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A b e 4 2L 1k B B2 A B Bh S ARG IR 4 R
S 7 AR B L TR 08 A il g 200 o A S g A
K MASEER R . MR M5 a2 E A
J A0 i R ] 5 ST 200 I 2 4 B e E A O B £
2R 20 P A — LS AT i A1 5 7 5 MR 4 (can-
cer stem cell, CSC)/& 87 40 24 B B4 B 40 B
BRI B R T PR IGTE A o g e 2 iR R AR
R SR AR . KM IR VRIG T R =
A5t R R 58 7 A SRR S T I ST R I A N R AE
P IR A B8 HERF CSC AEAF R Tl T BB A

L [ B A v AR ST T S R ) 4
PRACH 0 A AR, i g B AR R A L S iR S
HAREY. B g0 AR R P AL S,
e SRR EE R EY. ISR AEY s T
AN, v K4 Y B W 2328 K 1 Wk (macroautophagy) «
/N H & (microautophagy) fll 70 B/ 5 5 5 1) H W
(chaperone-mediated autophagy, CMA). #:it A AW
7 BRSSP EGR T B R R Y HX T CsC
S mE T I AR RA 15 A 10 . ARG 7)
Fr 7 CSC iy WA H , 0 i 8 7 B W AH 5

SZME CSC LAIE BVE T e A RN SRARL 17 1 18
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il QEE X7/ NNE T ek SRy R PSI=|
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VA4, B ] R 1 R A T A S A5 6 2 S PR A
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9K B, 2 55 AWK AR EW B
MR AW : UNC-51 F£E§(UNC-51 like kinase, ULK) &
A W) R 43 #5 B (1 34(vacuolar protein sorting 34,
Vps34)-Beclinl(BECN)E 5. ULK &) H
WRAR R B E B B 2 &Y, H ULKL. ULK2,
RB1 %5 546 M 5E 1 B A(RBICCT, BI N AN HITH)
FIP200). Atg13 Fl Atg101 ZH ™. #4541 ffg v g & A
BB , ULK] Z 5105 B R R A 1 i
J7 T 1 A 4% ; Vps34-Beclinl 2 A ¥ (1 # Fx N Class
[T phosphatidylinositol-3 kinase (PI3K) & & #)) &
Vps34.Beclinl . Ambral LA J& Atgl4L 2H B 1 1 45
G WEESWIE B R R 58 Y 5, 18 7k
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LC3-1I. LC3-II & H— M2 RFE(UBL)4: & R4l
i 8 A ATG4 W22 LC3 7™ A= 1 4 i v i 7% X i
LC3- 1, &0l Bl # i ATG7E2 #£#§ ATG3 LA E3
FEERMESE &) ATGS-ATG12-ATG16L1 2RIz &
RKRGEEH AL PE LRSI LC3- T E, R LC3-
I —HLC3-MAMIFEMBIBZNEL, 25
JE B RE K 5 ) T, I HLAE B BRI AR, LC3- T AR 4
SEETE AR Y,
1.3 B EARRRE TR B

TE H Wi A B ek FE v, NS I A% 3k 5 X
72 R S 1 AR Y 3 1, AL FE B R N A 2 A
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2.1 8 x-S A Y B 98 S i B9 9 ) AE A

W e 2B 1 B A AT ) R TR . A
5 R T[] 905 % 2 18 - 5K 7 B 1 % A (phosphatase and
tensin homolog, PTEN). 22 & FR/ 7 & R 25 [ I 11
(serine/threonine protein kinase 11, STK11) #& ¥ i% H
Wit o 17 S0 KT, 40 PI3K-ATK {5 538 % (1 31 3%
16 BCL-2 ZG B8 T2 8 A B Rk "4, Bei g5 A
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Jed 0] e R 56 7R o (4) 7E KRASC™ S8 A% 5 R I i 5 4
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T R A M o (5 AE & ik 3L B8 5 R K] [part-
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ty gene 2), PALB2 Ik [yREm o, 4 W A 7L
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At N THKE 32 B E WEAE CSC A AR A Je R AR 2%
PP 7 TH R AR IR o
3.1 A%AR# CSC K&

e 2 ) — 8 A DG e X) CSC AR AE
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T4 0 & 5 B K 0 FLRE H Beclin 1 RIEE . (2)
ATGA4A , 24 K845 & % RNAs(shRNA)#% 44 5] CSC
J& » ATG4A 1£ CSC K& A B R 4% B EZAE ™. (3)
Fl 5 18 428 75 [A] 1(damage-regulated autophagy modula-
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1, R 5 988 2 A2 AR A i Rg i 7% S iR 22 i AR
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5 I 417 1] 751) &% ( chloroquine, CQ)AL ¥ J5 , 7E TNBC
H1 CD44"/CD24 Ff 21 il 22 3 PR AR s AR CSC LB
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T B 1% 6 g1 fg () [ W 3 48 P R 4 i I g
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MGG A 11 T2 i 1 267 9 1) B EDURT ATP 1 65 ol » (HL LA L

il v R B3R . CD133 11 98 2> B8 #0017 R 1 T2
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PI3K / AKT/ mTOR 15 *5 i #% , CD133 [k /b 11 F£ A%
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I BE 21 CSC A ml 284 . 3@ L 40 mTOR % 5 H
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WF AL, AR AR T 380E W e 32F I B g e T 4 e
F2 oA R T 40 BURE 40 PR, 32 BH B R BE B2 CSC Y
RIRFEAC IR YL RIEE T 00 B WS N T 45 %
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ﬁ:m] 3
3.3 A E R B IR

JHRE A X0 CSC s 220G B2 . 1R 2 MR
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&M, #45E F K (hypoxia inducible factor,
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R 2 e I B 2 E R I CSC 8 £, 1X ] g 4 PR
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AR EEE B KA. 8 R VR R A0 R 4T i
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97 R R T BT V20 40 i B SRR (B T
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4.1 AT CSCH &7 e B R

o I R D T R i 24 A A1 ) R A IR
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