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Supplementary Figure S1: Uncropped WES analysis of Insulin Responsiveness in Ipsilateral Hippocampi (Figure 1a). WES analysis 

of insulin-stimulated and unstimulated synaptosomes isolated from the ipsilateral hippocampus at (a) 2 DPI (n =4 for both sham 

and TBI), (b) 7 DPI (n= 4 sham, n=6 TBI), (c) 1 MPI (n= 5 sham, n=7 TBI), and (d) 3 MPI (n= 4 for both sham and TBI) animals. β-

tubulin was used as a loading control for each WES run. 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

  

Supplementary Figure S2: Uncropped WES analysis of Insulin Responsiveness in Contralateral Hippocampi (Figure 1e). WES 

analysis of insulin-stimulated and unstimulated synaptosomes isolated from the ipsilateral hippocampus at (a) 2 DPI (n =3 sham, 

n=4 TBI), (b) 7 DPI (n= 3 sham, n=5 TBI), (c) 1 MPI (n= 5 sham, n=4 TBI), and (d) 3 MPI (n= 3 sham, n= 4 TBI) animals. β-tubulin was 

used as a loading control for each WES run. 



 

Supplementary Figure S3:  Input/output curves for ipsilateral and contralateral hippocampi for sham 

and TBI animal slices. The fEPSP slope (mV/ms) obtained at increasing stimulus intensities (µA) at both 

(a) 1 month post-injury and (b) 3 months post-injury show no significant differences in the basal synaptic 

strength. 1 MPI n= 4 animals; 3 MPI n= 3-5 animals. Two-way ANOVA with Tukey’s post hoc analysis was 

used to determine statistical significance. [For 1 MPI: F3, 12=0.4943 P=0.6929] [For 3 MPI: F3, 15=0.3794 

P=0.7692]. Error bars represent standard error.  



 

Supplementary Table S1: Input-Output Averages for ipsilateral and contralateral hippocampi for sham 

and TBI animal slices. The averages of the slopes (mV/ms) measured after increasing stimulus 

intensities. There was no change in the slopes. N= number of slices per condition. Two-way ANOVA with 

Tukey’s post hoc analysis was used to determine statistical significance. [For 1 MPI: F3, 12=0.4943 

P=0.6929] [For 3 MPI: F3, 15=0.3794 P=0.7692]. 



 

 

 

 

 

 

Supplementary Figure S4: Long-term potentiation (LTP) in hippocampal slices either untreated or exposed to an acute 

insulin treatment.  Schaffer collateral field recordings were performed to measure LTP in slices from sham and TBI animals. 

Graphs showing the average of the fEPSP slope for the final 10 minutes (time points 60-70 minutes post high frequency 

stimulation) as an indication of LTP for each condition at (a) 1-month post-injury and (b) 3 months post-injury. 1 MPI n= 4 

animals and 3-6 slices per condition; 3 MPI n= 3-5 animals and 3-7 slices per condition. One-way ANOVA with Bonferroni’s 

post hoc analysis was used to determine statistical significance. Error bars represent standard error. *p < 0.05. 



 

 

 

 

  

Supplementary Figure S5: Uncropped Western Blot Analysis of Synaptosomes From Ipsilateral Hippocampi (Figure 8a). 

Western blots probed with SOCS3 antibody and reprobed using β-tubulin antibody as a total loading control for each sample 

from the ipsilateral hippocampus at (a) 2 DPI (n =4 for both sham and TBI), (b) 7 DPI (n =6 for both sham and TBI), (c) 1 MPI (n= 

5 sham, n=7 TBI), and (d) 3 MPI (n= 4 for both sham and TBI) animals.  



 

 

 

  

 

Supplementary Figure S6: Uncropped Western Blot Analysis of Synaptosomes From Contralateral Hippocampi (Figure 8c). 

Western blots probed with SOCS3 antibody and reprobed using β-tubulin antibody as a total loading control for each sample 

from the contralateral hippocampus at (a) 2 DPI (n =4 for both sham and TBI), (b) 7 DPI (n =6 for both sham and TBI), (c) 1 MPI 

(n= 5 sham, n=7 TBI), and (d) 3 MPI (n= 4 sham, n=3 TBI) animals.  


