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Human Hyaline Cartilage Inhibition of OS-732

Cell Line Invasion in vitro
Fan Ying Liu Zijun

(Department of Pathology)
Abstract

The anti-invasive ability of cartilage was investigated in human hyaline cartilage
co-cultured with OS-732 human osteosarcoma cell line. Invasive osteosarcoma cells were
unable to invade normal hyaline cartilage after 7-day co-culture. Observation of TEM
showed that the growth and metabolism of tumor cells were inhibited by co-cultured car-
tilage. However, cartilage extracted with 6M GuHCl was invaded by tumor cells. In this
situation, tumor cells indicated a high growth and metabolic status and contained abun-
dant microtubules, microfilaments, rough endoplasmic reticulum, mitochondria and Golgi
bodies. Cartilage mattix collagenous protein(CMCP), from extracted cartilage, was dena-

tured and became more electron dense. In the control group, normal fibroblasts did not
invade cartilage or extracted cartilage and its growth and metabolism did not inhibit by
cartilage. Our report shows that resistance of hyaline cartilage to tumor invasion could
be regulated in part by salt-derived materials which may inhibit the growth, metabolism
and locomotion of tumor cells.
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