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(b?Neuritic plaqupes (c) I\%Iuscle atrophy @ y and Figure 3. Exercise effects on motor and memory performance in the 3xTg-AD model.(a) Figure 4. Exercise effects on gait performance in the 3xTg-AD model.(a) Figure 5. Exercise effects on body composition and muscle morphology in the 3xTg-AD
Representative open field trajectories. (b—h) Behavioral assessments of motor function. (i—j) Recognition Representative gait patterns and gait maps. (b—g) Gait assessments. Data model.(a-c) Body composition assessments. (d) Representative H&E images of skeletal muscle.
memory assessment. Data are presented as mean + SEM (n = 16). Statistical analyses were performed are presented as mean £ SEM (n = 6). Statistical analyses were performed (e) Muscle morphology assessment. Data are presented as mean + SEM (n = 6-16). Statistical
2 O BJ ETIVE using two-way ANOVA followed by Tukey’s post hoc test. *p < 0.05. using two-way ANOVA followed by Tukey’s post hoc test. *p < 0.05. analyses were performed using two-way ANOVA followed by Tukey’s post hoc test. *p < 0.05.
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