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The Changes of Coronary Artery Stenosis by Sequential Coronary Angiographies

Jung Ho Shin, M.D., Jae Young Chang, M.D., Chul Hyun Kim, M.D.,
Kwang Hee Lee, M.D., Tae Myung Choi, M.D., Sung Woo Lee, M.D.,
Sung Koo Kim, M.D., Young Joo Kwon, M.D.

Department of Internal Medicine, College of Medicine, Soonchunhyang University,
Seoul, Korea

Background : Progression of coronary atherosclerosis is a unpredictable process. It follows a
nonlinear course, and information derived from sequential coronary angiograms is of little value
in predicting future progression. This study was designed to evaluate the changing patterns of
coronary artery disease(CAD) and to determine possible factors for progression.

Method : We analyzed progression and regression of CAD in 22 patients(group I : patients
with progression of the coronary lesion, group II : patients with regression or no significant
change of the coronary lesion) who underwent coronary arteriography two times. Progression
was defined either as an increase in percent stenosis of preexisting stenoses by >20% including
occlusions or as formation of new stenoses >20%. The results were compared with clinical
findings to determine the nature of the progression of coronary atherosclerosis.

Results : Progression of the coronary artery lesion was found in 14 of 22 patients, regression
in 4 and no significant changes in 4. New lesions occured in 22 of 156 segments in previously
normal segments of arteries. The highest progression percentage was shown by the proximal
right coronary artery. Progression occured most frequently in segments with stenosis of 50% to
74% at initial arteriogram. There were no significant differences in mean values for age, blood
pressure, total serum cholesterol and blood sugar between two groups.

Coneclusion : The coronary arterial lesions are more frequently progressive rather than
regressive or stationary. The progression follows nonlinear course. Many new lesions occurred
in segments with previously normal segments of arteries.

KEY WORDS : Coronary artery discase - Progression - Angina pectoris.
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Table 1. Indication for follow up coronary angiography
(n=22)

Aggrevation of chest pain 7(31.8%)
Myocardial infarction 5(22.7%)
Reevaluation 10(45.5%)

Table 2. Progression in relation to number of diseased
vessels(n=22)

Follow up Coronary Angiogram

Initial Progression Non- .
Progression
One vessel 13 7 6
Two vessel 6
Three vessel 3 3 0
22(100.0%) 14(63.6%) 8(36.4%)

Table 3. Changes in separate segments : relation to du-

ration of interval

Interval  No. of Progression No- Regression
(momths)  lesion (%) Changed(%) (%)
0-18 13 W77 8(61.5) 4(30.8)
19-36 28 8(28.6) 15(53.6) 5(17.9)
>36 33 6(18.2) 25(75.8) 2(6.1)
74 15(20.3) 48(64.9) 11(14.9)
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Table 4. Newly Developed Lesions in Separate Segment

LAD LCx RCA Total
8(36.4%)  2(9.1%) 12(54.5%) 22(100%)
LAD : left anterior descending, LCx : left circumflex,
RCA : right coronary artery

Table 5. Changes in separate segments : relation to in-

itial degree of narrowing

Narrowing No. of Progression No- Regression
(%) lesion (%) Changed(%) (%)
0-<24 9 3(33.3) 5(55.6) 1(11.0)
25-49 20 4(20.0) 3(65.0) 3(15.0)
50-74 15 6(40.0) 6(40.0) 3(20.0
75< 30 2(6.7) 24(80.0)  4(13.3)
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Table 6. Comparison of clinical profiles between group 1 and group I

Group [ (n=14) Group T (n=8) P-value

Age (yrs)

First CAG 53.5+ 7.6 525%x13.7 N-S
Second CAG 587x 7.5 56.0+14.9 N-S
Sex(M/F) 11/3 6/2 N-S
Interval(Months) 40.5+24.6 45.5+23.3 N-S
Smoker(%) 11(78.6) 4(50.0) N-S
Diabetes mellitus(%) 3(24.4) 1(25.0) N-S
Hypertension(%) 10(71.4) 5(62.5) N-S
Total serum cholesterol(mg/dl)
< 240(%) 14(100.0) 7(87.3) N-S
> 240(%) 0(0.0) 1(12.5) N-S

Group | =Progression of lesion, Group 1l =Non-Progression of lesion, CAG : Coronary angiogram
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