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ABSTRACT

Background and Objectives : Adiponectin is an adipocyte derived plasma protein that is known to have an
anti—atherogenic effect. Low plasma adiponectin concentrations are found in obesity, diabetes and coronary
artery disease. The measurement of the plasma adiponectin level is helpful in the assessment of the risk for
coronary artery disease. The intercellular adhesion molecule (ICAM)-1 is associated with the atherosclerotic
inflammatory response. An elevated ICAM-1 concentration is associated with increased risk of future coronary
events, independent of other risk factors. The relationships between serum adiponectin and ICAM-1 levels
and the progression of coronary artery stenosis with instent restenosis of previous stent sites were analyzed.
Subjects and Methods : 83 patients who had percutaneous transluminal coronary angioplasty and stent
insertion were enrolled. The initial angiographic finding was compared with that at the 6 month follow up.
The serum adiponectin and ICAM-1 level were measured with the plasma lipid profiles prior to percutaneous
coronary intervention. These biochemical parameters were analyzed according to the progression of coronary
artery stenosis (=10%) and instent restenosis (=50%). Results : In the coronary artery stenosis progression
group, there were significantly lower adiponectin (3.91+1.24 rg/mL vs. 4.66+1.36 xg/mL, p=0.03) and higher
ICAM-1 levels (199.16£79.13 ng/mL vs. 150.54£63.65 ng/mL, p=0.03). The instent restenosis group also
showed lower adiponectin (3.99+1.22 pg/mL vs. 4.33+1.38 1g/mL) and higher ICAM-1 (195.17+68.45 ng/mL
vs. 171.47+80.48 ng/mL) levels, but without statistical significance. Conclusion : The serum adiponectin and
ICAM-1 levels are related to the progression of coronary artery stenosis. However, further study will be
required to confirm the relationships between the serum adiponectin and ICAM-1 levels and instent restenosis.
(Korean Circulation J 2004; 34(9):837-844)
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Table 1. Relation between patients clinical characteristics and coronary artery stenosis progression

Progression (n=50) No progression (n=33) p
Age (year) 58.52+9.67 58.141+9.83 NS
Sex (M : F) 32 (64.0) : 18 (36.0%) 19 (57.6%) : 14 (42.4%) NS
BMI (Kg/m?) 2499+3.13 25.09+2.70 NS
Diabetes 16 (32.0%) 11 (33.3%) NS
Hypertension 14 (28.0%) 10 (30.3%) NS
Smoking 25 (50.0%) 20 (60.6%) NS
Diagnosis NS
AP 19 (38.0%) 12 (36.4%)
UA 10 (20.0%) 5 (15.2%)
AMI 21 (42.0%) 16 (48.5%)
Vs number NS
1 Vs disease 25 (50.0%) 19 (57.6%)
2 Vs disease 23 (46.0%) 12 (36.4%)
3 Vs disease 2 (4.0%) 2 (6.1%)

n: number, M: male, F: female, BMI: body mass index, AP: angina pectoris, UA: unstable angina, AMI: acute myo-

cardial infarction, Vs: vessel, NS: noft significant

Table 2. Relation between patients clinical characteristics and instent restenosis

ISR (+) (n=30) ISR (=) (n=53) P
Age (year) 56.90+10.79 59.04+9.10 NS
Sex (M F) 22 (73.3%) - 8 (26.7%) 29 (54.7%) - 24 (45.3%) NS
BMI (Kg/m?) 24.89 +2.59 25.14+3.02 NS
Diabetes 12 (40.0%) 15 (28.3%) NS
Hypertension 9 (30.0%) 15 (28.3%) NS
Smoking 15 (50.0%) 30 (56.6%) NS
Diagnosis NS
AP 10 (33.3%) 21 (39.6%)
UA 7 (23.3%) 8 (15.1%)
AMI 13 (43.4%) 24 (45.3%)
Vs number NS
1 Vs disease 17 (56.7%) 27 (50.9%)
2 Vs disease 10 (33.3%) 25 (47.2%)
3 Vs disease 3 (10.0%) 1(1.9%)

ISR: instent restenosis, n: number, M: male, F: female, BMI: body mass index, AP: angina pectoris, UA: unstable angina,
AMI: acute myocardial infarction, Vs: vessel, NS: not significant
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Table 3. Relation between angiographic characteristics and instent restenosis

ISR (+) (n=30) ISR (=) (n=53) o)
Pre-intervention
Lesion length (mm) 16.50+ 7.56 17.64+ 7.64 NS
ACC/AHA lesion type NS
A 2 ( 6.7%) 1(1.9%)
B1 10 (33.3%) 23 (43.4%)
B2 6 (20.0%) 10 (18.9%)
C 12 (40.0%) 19 (35.8%)
Ref. diameter (mm) 3.20+ 0.49 3.10+ 0.54 NS
MLD (mm) 0.57+ 0.59 0.42+ 0.32 NS
Stenosis (%) 85.37+ 8.93 86.58+ 9.24 NS
Post-intervention
Stent length (mm) 19.73+ 5.90 19.58+ 6.14 NS
Stent size (mm) 3.23+ 0.46 3.16+ 0.42 NS
MLD (mm) 3.25+ 1.17 2.99+ 0.56 NS
Stenosis (%) 7.25+ 423 8.08+ 3.38 NS
6-month follow up
Stenosis (%) 71.84+t13.02 22.39+10.26 0.00

ISR: instent restenosis, n: number, ACC/AHA: American College of Cardiology/American Heart Association, Ref:

reference, MLD: minimal luminal diameter, NS: not significant

Table 4. Comparison between biochemical parameters and coronary artery stenosis progression

Progression (n=50) No progression (n=33) P
TC (mg/dL) 178.67 £29.99 166.88+ 44.67 NS
TG (mg/dL) 142.80+£53.23 156.91+100.53 NS
LDL-C (mg/dL) 120.31£32.24 135.05+ 35.32 NS
HDL-C (mg/dL) 38.06+10.32 3887+ 11.19 NS
Apo-A (mg/dL) 119.18£20.43 123.78+ 22.88 NS
Apo-B (mg/dL) 93.18+21.5] 10026+ 21.56 NS
Adiponectin (zg/mL)* 391+ 1.24 466+ 136 0.03
ICAM-1 (ng/mL)* 199.16+£79.13 150.54+ 63.65 0.03

n: number, TC: total cholesterol, TG: triglyceride, LDL-C: low denisity lipoprotein cholesterol, HDL-C: high density
lipoprotein cholesterol, Apo: apolipoprotein, ICAM: intercellular adhesion molecule, NS: not significant
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HUL Afat 35O T2 YW (Table 5)
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Fig. 1. Relationship between serum adiponectin, ICAM (infercellular adhesion molecule)-1 level and coronary artery
stenosis progression. There was significantly lower serum adiponectin and higher serum ICAM level in progression

group.

Table 5. Comparison between biochemical parameters and instent restenosis

ISR (+) (n=30) ISR (=) (n=53) p
TC (mg/dL) 170.05+47.10 175.17+£35.14 NS
TG (mg/dL) 155.611+96.12 149.08+79.25 NS
LDL-C (mg/dL) 119.60+30.18 129.62+35.48 NS
HDL-C (mg/dL) 36.34+ 9.16 39.72+11.48 NS
Apo-A (mg/dL) 122.66+22.49 120.05+20.94 NS
Apo-B (mg/dL) 92.52+21.40 97.76£21.80 NS
Adiponectin (xg/mL) 399+ 1.22 433+ 1.38 NS
ICAM-1 (hg/mL) 195.17+68.45 171.47 £80.48 NS

ISR: instent restenosis, n: number, TC: total cholesterol, TG: friglyceride, LDL-C: low density lipoprotein cholesterol, HDL-
C: high density lipoprotein cholesterol, Apo: apolipoprotein, ICAM: intercellular adhesion molecule, NS: not significant
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Fig. 2. Relationship between serum adiponectin, ICAM (intercellular adhesion molecule)-1 level and instent restenosis
(ISR) . There was lower serum adiponectin and higher serum ICAM-1 level in instent restenosis group. But there was no

stastistical significance. NS: noft significant.
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