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Expression of the tumor suppressor gene P'¢ in arsenic keratosis
by hybridization in situ

Objectives: To realize the role of tumor suppressor gene P'® in keratosis caused by arsenic.
Methods: The tumor suppressor gene P'® in skin lesions was detected in 38 cases of arsenic
keratosis by hybridization in situ and two negative controls were worked out. Results: We found
24 cases of positive expression and 14 cases of weak positive expression. Conclusions: Patients of
arsenic keratosis show that they were loss or decrease of the P'® gene and tender to canceration.
(Chin J Public Health. (Taipei): 1999;18(suppl 1):87-88)
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