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Tab 1 Animal characteristics and hormone determination (% +s)
BW(g) LVW(mg) Mortality rate (%) LVW/BW (mg/g) T(ng/dL)
Control(n =12) 350 £25 924 +36 0 2.68 +0.08 557.6 +321.0
HF(n=16) 294 +37 758 +56° 38% 2.52+0.08" 175.5 +86.0"
ORX +HF(n=19) 291 +40 736 +46 42% 2.49 +£0.07 1.5+1.3
ORX +HF +T (n=20) 297 +46 826 +51°** 30% 2.72 £0.11* 596. 6 +249.0*

*P <0.01 vs control; *P <0.01 vs ORX + HF. BW =body weight ; LVW =left ventricle weight; T = testosterone serum levels.
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Fig1 Influence of testosterone treatment on force — frequency

relationships in ventricular muscle preparations of the

male rats with chronic heart failure. * P <0.05 vs con-
trol; *P <0.05 vs ORX + HF.
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Fig 2 Influence of testosterone treatment on maximum velocity of

tension development of ventricular muscle preparations at

0.5 and 4Hz stimulation. *P <0. 05 vs ORX + HF.
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