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MM 2 PR R, MR E S 53
(Protein 53, p53). B #HiJfitk 2987 2(B-cell lymphoma-
2, Bcel- 2). Bel-2 fH%¢ X & H(Bcl-2 associated X
protein, Bax)%5# k% T HE/EH . #8415 510 P53
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FTRAR 3 AE RN ST FEdmmETY. 35
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P, AR & b B J2 4 M )RR AR LA P R 4 g
Ranitn . 2 M i R 122 G s B b Rk 4 B
R, il & W B A K Bl (Vascular  endothelial
growth factor, VEGF). B4 2T 48 40 g A= (K A
(basic fibroblast growth factor, bFGF). {2 ML A4 il 3
(Angiopoietin, Ang). L/ A=K K ¥ (platelet-
derived growth factor, PDGF). #* & 4 K K+
(Epidermal growth factor, EGF)Fl %% 1k 4 K K +
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The mechanism research progress of radiation skin injury

ZHANG Jing LIU Libo
(School of Public Health, Jilin University, Changchun 130021, China)

ABSTRACT  Skin injury caused by radiation is one of the major complications suffered by malignant tumor patients

receiving radiation therapy. The mechanisms underlying skin injury by radiation involve apoptosis genes, cytokines,

cell signal pathways, etc. Therefore, this paper is to summarize the mechanisms of radiation skin injury.

KEYWORDS Radiation skin injury, Apoptosis genes, Cytokines, Extracellular matrix and matrixmetallopro-

teinases, Cell signal pathways
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