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INTRODUCTION

Traumatic brain injury (TBI) affects over 3 million Americans every year leading to subsequent long-term neurocognitive morbidity. Patients over 65 years of age experience increased mortality and greater long-term neurocognitive morbidity compared to young adults after TBI.
Our previously published data shows an age-specific influx of CD8+ effector T-cells into the aged brain after TBI'2. These infiltrating CD8+ T-cells have been associated with worse neurocognitive outcomes, morbidity, and mortality in aged mice post-TBI compared to sham

injury. However, when the transition from a “young” outcome to an “aged” outcome after TBI occurs remains unknown. Understanding the transition from a young to aged pathophysiology of injury is integral to assessing mechanisms leading to T-cell infiltration and identifying
therapeutic targets aimed at reducing neurocognitive deficits and mortality in aged TBI subjects.

We hypothesized that “middle-aged” mice would have increased infiltration of effector T-cells into the brain after TBl compared to young adult mice.
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