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Studying in adjusting metabolism balance of bone with active component | from Duzhongye  CA/
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Abstract Objective To study the dual and multitarget adjusting metabolism of bone with active component [
from Duzhongye provides the theoretical basis for preventing and treating osteoporosis with the Chinese medicine
which can tonify the kidney and strengthen bone. Methods To select the most effective component | on adjusting
metabolism balance of bone from five different polar component I [I [l IV V abstracted from Duzhongye.
The experimental models were set up to culture the rat’s osteoblast kidney cells and osteoblast-kidney cells co-
culture then the active component | abstracted from Duzhongye with different concentrations were added to the
culture medium. The ALP secreted specifically by osteoblast was tested by biochemical method the OPG secreted
by kidney cells and the OPG and ODF secreted by osteoblast were tested by ABC-ELISA  and the transcription of
OPG mRNA was tested by RT-PCR. Results The cells grew especially significant with different concentrations of
the component | 107> g ml™" affected the osteoblast obviously P <0.001 and 10™* g ml™" affected the kidney
cells remarkably P < 0.05 . The best ratio of the osteoblast co-cultured with the kidney cells was in 2:1.
Conclusion The active component of Duzhongye can dual adjust metabolism balance of bone on the different
targets position of osteoblast and the kidney cells.
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