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Abstract -
anti-diabetic effects. We investigated the serum levels of dehydroepiandrosterone sulfate
(DHEA-S) and testosterone in 68 men with -non-insulin-dependent diabetes mellitus
(NIDDM) and in 31 non-diabetic men. Compared with non-diabetic men, men with NIDDM
Serum levels of DHEA-S
showed a significant negative correlation with age and were also inversely related to the
severity of diabetic nephropathy. However, no correlations were observed between serum
levels of DHEASs and fasting plasma glucose, HbAic, serum total cholesterol concentration
or serum triglyceride concentration. Our results suggest that diabetes and aging have
detrimental effects on adrenal androgens, and that lower levels of adrenal androgens are

Adrenal androgens have recently received much attention regarding their

had significantly lower levels of DHEA-S and testosterone.

also associated with the severity of diabetic nephropathy, but not with glycemic control or

dyslipidemia. (FEiE. J. Nara Med. Ass. 49, 384~390, 1998)
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Table 1. Clinical characteristics of subject

Variables Controls  Diabetics p-value
A FERAFO S DXL 7. Number a1 68
2. BIEEHR Age(yo) 58.3+11.2 60.8+8.8 ns
DHEA @ﬁ@}@ﬁﬂf%éDHEA#ﬂ/7 = — b BMI(kg/mz) 22.7x£2.7 23.4%3.2 ns
e _ " Scr(mg/dD 0.87+0.22 1.33+1.67  ms
(DHEA-S)B X U5 A b 25 v v(T)D M E 1L FPG(mg/dD 108+29 192486  <0.001
RIAHETHE L. REMERT & LT, ZHEEmEE, HbA1c(%) 5.36+0.56 7.51+1.54 <0.001
HbAsc f, ffE& = L 2 7 = — L (TOEE, ¥ I O TC(mg/dD 205+39 197443 ns
o v TG (mg/dD) 149+79 1654133 ns
PV 7YY FTOREZHEL . Hypertension(%) 45.2 45.6 ns
3. M/NMETEOEEE CAD(%) 16.1 16.2 ns
BERREEE  EE 747 vVREWNA), ME7LY Smoking habit(%) 61.3 70.5 ns
I VRMA), X OEEESROP) ST, Date are means=+SD.

BMI, body mass index ; Scr, serum creatinine ;
FPG, fasting plasma glucose ; TC, total cholesterol ;
TG, triglycerides ; CAD, coronary artery disease.
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Fig. 1. Serum levels of dehydroepiandrosterone sulfate (DHEA-S) and testos-
terone in controls and diabetics.
*p<0.05
**p<0.001
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Fig. 2. Relationship between serum level of dehydroepiandrosterone sulfate

(DHEA-S) and aging.

Table 2. Correlations of metabolic factors and the
serum concentrations of DHEA-S and tes-

tosterone
Metabolic factors DHEA-S Testosterone
FPG —0.130 —0.175
HbAic —0.149 —0.233
TC 0.135 —0.062
TG —0.055 —0.123

Date are r-values.

DHEA-S, dehydroepiandrosterone sulfate ;
FPG, fasting plasma glucose ;

TC, total cholesterol ; TG, triglycerides.

Table 3. Microangiopathy and the serum concentra-
tions of DHEA-S and testosterone

Grade of microangiopathy DHEA-S Testosterone
(ng/mD) (ng/ml)

Nephropathy NA 1,496+647 3.98+1.21
MA 1,073+£566% 4.13%1.69
opP 1,083+£7312 4.33+£1.94

Retinopathy NR 1,302+687 3.93+1.19
SR 1,113+£579 4.76+1.81
PR 879+533 4.68+2.20

Data are means £+ SD. ?p<0.05 vs NA.

DHEA-S, dehydroepiandrosterone sulfate ;

NA, normoalbuminuria ; MA, microalbuminuria ;
OP, overt proteinuria ; NR, no retinopathy ;

SR, simple retinopathy ; PR, proliferative retinopathy.
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HBI% /R & i hr» 7o (Table 2).
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