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Studies on the molecular pathogenesis of radiation

pulmonary fibrosis
LI Yang
(Institute of Radiation Medicine, Academy Military Medical Science, Beijing 100850, Ching)
Abstract; Radiation pulmonary fibrosis(REF) is a frequent side effect of thoracic radiotherapy for breast neoplasm and
total hody irradiation before bone marrow transplantation. Studies on its pathogenesis have arrived at molecular level.
Many cytokines, adhesion molecules and vasoactive substances all play important role in the course of RPF. Moreover,

there exists genetic loci that has relation with RPF, Furthermore, studies on the molecular pathogenesis of RPF have pro-

vided new ideas and new measures for the precaution and therapy of RPF.
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Relation between cytochrome P-450 and ionizing radiation

HAO Fu-rong, JIN Yi-zun
(Institate of Radiation Medicine, Fudun University, Shanghai 200032, China )
Abstract: lonizing radiation can change the activity and/or the expression of mRNA, protein of Cytochrome P-450
(CYPIBI,1A1,4A11,2F1), consequently influence the biotransformation and hiological efferts of the drugs and toxi-
coid metabolization. Cytochrome P-450 participated in the reduction of bioreductive drugs (including TMQ, AQ4N). Ani-
mal experiments and clinical trials show Cytochrome P-430 can be taken advantage to exert well sensitization for radio-

therapy and chemotherapy.
Key words: cytochrome P-450; radiation; hioreductive drugs
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