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Abstract: It is important for radiation risk estimation to study the “adaptive response” triggered by
low-dose ionizing radiation. In this study, we tried to detect the genetic influences of low-dose (2.5 ~
10 cGy) X-ray pre-irradiation through the window of adaptive response. The genetic changes on the
chromosome after the challenging dose of X-ray (2 Gy) were analyzed by the LOH (Loss of
heterozygosity) detection system, which we have already established with human lymphoblastoid cell
TK6. The observed adaptive-response can be explained by the suppression of non-LOH mutations,
most of which are considered to be point mutations. These results strongly suggest that the genetic
influences of space environmental radiation can be estimated from the data of space experiments
assuming such radiation exposure as the trigger of adaptive response.
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LOH &IATOEA DTS (Loss of Heterozygosity)
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