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Platelet derived growth factor and its receptor and the radiation resistance of tumor cells
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[Abstract] Platelet derived growth factor(PDGF)and platelet derived growth factor receptor(PDGFR)
are abnormally synthesized following the autocrine growth activation in a number of malignant tumors. PDGF
is a effective mitogen and chemical agent, PDGFR belongs to tyrosine kinase receptors. After binding with
corresponding ligand, PDGFR is activated and lead to activate a series of downstream signal pathways and
has resulted in many biological effects. PDGF and PDGFR signal pathway is associated with radiation

resistance of tumor cells, and the mechanism is likely to be related to cell proliferation, suppressing

apoptosis, and regulating cell cycle arrest.
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Advance of treatment in tumor by low-dose radiation
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[Abstract] The biological effects of ionizing irradiation is related with dose and dose-rate. Medium to
large dose irradiation can induce damaging effect to biosystem, but low dose radiation may induce
adaptive response, hormesis, hyper-sensitiveness and bystander effect. Especially experimental data suggest
that the antitumor effects of immune enhancement, intrinsic hypersensitivity, activation antioxidase
enzymatic system and induction of apoptosis is produced by low-dose total body irradiation. Furtherm‘ore it
can decrease relative cancer risk in exposed populations. Therefore, the antitumor effect by low-dose
imadiation is being widely investigated and intensively researched.

[Key words] Radiation dosage; Whole-body irradiation; Radiation tolerance; Apoptosis; Antineoplatic
protocols
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