vessel No path. findings.
disease

() : Anatomic Location Code No. CASS.

1. 5mm~3mm4to] & A7 AT lgdore Ak
EM 93l FatHelar Agsidcty A 2hsc)
(Table. 6).
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Table 6. Operative Data.

Mode of Recipient Coro- CPB ACC
Case No. of gralts anastomosis nary artery & size Time(min) Time(min)
1. Double individual Dist. RCA(2mm) 123 59
Dist. LAD(1.5mm)
2. Single individual Mid LAD(3mm) 110 39
3. Single individual Mid LAD(3mm) 81 30
4. Double individual Mid LAD{(2.5mm) 192 65
Rt. PDA(1.5mm)
5. Double individual Mid LAD(3Smm) 162 82
Ist. ob. Marg(2.5mm)
6. PTCA Mid LAD.
7. PTCA Dist. RCA
8. PTCA(Repeat). Dist. RCA
CPB: Cardiopulmonary Bypass
ACC: Aortic Cross Clamp
Table 7. Postoperative Results.
Complication Folow up Postop. Functional
Case Medication Improvement(CCS)
1. Periop. MI Expire
2. Postop. bleeding 25 Mon. Antiplatelet Asymptomatic
3. Periop. MI Expire -
4. Leg wound problem 8 Mon. Antiplatelet 11
8 -blocker
Ca-antagonist.
5. None 1Mon. Antiplatelet Asymptomatic
6. None 14Mon. Antiplatelet
B -blocker Asymptomatic
Ca-antagonist
7. None 3Mon. Antiplatelet Recurr(3 Mo)
Ca-antagonist
8. None 2Mon. Same Asymptomatic.
olaf Ay - wAlEe] AlagE FobE s T4 & AnkAldl Jeld 4 ol Al ZEAY ulx) 4
T AR SR Ak Fel AT e B 7)Y FEF ATRI b Ao gy 27
2 FEsdel oo N FEE APt = *EM & w44 w4S slelm b A @ #sH(Complete
Smf 2| Zofl = vhH. AZRIE, FEF7, S5 Revascularization )7l gl I 248k A%, 2143 312
ol A akAbE o] Moebe] vhe Ay 4 751}% oo AAANER S e xEgo 24 b
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