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Supplementary Figure 1: Islets isolated from lithium-treated diabetic mice exhibit an improved insulin secretion in 
response to ex vivo glucose stimulation. Animals were treated as elaborated in Figure 1. Islets were isolated from the 
differently treated animals via protocols specified in “Materials and Methods”. (a) Representative microscopic images of 
isolated islets. Scale bar = 50 µm. (b) An approximately equal amount of purified islets prepared from each group were 
cultured in high glucose medium (25mM) for 60 min. Conditioned medium was prepared for immunoblot analysis to detect 
the released insulin. Homogenates of cultured islets were subjected to immunoblot analysis for β-actin as a putative internal 
control. (c) Immunoblots were processed for densitometric analyses, in which the relative abundance of insulin was 
normalized with β-actin levels. Data were presented as mean ± SD; *P < 0.05 (n = 3–4). 

  



 

Supplementary Figure 2: Lithium therapy promotes islet β-cell regeneration in STZ-injured mice. (a) Cryosections of 

pancreatic tissues were processed for fluorescent immunohistochemistry staining for insulin (green) and Ki67 (red) with 

4′,6-diamidino-2-phenylindole (DAPI, blue) counterstaining for nuclei. Scale bar = 50 µm. (b) The numbers of insulin-

expressing β-cells positive for Ki67 were quantified in each islet with 5 random islets per mouse. Data were presented as 

mean ± SD; **P < 0.01 (n = 5). 


