The TNFR1 antagonist Atrosimab reduces neuronal loss, glial activation and memory deficits in an acute mouse model of neurodegeneration 
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Supplementary information
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Supplementary Figure 1. Pre-shock latencies and locomotion are not affected after Atrosimab treatment. a Pre- and post-shock latencies were measured in the passive avoidance paradigm. b Comparison of pre-shock latencies in the passive avoidance paradigm. c Total distanced moved (cm) in the EPM test (NMDA + Fcab n=9; NMDA + Atrosimab n=8; Sham lesion n=8; one-way ANOVA, Tukey post hoc analysis). The two subgroups combined in the Sham lesion group are represented as follows: ▲ represents the Sham + Fcab subgroup and ■ represents the Sham + Atrosimab subgroup, where no significant differences between subgroups were observed. Data are presented as mean ± SEM. ***p<0.001.
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Supplementary Figure 2. Atrosimab does not affect neuronal firing rates. Primary cortical neurons were pre-treated with Atrosimab and incubated with glutamate. Neuronal firing rates were measured by microelectrode array (Control n=8; Atrosimab n=8; Glutamate n=8; Glutamate + Atrosimab n=8; paired t-tests). Data are presented as mean ± SEM. **p<0.01.
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Supplementary Figure 3. Synapsin-1 levels are not altered by NMDA or Atrosimab co-injections. a Synapsin-1 (green) and NeuN (red) measured in hippocampal sections. Representative images of hippocampus are shown. Scale bar, 50 µm b Quantification of the ratio between the fraction covered by synapsin-1- positive signal in the lesioned vs. non-lesioned hemisphere in a (NMDA + Fcab n=8; NMDA + Atrosimab n=8; Sham lesion n=8; one-way ANOVA, Tukey post hoc analysis). Data are presented as mean ± SEM.
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