Clq Inhibition Reduces Neurodegenerative Damage, Preserves Neuromuscular Junctions
and Improves Compound Muscle Action Potential in the SOD1¢°3A Model
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Both C1lg (A-C) and C1s (D-F) levels were increased in SOD1%%3A tissues compared to
WT. Anti-C1qg antibody treatment significantly reduced C1q as well as the
downstream Cls in SOD1%%3A mice, indicating C1q engagement/inhibition within the
spinal cord. The level of C1q engagement within the interstitial fluid of the spinal cord
is likely to be higher than depicted since both intracellular and extracellular C1q will
be exposed in tissue lysate. Statistical analysis: One-way ANOVA with repeated
measures *P<0.05, **P<0.01, ****P<0.0001. Dotted line shows lower limit of
quantification (C1lg= 0.004-0.2 ug/mL, Cls= 0.02-0.2 ug/mL).

Hypothesis
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Clq contributes to neuronal damage and loss of motor function in the
SOD1%%3A mouse model of ALS by tagging neuromuscular junctions (NMJ) and
driving complement dependent synaptic pruning by macrophages.

We evaluated the hypothesis that systemic blockade of C1qg using an anti-Clq
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