ETFLTW. %72, IMFG-ES 5T 7 K b —3¥ X
MIFEBAMET LTz, &7z, BIMHEERESE cCEE
ENDRIEMY A N A A IS 5 MFG-E8 D& %
)7 VF 4 A PCRETHE L7z, IMFG-E8 #53#Tl
RIEEY A b A4 > (TNF-g, iNOS, IL-18, CCL-2, IL-
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[Background] Administration of radioprotective agents

has been suggested for prophylaxis against side effects of

radiotherapy. Selenium is one of suggested radio-
protective agents. In our review paper on clinical studies
of selenium supplementation in radiotherapy, we found
that selenium supplementation may offer specific benefits
for several types of cancer patients who undergo radio-
therapy (Puspitasari IM et al, 2014). However, the
evidence and mechanisms that selenium can protect nor-

mal cells during radiotherapy are still insufficient.



