rh [ M AR MR T AR
. 598 - Chin J Cancer Biother, Dec. 2008, Vol. 15, No. 6

http ://www. biother. org

DOI: 10.3872/j. issn. 1007-385X - 2008 - 06 - 022 © L5 IR
Bl 75 2 o 2 AL I B B 3Tt R

Anti-cancer mochanism of selenium: recent progress
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