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RANKL mediated Ca2+ oscillation, resulting in NFATc1 and c-Fos activity, the exogenous 

Calreticulin moves to inhibit NFATc1 and c-Fos. This results in the cessation of the NFATc1 

auto-amplification which drives osteoclast differentiation and results in osteoclast specific gene 

expression. 

 

Supplementary Figure 1.  Calreticulin treatment did not inhibit osteoclasts proliferation.  A. 

RAW264.7 cells were treated with RANKL to induce osteoclastogenesis in the absence (OC) or 

presence calreticulin (200ug/ml) for 5 days.  The cell growth/death was measured by MTT assay.  

B.  RAW264.7 cells were either left untreated (UT), or treated with RANKL (50ng/ml), or 

RANKL plus CRT (300ug/ml) for 1 day.   
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