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UV Sensitivity and DNA Repair of the Cells Derived from
Human Disorders Involving Hypersensitivity to Carcinogen.
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Fig. 1  Lethal effects of UV-irradiation on XP, BCNS,

HGPR and normal human fibroblasts.
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Fig.2 Lethal effects of MMC on HGPR and normal

human fibroblasts.
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Fig.3 The iduction of UDS in XP, BCNS, HGPR and normal human fibroblasts after UV irradiation.
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