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Table 1. Baseline characteristics of the subjects.

Unit: Number (%), Mean+SD*

Characteristics Men Women P

Age (year)

~49 42 (21.6) 66 (36.7)

~59 87 (44.9) 90 (50.0) <0.001

60~ 65 (33.5) 24 (13.3)
Pulse pressure (mmHg) 50.93£9.62 47.40+12.67 0.003
Systolic blood pressure (mmHg) 130.46£17.78 122.83£17.85 <0.001
Diastolic blood pressure (mmHg) 79.53+13.01 79.53+13.01 0.003
Body mass index (kg/m’) 24.61+2.80 24.19+4.15 0.257
IGF-1 (ng/mL)T 255.81+£85.23 265.72%85.52 0.263
FT4 (ng/dL);E 1.03+0.18 1.02+0.15 0.493
Albumin (g/dL) 4.37£0.39 4.3610.37 0.863
Triglyceride (mg/dL) 142.76£75.11 115.00£60.05 <0.001
Total cholesterol (mg/dL) 192.62+36.36 200.84+32.89 0.023
LDL cholesterol (mg/dL) 111.80+34.14 117.26+31.39 0.110
Fasting blood sugar (mg/dL) 91.56%0.14 87.36%9.14 <0.001
AST (IU/L) 26.18+7.47 22.26%4.58 <0.001
ALT (U/L)' 34.60+12.66 26.58+9.11 <0.001

L - .
*Standard deviation, = Insulin-like growth factor-1, ¥ Free thyroxine,
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§ . I . .
§Aspartate amlnotransferase, Alanine aminotransferase.
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Table 2. Correlation between pulse pressure and measured vari-
ables.

Men Women
Variables

r P r p

Age 0.29 <0.001 0.07 0.341
Systolic blood pressure 0.70  <0.001 0.64 <0.001
Diastolic blood pressure — 0.22 0.003 0.09 0.239

Body Mass Index 0.28 <0.001 0.27  <0.001
IGF-1* -0.27  <0.001 -0.04 0.550
Triglyceride -0.08 0.280 0.19 0.011
Total cholesterol -0.08 0.250 0.15 0.049
LDL - cholesterol -0.07 0.355 0.13 0.083
Fasting blood sugar 0.01 0.959 0.17 0.027

*log (Insulin-like growth factor-1).
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Figure 1. Correlation between pulse pressure and insulin-like growth factor-1 in men (r=-0.27, P<0.001)(A) and women (r=-0.04,
P=0.550)(B). *Correlation coefficients (r) were calculated by Pearson correlation model after log transformation of insulin-like growth

factor-1.
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Table 3. Multiple linear regression of age, body mass index, IGF-1%, triglyceride, total cholesterol, fasting blood sugar for pulse pressure.

Pulse pressure

Men Women
coef. SE P coef. SE P
Age 0.271 0.093 0.004 0.081 0.129 0.534
Body mass index 1.122 0.230 <0.001 0.712 0.238 0.003
IGF-1 -0.052 2.200 0.007 -1.244 2915 0.670
Triglyceride -0.016 0.009 0.074 0.016 0.017 0.348
Total cholesterol -0.019 0.018 0.305 0.045 0.029 0.127
Fasting blood sugar -0.036 0.058 0.532 0.090 0.107 0.399

*log (Insulin-like growth factor-1).
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Table 4. Partial coefficiencies of determination (Ry)* of the vari-
ables in men.

Variables Partial R’ P
Age 0.08 <0.001
Body mass index 0.08 <0.001
IGF-1" 0.04 0.003
Triglyceride 0.02 0.034

*Calculated by multiple stepwise regression model using pulse
pressure as the dependent variables ' log (Insulin-like growth
factor-1).
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ABSTRACTS \

The Relation of Pulse Pressure to Insulin-
like Growth Factor (IGF)-1

Jung Ha Kim, M.D., Eun Ju Hwang, M.D., Sang Hwan Kim,
M.D., Hye Ree Lee, M.D., and Duk Chul Lee, M.D.

Department of Family Medicine, Young-dong Severance Hospital, Yonsei
University College of Medicine, Seoul, Korea

Background: Pulse pressure, a clinical marker of arterial
stiffness, is an independent and strong predictor of
cardiovascular disease, and reflects aging of arterial
system. It is a well known fact that serum IGF-1 level is
a parameter of growth hormone (GH) secretion and
decreased GH secretion is related to aging. The aim of
this study was to find out if there was any correlation
between pulse pressure and IGF-1 concentration.
Methods: By reviewing the medical records of a hospital
in Korea, healthy 194 men and 180 women were studied.
We measured serum IGF-1, triglyceride, total cholesterol,
HDL cholesterol concentrations and fasting blood sugar
(FBS). Also, anthropometric and blood pressure measure-
ments were performed.

Results: In men, the pulse pressure was positively
correlated with age (r=0.29, P<0.001), systolic blood
pressure (SBP) (r=0.70, P<0.001), diastolic blood pressure
(DBP) (r=0.22, P=0.003), and body mass index (BMI) (r=
0.28, P<0.001) and inversely with IGF-1 levels (r=-0.27,
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P<0.001). In women, pulse pressure was positively levels
with SBP (r=0.28, P<0.001), BMI (r=0.27, P<0.001), trigly-
ceride (r=0.19, p=0.011), total cholesterol (r=0.15, P=0.049)
levels, and FBS (r=0.17, P=0.027) and was not correlated
with age, DBP, and serum IGF-1 levels. After adjustment
for age, BMI, triglyceride, total cholesterol, and FBS, the
pulse pressure was independently negatively correlated
with serum IGF-1 levels (f=-6.052, P=0.007) in men. The
multiple regression analysis showed that serum IGF-1
levels (R*=0.04) was the third most powerful factor
influencing the pulse pressure.

Conclusion: There was as independent negative correla-
tion between the pulse pressure and serum IGF-1 levels
in healthy men. (J Korean Acad Fam Med 2006;27:201-
207)

Key words: insulin-like growth factor-1, pulse pressure,
aging
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