PR EFHAFRE216F1 AF 44 K% 1H

DOI:10. 15972/]. enki. 43-1509/r. 2016. 01. 031

117

- Xk -

T 85 7 DUMRT LB A G B 58 2k

# ®,F %, BE
(FHEARFWE® & kb R ANE, #d # W 421001)

m E:

Jit 9% T 2m i (CSCs ) & —BE A 2 TP J5 m e o 0 3%, LA B & 37 Fo /= 2 31 69 R B) o ALAZ L 69 Y

oA, T aa M T BF GG B EALAFIT TG T AL AL ST A Fe @ BT AW A BTG T F ST FROSGHER, L

RIBREAESN TR RAZ—,

RABH T 5B Tamem S h %,
%ﬁﬂ.%*% minA T, MG, B
HE 5SS R730 SCERARIZAD A

£h8 2 (Salinomycin ) J& TR B — TR, i
O EERE A ( Streptomyces albus ) & B2 7= 4 A RRERY
POIRGEHE SRR IRAE SR 3 R AR ZE 4 v i) SR Tk
WrBENS SR M T SIE R E &Y, HorvRim
(AR ST DL I X 2 B - 52 5 W o ok A W A i
JE AR SR R HA AP0 22 B R AT & 28 Bk e
AVERT TSR T 1 AR 9 2R AR, 2 — i e Y
M PR 2, g 70 4R , $h A R EH
T ER U AL 2 & & 4 K, 2009 4F, Gupta
SR ARG LA N 2 R, SR A R AR PR R L
Pl i Behed T A, 4 ER85 2 A A E AL i
258, EWNIMNEAER TSI R I B R e &M
Tl P A e ) A 75 e A A T X 2 A g
YA B A VR D R A IR T A < ok
T BAAE LR 155 T 8AF, Dong %)
WEFE R I, TELE B 9R 0 I Jed 1200 B e A ) HE o) 8 5
R S5 R OR s IS R R AR A
B AN S bRl ) B ek VR0 3 1 (TR FE R
HREFRR) BT, DA 2E— DA HE I A0 M 1 5 |
I MRS (R23VEH

1 SBRFIMHEEN R £

41 F W (autophagy ) f& EL A A= 9 PR AL AR ST
FA 6T 20 BEL N ) B B A T Rl ) B R i R —

S HEA.2015 - 11 -04;f&E HHF 2015 - 12 - 15
“BIES , E-mail : wayne0108@ 126. com.

BEFRAGOEHFALS T AW B TR LN —TAR, EF RATLN
HEE R r’%&iﬂ-ébyﬁ‘i’ﬂ?ﬁ%é&m@ IS AR B A A R g dp R AR R R —

FrRA T LB TR E N, EE

SRR IR 25 SN L A DU RS R 1 1 W/ N £
e RN BEA (S ) SO0 (B AR )
TR IR AT AR ER AR 4l [ e ml 23 n
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