&7l A25H A 5% 1995
Az Z3}o)| A Microalbuminuria®] A 2] 9]

srgoist olsojet Wast 24l
94 - QA5 AIY - H2D - ol

8 JFE mG o] o

f

= Abstract =

Microalbuminuria as a Predictor of Coronary Artery Disease in
Non-diabetic Subjects

Young-Cheoul Doo, M.D., Hyun-Soo Kim, M.D., Young-Il Seo, M.D.,
Ho-Yeol Choi, M.D., Jae-Myung Lee, M.D., Soon-Hee Koh, M.D.,
Chong-Yun Rim, M.D., Young-Bahk Koh, M.D., Young Lee, M.D.,

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

Backgrounds : Microalbuminuria is a strong prognostic factor for cardiovascular morbidity
and mortality in type I and II diabetics. Recent data suggest that microalbuminuria predicted
cardiovascular disease independent of hypertension in one of two large-scale studies performed
in non-diabetics. Additional possibilitics could be a previously documented association with oth-
er major and interconnected cardiovascular risk factors, such as insulin resistance, an elevated
cardiac mass, abnormal circulating lipid levels, and overweight. The object of this study is to in-
vestigate the incidence of microalbuminuria, and to define the pathophysiologic mechanism of
microalbuminuria to contribute coronary heart disease in non-diabetic patients with an-
giographically documented coronary artery disease(CAD).

Methods : The study group comprised 31 patients(M ; 21, mean age 60+/ - 30 year) with
angiographically documented CAD and 15 normal control(M : 9, mean age 62+/ -7 year).
Urinary albumin excretion, blood pressure, echocardiographic left ventricular mass index, plas-
ma lipid, abdominal/hip circumference ratio, fasting glucose, insulin, and ¢ - peptide were stu-
died. The microalbuminuria was defined urinary albumin more than 20 ug/min.

Results :

1) Six of 31 patients with CAD(19.4%) and none of 15 normal control had mi-
croalbuminuria. Hypertension were documented 13 of 31 patients with CAD, and none of 15
normal control(p < 0.01). Five of 6 patients with CAD and microalbuminuria and 8 of 25 pa-
tients with non-microalbuminuric patients had hypertension (p < 0.05).

2) In the microalbuminuric subjects with CAD, body mass index(29.0+/ - 3.2vs 24.8+/ - 3.
5), systolic blood pressure(138+/ — 31 vs 118+/ — 15mmHg), lipoprotein(a) (69+/ — 31vs 32+/
~ 32mg/dl), fasting C-peptide(5.5+/ —2.2 vs 2.7+/ — 1.6ng/ml), and microalbumin(221+/25
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vs 9.6+/ — 7.9mg/day)were significantly greater than in normal control(p < 0.05). But no diff-
erence in left ventricular mass, lipid profile, and abdominal/hip circumference ratio existed
between the microalbuminuric patients with CAD and normal control.

3) Between the microalbuminuric patients with CAD and without CAD, no significant diff-
erence were noted except lipoprotein(a) level(69+/ — 31 vs 29+/ - 29mg/dl), fasting C-peptide
(5.5+/ —2.4 vs 2.5+/ - 1.2ng/ml), and microalbumin(221+/ - 247 vs 8.6+/ — 6.7mg/day).

Conclusions : Microalbuminuria was associated with history of hypertension or concurrent an-
tihypertension therapy and insulin resisitance in non-diabetics with CAD. But left ventricular
cardiac mass, central obesity index, and lipid profile were not related with microalbuminuria.
The underlying presence of a major risk factor such as hypertension and insulin resistance
might be explain the previously reported predictive value of microalbuminuria for cardiac

cvents.

KEY WORD : Microalbuminuria - Coronary Artery Disease(CAD) - LV hypertrophy - Insulin

Resistance(Glucose Intolerance).
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LV Mass(g) = 1.04((LVID+VST+PWT)3
-(LVID)3)-13.6

LVID : LV internal diameter

VST : Ventricular septal thickness

PWT : Posterior wall thickness
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Table 1. Experimental Parameters in Microalbuminuric and NonalbuminuricPatients and Normal Control Subjects

Coronary Artery Disease

_ Micro(n=6) Non-micro(n=25) Control(n=15)
Age (yr) 66 + 14 59 + 13 62 + 7
BSA (m2) 166 + 0.13 172 + 0.18 * 157 £ 0.16

BMI (kg/m2) 290 £ 3.2~ 26.1 + 3.4 248 + 35

AHC (Ratio) 1.01 £ 0.02 0.94 + 0.09 094 + 0.12
LVM (g) 283 = 117 261 + 113 212 + 80

LVMI(g/m2) 171 = 70 151 + 66 132 + 48

SBP (mmHg) 138 + 31 132 £ 15 * 118 £ 15

DBP (mmHg) 87 + 15 80 * 15 73 £+ 13

CHOL(mg/d1) 170 £+ 41 177 £ 31 169 + 33

HDL (mg/dl) 33 £5 36 £ 9 41 = 8

LDL (mg/dl) 118 + 29 113 £ 26 103 + 34

TG (mg/dh) 160 + 96 144 £ 79 125 + 72
(a)mg/dl) 69 + 31 29 + 29 32 + 32

FBN (ng/dl) 331 + 247 299 * 154 362 + 249

F.Glu(mg/dl) 133 = 47 108 + 39 102 £ 22

F.C-pep(ng/ml) 55 + 2.4%+ 25 £ 1.2 27 £ 16

F.InsuU/ml) 37 £ 16 6.0 * 2.7 78 £ 53

Micro(mg/day) 221 £ 247*+ 86 £ 67 96 £ 79

Micro . microalbuminuric patients, Non-micro : nonmicroalbuminuric patients, BSA ; body surface area,
BMI ; body mass index, AHC : abdominal/ip circumference ratio, LVM()) : left ventricular mass(index)
SBP . systolic blood pressure, DBP : diastolic blood pressureCHOL : cholesterole, TG : triglycerides,
FBN : fibrinogen, F.Glu, C-pep,Ins : fasting glucose, C-peptide,insulin

*p<0.05 vs.control, + p<0.05 microalbuminuria(+) vs.(-)
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