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Fig. 3. Effects of various concentrations of insulin on [1J-14C]-

glucose metabolism
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Table 1. Effect of dexamethasone on enzyme activities in the

adipose tissue

Control Dexamethason
n=26 n=_6
Mean+SD Mean £SD P
Hexokinase | 8.7+ 2.8 4.3+ 1.2 <0.025

Hexokinase [
Glucose-6-phosphate
dehydrogenase
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46.8+12.6 22.2+ 4.6 <0.001
1.1+ 2.2 9.5+ 1.2 <0,01
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Fig. 7. A. Glycerol release
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