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Figure 1:  Diseases that dysregulate the juvenile plasticity signature are associated 

with inflammatory processes  (a) 

(b)

(c) 

 

Figure 1-1: Disease Leverage Analysis (DLA) identifies biological processes common 

to diseases that perturb the juvenile plasticity signature. 



 

Figure 2:  Diseases that dysregulate the adult Lynx1-/- plasticity signature are 

associated with inflammatory processes. 

/-



Figure 2-1: Disease Leverage Analysis (DLA) identifies biological processes common 

to diseases that perturb the Lynx1-/- plasticity signature. 

 

Figure 3: Lipopolysaccharide (LPS) reverses plasticity signature gene expression. (a)

in silico 

(b)
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Figure 4:  Inflammation induced by lipopolysaccharide (LPS) suppresses experience-

dependent plasticity in juvenile cortex. (a) 

 in vivo (b)
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Table 1: Juvenile plasticity signature.   

 

Table 2: Molecular matching between 436 disease signatures and the juvenile 

plasticity signature indicates diverse diseases may disrupt plasticity.



 

 

Table 3: Lynx1-/- plasticity signature.    
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