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Introduction Results

Polytrauma injuries pose a unique challenge for medical personnel as multiple organ
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e O S Figure 1. Adjuncts improved survival following polytrauma with severe symptoms. A single dose HMP (*p=0.0410) were significantly higher than that of mice without (****p<0.0001). HMP was determined a non-viable adjunct
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* TBI MCM: tranexamic acid (TXA), 10mg/kg i.p.; saline support s.c. accelerated return * All adjuncts prolonged survival of TBI/NA polytrauma when given in combination with MCM, thus expanding the window in

* NAMCM: atropine methylnitrate (AMN), 6mg/kg i.p.; pralidoxime (2PAM), — 100 to nesting behavior. which additional treatment, supportive care, and transport could occur; repeated dosing of adjuncts may further increase

25mg/kg i.p.; midazolam (MDZ), 5Smg/kg s.c. S =1 DPH Adjuncts  did  not survival through this period given that most mortalities occurred outside of the drug’s therapeutic window

Experimental Adjuncts (ADJ): 2 80 B HMP significantly improve « TBI/NA polytrauma causes widespread systemic symptomology largely driven by the NA, so it’s likely that improved survival

* diphenhydramine hydrochloride (DPH) antihistamine, 15mg/kg i.p. 10"-.; [ 0 return to nesting following treatment was due to the adjuncts’ ability to mitigate neuronal excitotoxicity, cardiac dysfunction, and/or respiratory
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* promethazine (PRO) antihistamine, 6mg/kg i.p. E 40 - I PRO treated mice were « DPH’s ability to significantly improve survival after TBI/NA polytrauma may lie in its profound anticholinergic effects, which

*  scopolamine hydrobromide (SCO) anticholinergic, 1mg/kg i.p. 2 [ nested by 48hrs and could ameliorate the effects of harmful acetylcholine buildup that drives NA-induced symptoms and can occur post-TBI*

Post-exposure Care: twice daily 0.9% saline, s.c. é 20 1 SCO afhli;gl?sr EIFI\ZITDOFES\;‘  HMP-induced seizure activity may have been caused by a metabolite of the drug that causes neuroexcitation, particularly in
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Evaluation Burrowing Behavior Figure 5. Adjuncts * Group differences in behavioral recovery following adjunct administration may be more visible in nesting than in burrowing
NA symptom categories: mice observed and designated as one of the following post-NA did not change due to the increased complexity of nesting behavior, which requires sustained coordinated movement, goal-directedness, and
EXposure 0 return to burrowing spatial memory over a comparatively longer period of time®

 CV (convulsive): Mice had full-body convulsions, with or without seizure activity —_ DPH behavior. Adjuncts

 NC (non-convulsive): Mice displayed no convulsions, seizure, or significant signs of B 20 -2 HMP did not significantly
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