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The role of selenium and its compounds in regulating the progress of tumor stem

cells
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551 T 48 B DR ARk B2 1 0 2 5% DR () A BLAE
FH ST LB 53 e MY, KR 5 i T I AR ) S R A
FE WG B AT 20 B 24 5 1 B B2 5, 6 4 R
JHERE VR T AN T P A S 53X — R AR R N
fiE e T Wnt/B-catenin I 1% AN 24 18 428 A A {e]
545 IR 7E N IR 22 08 (R B0 R 32 A 60,

Y F EIRER 5, Wnt/B-catenin 15 5308 B 2 Ht il s
BT — N EWRE SIS . Setb &4 7] LLRZ
CSC 1 [Fy3X Fh 73 158 1, AT S 58 — IR AT PR,
PEERITRBCR TS « GPx3 S K R bk T 2 s
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SR T ZE F3 955 T 40 B 4 BR AN Se AL & 697
VR 1 57 48 B 1 I R B Bt T — b B 1 B R ML
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24 TSI TR B L T PPAR-y % Se AR M 5 S 5 A
T3 P A7 P R S R,

4 & 1B
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