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ABSTRACT
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Aim To determine the influence of exogenous testosterone on early atherosclerosis in cholesterol— fed male Wistar rats
and its possible mechanisms. Methods Thirty— six male Wistar rats were randomly assigned to the three groups: normal group, chol-
esterol group, treated group ( testosterone cypionate, 2. 5 mg/kg, im.); plasma lipids and the lipids content of aorta and liver were analyzed
with enzymatic methods after twelve weeks, aortic intima were examined with light microscope. Results Plasma lipids and lipopro-
teins were not significantly different between cholesterol group and treated group, the treated rats had significantly higher plasma lipid oxidative

peroxidation products value, lower hepatic lipids contents, but higher aortic lipids contents than the cholesterol group, the mumber of monocytes

adhering to endothelial cells and oil red O positive foam cells was more in the treated group than the cholesterol group.

Conclusion  Ex-

ogenous testosterone accelerated early atherosclerosis in male hypercholesterolemic rats.
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Table 1.  Comparison of plasma lipids values and LPO contents between groups in week 12 ( n= 12, x s, mmol/L)
Groups TC TG HDL LDL+ VLDL LPO( nmol/L)
Normal 1. 68 %0. 32" 0.58 %0. 11 0. 50 £0. 09" 1.18 +0.23" 10. 61 +1. 66
Cholesterol 10. 83 *1.70 0. 60 0. 12 2.77 %0. 46 8.06 =1.21 23.221+2.39
Treated 9.85*1.85 0.57%0. 12 2.48 £0.47 7.381+1.34 28.71 3. 10

b: P< 0.01, compared with cholesterol group
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Table 2.
thoracic aortas of rats ( n= 10, » s, Hmol/g protein)

Comparison of TC, TG contents in the livers and

Liver Aorta
Groups
TC TG TC TG
Normal 21.3%2.1" 84.9%£13.3" 10.2%1.6" 21,2429
Cholesterol 138.1%+13.9 124.8%13.2 37.4%3.7  46.8%4.1
Treated 123.6 £14.4* 104.1%£12.9°  42.2F4.0¢  51.134.9

a: P< 0.05; b: P< 0.01, compared with cholesterol group
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Figure 1.

ble, and therefor the hematoxylin has stained the nuclei of superficial medial cells.

Aortic intima viewed en face after stained with AgNO3 and hematoxylin.

In this preparation the endothelial nuclei are bare visi-

In the nomal group (A), the monocytes were rare and single, they became

more in hypercholesterolemic rats (B, C), the monocytes adhering to the endothelium were more in the treated group ( C) than the cholesterol group (B) (magnifi-

cation X 200)
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