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Abstract; Objective To explore the mechanism of osteoclast apoptosis promoted by traditional Chinese medicine compound
antler pill. Methods RAW264.7 cells were cultured and passaged. RAW264. 7 cells were induced into osteoclasts by RANKL +
M-CSF. The proliferation of osteoclasts under different concentrations of antler pill was detected with MTS. The osteoclast
morphology was observed after the treatment of antler pill. The apoptosis of osteoclasts was detected using flow cytometry. Western
blotting was used to detect the protein expression of Bax, Bcl-2, caspase-3, cleaved-caspase-3, p-AKT, and T-AKT. Results
MTS result showed that antler pill inhibited osteoclast proliferation at all concentrations, and at the middle concentration of osteoclast
proliferation was inhibited obviously after 24 h. After addition of antler pill, the transmittance of osteoclasts decreased, and
apoptotic cells shrunk and floated in the culture medium. Flow cytometry result showed that antler pill promoted apoptosis of
osteoclasts. Pretreatment with LY294002 blocked the effect of antler pill on osteoclast apoptosis. Western blotting result showed that
antler pill promoted mitochondrial Bax expression, inhibited the expression of Bcl-2, and promoted the cleavage of caspase-3.
Phosphorylation of AKT promoted by antler pill was inhibited by LY294002 pretreatment. Conclusion  Chinese medicine
compound antler pill promotes osteoclast apoptosis through PI3K/AKT pathway.
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Fig.1 Antler pill inhibited proliferation of osteoclasts
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Fig.3 Antler pill promoted apoptosis of osteoclasts
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Fig.4 A Antler pill promoted the expression of Bcl-2 and inhibited the expression of Bax and Caspase3
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