Regulation of Ischemic Long-Term Potentiation in GluN2B and FKBP51 Underlying Cathodal Direct Current Stimulation
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Supplemental Figure 1. 
Fig. S1. Administration of NMDA receptor antagonist D-(-)-2-Amino-5-phosphonopentanoic acid (D-AP5) blocks OGD-induced iLTP.
(A) Representative traces and time course of fEPSP slope recorded in the hippocampus during baseline, OGD induction, and iLTP expression over a 60-minute period under continuous D-APV (50 μM) perfusion (n = 5 slices from 3 mice). D-AP5 (50 μM) was applied in ACSF and OGD solution and perfused continuously throughout the OGD induction period. (B) Summary of mean fEPSP slopes during the iLTP expression phase (last 10 minutes of recording) in the D-APV group (n = 5 slices from 3 mice). Data are presented as mean ± SEM; Student’s t-test.
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Supplemental Figure 2.
Fig. S2. Attenuation of OGD-induced aberrant synaptic plasticity in FKBP5 KO mice
(A) Representative traces and time course of fEPSP slope recorded in the hippocampus during baseline, OGD induction, and iLTP expression over a 60-minute period. (B) Summary of mean fEPSP slopes during the iLTP expression phase (last 10 minutes of recording) in female WT mice (n = 6 slices from 4 mice). Data are presented as mean ± SEM; ***p < 0.001 compared with the control group; Student’s t-test. (C) Representative Western blots showing protein levels of GluN2B and FKBP51 in the hippocampus of control and OGD-treated groups. (D) Quantification of GluN2B expression levels (n = 4 per group). Data are presented as mean ± SEM; **p < 0.01 compared with the control group; Student’s t-test. (E) Quantification of FKBP51 expression levels, analyzed using ImageJ and normalized to the control group (n =4 per group). Data are presented as mean ± SEM; **p < 0.01 compared with the control group; Student’s t-test.
