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DNA damage and hprt gene mutation in nasopharyngeal cancer patients undergoing ra-
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of Military Preventive Medicine, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To assess the genetic damage induced by radiotherapy in lymphocytes fiom patients with
nasopharyngeal cancer (NPC). Methods Blood samples were collected from patients exposed to radiation at the ac-
cumulated dose of 0, 4, 10, 28, 48 Gy and 68 Gy for the comet assay and determination of DNA damage and hprt
gene mulation, respectively. Results The comet frequency increased significantly in a dose-dependent manner ( P
<C0.01). Compared with that of the control (0 Gy), the comet frequency increased significantly at the dose of 4 Gy
(P<0.05). The length of DNA migration only showed significant increase at the accumulated doses of 48 Gy and 68
Gy (P<<0. 001). Mutation frequency of Aprt gene increased significantly at doses higher than 4 Gy and kept increas-
ing in a dose-effect manner. Conclusion Both comet frequency and mutation frequency of hprt gene are candidate
indicators to assess the genetic damage in NPC patients receiving radiotherapy .
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