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Supplementary Figure 1. Ndr2 deficient mice do not show alterations in total β1 integrin in the CA1 

(A) Representative image of dorsal hippocampus sections for WT and Ndr2 KO mice stained against 
total β1 Integrin.  

(B) Quantification in the CA1 neurons shows no changes in total β1 Integrin labelling in vivo, n= 6 mice 
each. All data are presented as mean ± SEM. Student´s t-test. *p<0.05; ****, p<0.0001. 

  



 

 

 

 

Supplementary Figure 2. Ndr2 deficient mice do not show increase in NDR1 protein expression 

Representative WB of dorsal hippocampus samples of 3-month-old Ndr2 wildtype (WT) & Knockout 
(KO) mice against NDR1 and NDR2 n=4 (WT); 4 (KO).  

  



 

 

 

Supplementary Figure 3. Ndr2 deficient mice do not show any alterations in hippocampal network 
oscillations ex vivo. 

(A) Representative carbachol-induced gamma oscillation traces from the CA1 pyramidal layer of 
wildtype (WT) and knockout (KO) mice, n=14 slices from 3 mice (WT), 16 slices from 4 mice (KO). 
(B) Representative power spectra of CA1 gamma oscillations of WT and KO mice illustrating no 
changes between WT and KO mice.  
(C) Summary data illustrating no changes in the integrated gamma power (20-60 Hz) (T28=0.6149, 
p=0.5436) between WT & KO mice. 
(D) Gamma peak frequency from the CA1 pyramidal neurons showing no difference between the WT 
and KO mice  (T28=1.115, p=0.2745).  
(E) Representative correlograms of the gamma peak frequency. 
(F) Summary data illustrating no changes in gamma correlation in the CA1 region of KO mice 
(T28=1.073, p=0.2925).  



Representative sharp wave-ripple (SPW-R) traces of WT and KO mice, n=15 slices from 4 mice (WT), 
14 slices from 4 mice(KO). 
(G) Low pass-filtered SPW component of WT and KO mice, n=15 slices from 4 mice (WT), 14 slices 
from 4 mice(KO). 
(H) Band pass-filtered band-pass component of WT and KO mice, n=15 slices from 4 mice (WT), 14 
slices from 4 mice(KO). 
(I) Summary data of Band pass-filtered band-pass component shows no significant alterations in SPW 
incidence  (T27=0.3204, p=0.7511) n=15 slices from 4 mice (WT), 14 slices from 4 mice(KO). 
(J) SPW area (T27=1.537, p=0.1360) 
(K) Ripple amplitude (T27=1.276, p=0.2128).  
(L) Ripple frequency (T27=0.6739, p=0.5061).  
Data are presented as mean ± SEM. Panels A, C, D, F, I, J, K and L: Student´s two-tailed T-test.  
 


