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Fig., 1. Relative (%) strength (maximal voluntary contraction) loss
immediately (Immed) and 4, 7, and 10 days after eccentric exercise
(N=157). Dashed line indicates baseline strength (100%). Values
are mean £ SE.
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Fig. 2, Change in perceived pain on active stretch
(VAS Scale 0—10) and tenderness (myometer) of elbow
flexors after intense eccentric exercise, Values are
mean(s.e.m.)

.

Baseline 4 Days

T T

T Days 10 Days

Fig. 3, Blood creatine kinase activity (A) and blood myoglobin concentration
(B) before (baseline) and 4, 7, and 10 days after exercise(N = 157). Values

are mean * SE,
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