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(A) Percent spontaneous alternation was calculated as the proportion of the 14 free-choice trials in which mice went in an alternate goal arm than they did in the trial

MET immediately before. Spontaneous alternation was reduced in LPS-exposed mice (red bar) compared with controls (gray bar), indicating cognitive impairment, but this
reduction was significantly ameliorated in LPS-exposed mice treated with fosgonimeton (at all but the lowest tested dose, blue bars), or with those treated with the positive
control memantine (green bar). (B) Percentage recovery was calculated by normalizing the control group to 100% (gray bar) and the LPS group to 0%, then calculating the
relative response for each animal. The percentage recovery relative to the vehicle-treated LPS mice was 61.8% with fosgonimeton 0.25 mg/kg, 79.4% with 0.5 mg/kg,
64.7% with 1 mg/kg, and 64.7% with 1.25 mg/kg (blue bars). Treatment with memantine resulted in 76.4% recovery (green bar).

All data displayed as mean + SEM. One-way ANOVA with Dunnett’s test for multiple comparisons vs LPS control group (percent spontaneous alternation), or the Kruskal-Wallis
test with Dunn’s test for multiple comparisons vs LPS control group (% recovery) (Prism, version 9.5.0; GraphPad).

*p < 0.01;, **p < 0.001; ***p < 0.0001.

— LPS administration is widely used to model
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