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SCARRIE LT E

Concussed athletes more prone to injury

BACKGROUND AND OBJECTIVE Previous studies have demonstrated that athletes who sustain a concussion have a higher risk of
sustaining another serious injury during the 21 days after return to play. This study employed a large database of patients who had presented
to the emergency department with concussion, to better understand the rate of subsequent injuries.

METHODS Patient data were collected from the Umea Injury Data Base in northern Sweden, the only hospital within a 120km radius.
Data were collected concerning participants in four contact sports, (ice hockey, soccer, handball and floorball) , who were treated for con-
cussion between 1995 and 2009. Data were reviewed for injuries treated 24 months before through 24 months after the index concussion. A
control group of athletes with an ankle sprain, but no concussion, was used for comparison.

RESULTS Between 1995 and 2009, 4,961 concussions were documented, of which 699 occurred during the participation in the sports
identified. These athletes were compared to 1,259 athletes without concussion. Compared to the control group, those with concussion had a
higher risk of injury in the 24 months after the index concussion (OR 1.72) , as well as in the 24 months before the injury (OR 1.98). This
was not true for the athletes with ankle injury.

CONCLUSION This study found that, while athletes who suffer a concussion are more likely to sustain injuries during the two years af-
ter the concussion, this risk is no greater than during the two years before the concussion.

[#% A :Burman E, Lysholm J, Shahim P, et al. Concussed athletes are more prone to injury both before and after their index concus-
sion: a data base analysis of 699 concussed contact sports athletes. BMJ Open Sport Exer Med, 2016; 2( 1) :e000092. eCollection 2016.]



