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Fig.2 Absorbed dose D is the sum of energy absorbed in ex-
posed micro-masses
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Fig.4 The damage to a tissue is composed of the probability
to damage each of its constituent cells, or in a more complex
organ by damage to its functional subunits. For practically all
radiation modalities, the fluency of low-energy delta rays is
causing most of the lethal damage
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Microdose and microdose effects induced by radiation

MIN Rui
(Division of Radiation Medicine, Department of Naval Medicine, the Second Military Medical University,
Shanghai 200433, China)

ABSTRACT Primary radiation effect on molecular level, energy deposition of radiation on micro-tissues, the cel-

Iular damage induced by micro-dose effect of secondary electrons and the cell survival contributed by gene mi-

cro-dose effect were introduced in this paper. In order to quantitatively describe various micro radiation effects, to

understand more accurately evaluated events induced by low dose radiation, as well as to especially estimate the

healthy risk exposed to low dose radiation, the items of micro-dose and micro-dose events were introduced.
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