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The Responses of Plasma Catecholamines, Serum Potassium,Lipids and Blood
Glucose Levels during Graded Exercise and Recovery.
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Heart rate, blood pressure, lactate, triglyceride (TG), free fatty acid (FFA), blood sugar
(BS), serum electrolytes (Na*, k*), adrenaline (AD), noradrenaline (NA), cyclic AMP (CAMP),
and VO,max were determined during graded exercise and the postexercise period by bicycle
ergometer to investigate the correlation of exercise and catecholamine, with special reference
to the effect of catecl:lolamine on the hormonal, neuronal and metabolic changes.

The results were as follows :

1) The AD and NA levels were increased slowly up to moderate work load. Thereafter
the both levels were rapidly increased by heavy exercise, reaching in the maximal level
during the early postexercise period. This high levels of plasma AD and NA were decreased
rapidly with the time constant (z=1min), during 14 min after exercise.

2) In contrast to the responses of catecholamine to exercise and recovery, plasma CAMP
levels were increased more slowly during exercise and were decreased during recovery. The
peak level of CAMP was shown between 2 and 4 min during the postexercise period.

3) Serum potassium was increased gradually while the graded exercise was performed,

but was steeply decreased immediately after exercise, showing rebound phenomenon.
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4) BS was slightly decreased during exercise, but greatly increased (30 to 60 mg/dl)

between 2 and 4 min after exhaustion.

5) FFA was not changed consistently during exercise, but was increased significantly

during the postexercise period.

These results suggest that catecholaminesare very important stimulant hormone in

regulation of metabolism and cardiovascular system in exercise.
(Journal of Health Science, Kyushu University, 7:51~60, 1985)
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Fig. 1. Upper panel ; Changes in blood levels of free fatty acid (FFA), triglyceride (TG),
potassium (K*), blood sugar (BS), and lactate (Lact); Lower panel : Changes in blood
pressure (BP), heart rate (HR), plasma adrenaline (Adr), noradrenaline (Norad), cyclic
AMP (CAMP) during and after exercise with gradual work load increment in a 26
years old man.
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Fig. 2. Upper panel : Changesin FFA, TG, K*, BS, and Lact. ; Lower panel : Changes in BP,
HR, Adr., Norad, and CAMP during exrecise and postexercise period with gradual
work load increment in a 33 years old man. h
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