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SUMMARY

To evaluate the relationship between the
progression and / or metastasis of human
prostate cancer and allelic losses of chromo-
somes 8, 10, and 16, this study screened aunique
set of prostate cancer tissues representing the
specimens of clinical prostate cancer from
organ confined to metastatic lethal disease.
Genomic DNAs extracted from cancer tissues
and corresponding normal tisssues were
analyzed by PCR-LOH method with each2-4
microsatellite markers on chromosomes$8, 10,
and 16. The significant association between
each chromosomal loss and clinical stage of
the specimens was observed, while no relation-
ship was found between histological differentia-
tion and chromosomal losses. Since frequent
allelic losses at specific chromosomal loci in
several types of human cancer have implied the
presence of putative tumor suppressor genes in
the regions where deletions were detected, this
study suggests that putative tumor suppressor
genes on the chromosomes examined here play
an important role of the progression and/or
metastasis of prostate cancer. Therefore, allelic
losses on these chromosomes can be useful
markers to predict and grasp clinical course
of prostate cancer patients.
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