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Compression socks during exercise

BACKGROUND AND OBJECTIVE While compression garments have been used to improve circulation, similar garments are worn
during sports to improve performance. This study assessed the effect of compression socks worn during a five km run.

METHODS This counterbalanced, crossover design study included 12, well-trained, male runners. All were asked to maintain con-
stant dietary patterns prior to each of three sessions. At each session, the runners performed a standardized warm-up, followed by a five km
timed trial and a one-hour recovery before a second warm-up and five km timed trial.

The runners completed one session wearing compression socks for the first warm-up and timed trial and one session with no compression
socks. Blood lactate concentration was measured, with samples collected at completion of each stage of the warm-up protocol, as well as three
minutes after completion of the runs.

RESULTS The declines in run performance between the first and second runs were moderate in the control group and significantly grea-
ter than in the compression stockings group ( P<0.01). No significant difference was found between the conditions on measures of oxygen con-
sumption, blood lactate or calf volume.

CONCLUSION This study of well-trained runners found that wearing compression stockings while running can reduce deterioration in
performance one hour later.

[ #5 H : Brophy-Williams N, Driller MW, Kitic CM, et al. Wearing compression stockings during exercise aids subsequent performance.
J Science Med Sport,2019,22(1) :123-127.]



