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Advances in research on radiosensitivity of AT cells and AT mutated gene
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[Abstract] Ataxia-telangiectasia (AT) is caused by the mutation of AT (ATM)mulated gene and it is
characterized by high radiosensitivity of AT cells. Progress in the research of AT is reviewed in this paper ,
including the elinical symptoms of this disorder, as well as the locahization | structure and function of ATM

gene, and summarized the studies on the gene mutation and high radinsensitivity of AT cells in recent years.

Further study to ATM gene may provide an important entrance for radiosensitivity—related therapy.
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Syllaba #1 Henner & AR1E T AT %9f. AT HHHI%E
X SIREmERISFINEER, AFEREAARE
th, B3 (BENE 20-30 #5T). DNABED
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HEUAYRERRT D BEEFHAEZAY,
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Brea-1) %%, £ 54HRAFMAM M 51 DNA Hif5/5 0%
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., AT BA AR 0 4 A R SRR A
REFNBERIGERS, 3 M EREAPRESSE
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BRI RSN — BIFRE, [[IH, AT 4K
AR ST R R B PR R A AT™
hEe (s ATM BEOHAE), MMiEFE DNA
WUHEE MR AT, RRERNEIEETE
B, REREsE R R N AT HNHR
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