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WFZERE R OMEEE (Z230) @ Angiogenin, which is an angiogenic factor, has an important role
in angiogenesis and cancer cell proliferation in the progression of cancer. We
established the bone destruction animal model induced by injection of oral squamous cell
line HSC2, which has been knocked down the expression of angiogenin, to the tibiae of
nude mice. Knocking down angiogenin expression in HSC2 cells suppressed not only tumor
growth in the tibia, osteoclastic bone resorption but tumor angiogenesis. Angiogenin
stimulated osteoclast formation and osteoclastic bone resorption in vitro.
Down-regulating of angiogenin expression decreased osteocalst formation in vitro.
Moreover, osteocalst formation in the angiogenin knock out mice was suppressed compared
with wild type. In conclusion, these results suggest that angiogenin could be a new
molecular target for the treatment of cancer induced bone destruction.
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