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Abstract: Objective To analyze the effects of Angiotensin (Ang) Il on osteoblast apoptosis and underly-
ing molecular mechanism. Methods The mouse osteoblasts were cultured in vitro,and treated with or without
10" ° mol/L AngTl for 24 h,cell apoptosis was detected by TUNEL. Osteoblasts were divided into four groups,
control group (a-MEM medium treatment for 1 h); Angll group (10~ ° mol/L Angll treatment for 1 h) ; Ang
I +SP600125 group [ c-Jun N-terminal kinase (JNK) inhibitor SP600125 pre-treatment for 1 h, then 107°
mol/L Ang Il treatment for 1 h]; Ang [l + vehicle group (corresponding amount of dimethyl sulfoxide pre-

6

treatment for 1 h,then 10 ° mol/L Ang Il treatment for 1 h). Bax,Bcl-2,cytochrome C expressions and stress-

activated protein kinase (SAPK)/JNK activation were evaluated by Western blot,and Caspase-3 activity was

* mol/L Angll ,number of apoptotic cells were increased

measured. Results After being stimulated with 10
by 2-time. Expression of Bcl-2 was decreased, while the expression of Bax and translocation of cytochrome C
from mitochondria to cytosol were highly increased. And Caspase-3 activity was enormously elevated. Howev-
er,these above changes could be alleviated by pre-treatment of SP600125. Conclusion Ang [l promote apoptosis
in osteoblast through SAPK/JNK signaling pathway,which could provide insights into potential links between hyper-
tension and bone loss-related diseases.
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