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Figure S1. RANKL-induced osteoclastogenesis of RAW264.7 cells and M-CSF/RANKL-induced
osteoclastogenesis of BMMs. RAW264.7 cells (A,C,D) were treated with 50 ng/mL RANKL for 5 days
and cells without RANKL treatment were used as the control. BMMs (B,E,F) were treated with 30
ng/mL macrophage-colony stimulating factor (M-CSF) and 50 ng/mL RANKL or with 30 ng/mL M-
CSF alone for 5 days. (A,B) Images of TRAP staining. TRAP-positive multinucleated cells containing
at least 3 nuclei were identified as osteoclasts. Scale bars represent 100 um (original magnification
100x). (C,E) The mRNA levels of Ctsk and Acp5 were assessed using gqRT-PCR. (D,F) The protein levels
of CTSK and TRAP were measured by Western blotting. The band densities were analyzed using
Image]. B-Actin was used as an internal control. All of the data represent the mean + standard
deviation (SD) of three independent experiments (1 = 3). * P < 0.05; ** P < 0.01; *** P <0.001.



