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Aim 1: Identify the impact of TBI on kidney injury in a realistic swine

model of isolated TBI. TIMP-1 levels in mouse model of TBI

Figure 4: TIMP-1 levels significantly increase in a

Figure 5: Histologic analysis of swine
kidney shows amelioration of TBI-
induced proximal tubular epithelial
damage with post-TBI treatment of
Mg53. Representative image of
Periodic Acid-Schiff (PAS) stained
kidney samples of swine euthanized 6
hours following sham control
- (A),isolated TBI (B), or post-TBI
treatment with Mg53 (C). Animals

| who had undergone isolated TBI were
| found to have evidence of proximal
| tubular damage as highlighted in
yellow (B).

Summary

Evidence of acute kidney injury can be observed in two
different animal models of isolated TBI.

Isolated TBI leads to acute kidney injury that is evident as
soon as 4-hours post injury.

Treatment with Mg53 is both neuroprotective and kidney
protective, though this protective mechanism remains
unknown.

Conclusions

TBI has important effects on distant organ injury.
Understanding the mechanism of TBI-induced organ injury
using a clinically relevant large animal model has the
potential to influence a variety of clinical scenarios from
transplantation medicine to trauma care.

Disrupting the Neuro-Endothelial axis could mitigate the
impact of TBI induced distant multi-organ damage.
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student T-test. used to determine statistical significance (p< 0.05)
between two groups.
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