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Supplementary Figure and Legend 

 

Figure. S1. Osmotin enhanced synaptic protein expression. (A) Western blot analysis of SANP-23 and PSD-

95 in the cortex and hippocampus of adult mouse brains. The bands were quantified using ImageJ software, 

and the differences are represented by histograms. β-actin was used as a loading control. (B) Confocal 

immunofluorescence photomicrographs of PSD-95 reactivity in the cortex and hippocampus of the 

experimental groups. The density values are relative to the WT group and expressed in arbitrary units (A.U.). 

The data are presented as the mean ± SEM of 4 mice per group, ** p ≤ 0.01, # p ≤ 0.05. 


