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Table 1. Age distribution of study population

A (yrs) Male Female

e group (yrs

ge group (y N % N %
20-29 8 9.5 5 6.4
30-39 28 32.9 21 26.3
40-49 24 28.2 21 26.3
50-59 16 18.8 19 23.8
60 -69 9 10.6 14 17.2

T
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< 9180 SAS® (6.1 version) E 1S AME-3}

aL 24 242 p-value 0.050]8k2 3}sict.
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Table 2. Plasma levels of DHEA -S, cortisol, and DHEA -S/cortisol ratio in
healthy male according to age group

Age DHEA -s* CORTISOL DHCOR**
20-29 337.756+111.53 18.56£7.72 22.47+15.54
30-39 333.563 £ 154.34 17.3+£6.09 21.15+11.30
40-49 249.79+106.19 17.2+6.36 1525+ 4.99
50-59 178.25+138.16 14.2+7.22 13.83+ 9.67
60-69 138.33+ 94.93 16.3+5.43 8.43+ 488
*p<0.01 **p<0.05

DHEA -S; dehydroepiandrosterone sulfate
DHCOR; ratio of DHEA -S/CORTISOL

Table 3. Plasma levels of DHEA -S, cortisol, and DHEA - S/cortisol ratio in
healthy female according to age group

Age DHEA -s* CORTISOL DHCOR**
20-29 160.40 £+ 165.59 11.60+5.41 22.31+18.2
30-39 190.57+111.61 14.52+5.68 16.39+16.1
40-49 12152+ 55.90 15.71+7.64 8.89+ 5.02
50-59 71.31+ 36.41 11.26 £4.27 701+ 441
60-69 64.78 + 34.37 15.50+6.26 452+ 276
*p<0.01 **p<0.05

DHEA -S; dehydroepiandrosterone sulfate
DHCOR; ratio of DHEA -S/CORTISOL
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Table 4. Correlation between DHEA -S and cardiovascular risk factors
without age adjustment

DHEA -S

Male Female
SBP 0.019 -0.310*
DBP 0.024 -0.344**
T-C -0.011 -0.276*
T-G 0.023 -0.189
LDL -0.125 -0.309*
HDL 0.008 0.233*
BMI 0.180 -0.217
WHR 0.133 -0.340

*p<0.05 **p<0.01

SBP: systolic blood pressure

LDL: low density lipoprotein

HDL: high density lipoprotein
BMI: body mass index

DBP: Diastolic blood pressure
T-G: triglyceride

T-C: total cholesterol

WHR: waist-hip ratio

% The statistical significance of correlation between DHEA -S and some cardiovascular risk factors in
female subjects was disappeared after multiple regression analysis.
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— Abstract—

Relation of plasma dehydroepiandrosterone sulfate (DHEA -S)
to cardiovascular risk factors

Guem Joo Cho, M.D., Young Mee Lee, M.D., Youn Seon Choi, M.D.,
Kyung Hwan Cho, M.D., Myung Ho Hong, M.D.

Department of Family Medicine, College of Medicine, Korea University

Background: Few studies have been done regarding the level of DHEA which is influenced by
age, and their effect on cardiovascular disease and prevention of cancer. It is a well known fact
that the level of DHEA is decreased with age and the aging is not a correctable risk factor for
cardiovascular disease. The aim of this study was to identify plasma DHEA-S change by age and
to find out if there was any correlation with serum DHEA -S and cardiovascular risk factors.

Methods: The author collected blood from 85 males and 80 females who had no particular dis -
ease history and no specific findings on physical examination. If there were any changes of DHEA
according to age, we analyzed the correlation of DHEA with cardiovascular risk factors such as
blood pressure, total cholesterol, triglyceride, low density lipoprotein, high density lipoprotein and
obesity index (body mass index, waist/hip ratio).

Results: In both males and females, plasma DHEA -S level peaked at third decade and the con -
centration of DHEA was significantly decreased according to age (p<0.01). In males, DHEA-S
showed no correlations with cardiovascular risk factors. In females, DHEA-S showed negative
correlations with systolic blood pressure, diastolic blood pressure, total cholesterol, and low density
lipoprotein. Also, high density lipoprotein positively correlated with DHEA -S. These correlations in
female subjects, however, disappeared after multiple regression analysis.

Conclusion: In both males and females, plasma DHEA -S was significantly decreased with adva -
ncing age. There was no significant correlation between DHEA-S and cardiovascular risk factors
in both men and women. (J Korean Acad Fam Med 2002;23 : 466-474)
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