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Abstract :Objective

in Human Osteosar coma

of Science

To elucidate the differences in tumor geness, progresson on the expresson of

p19*%F and p16™*** in human osteosarcoma. Methods Paraffin embedded surgical specimensfrom 37 car

ses of human osteosarcoma are used to detect p19*7F and p16™*** proteins by monoclonal indi

rect immu-

nofluorescence method. Results p16™"* protein was detected in 21 of 37(56.8 %) casesin human osteo-

sarcoma, p19*7F protein was detected in 15 of 37(40.5 %) cases in human osteosarcoma. No

ARF INKaa

correlate expresson of p19™™ protens and pl6

found between the expresson of p16 and p19 and the tumor staging, grading, major vascular i

significant

protein was found. No obvious correlations were

nvol vement

and lung metastassin human osteosarcoma. Conclusion p16 and p19 downregulation seem to be an inr

portant event in tumor genesis and progresson in human osteosarcoma. There was no relationship be-

tween these two inhibitory genes.
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