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Autophagy and Caveolin-1 in cancer: a review
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Abstract:  Autophagy, is an essential cellular process involving self-degradation of intracellular components via the
lysosome, which plays the Janus role in cancer initiation and progression. Caveolin-1, a marker protein of caveolae,
functions as scaffolding protein mediating many physiological and pathological processes including caveolae biogenensis,
vesicular transport, cholesterol homeostasis, signal transduction and tumorigenesis. Recently, many reports showed that
autophagy of tumor cells associated with stromal Cav-1. We reviewed that the relationship between autophagy and Cav-1

involved in tumorigenesis and development.
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20 i PN RS SR T R a3 o AR W LR
SRR R A . F W (Autophagy) L2 21
FHAA BX Fh sh A ) AL Z —, B
W AETE T RER o EAZ A b i —Fh IS, AR
B NEAAAEE LA ) B W oA DLE . AR
B, ERESORI AN, dEEE AAER, TE4
M At . R ERMPE R E EEEN.

FAE 50 AR, Palade %576 HLF 1 filhE
TR BRI AE PN R A S T AT — B SURCIR 1Y Y
FA%5H4 . Yamada Z57E e I K 240 i 2 1 i R[]
KL, IR HAar 5 A MREE (Caveolae), 7
FH (Caveolin) JZH4 B 40 I I I i 25 2 2 45 4
(IkREE T, M Caveolin 5P G4 M, 43
Fim 21~24 kDa, Glenney %5 & P 7d [ H1 fifg i
B — bR F B /VIP21 (BB
FroME -1 8 Cav-1), Cav-1 J:[KJ& Caveolin
FEHRZER R 51 Z — , J& Caveolae [ F=ZEL5H AL
5y, S5 ZMMGS AT, WE R |
Wizk . MEREEGZEH . BERERE . BB LI &
Y55 SR . BFsE k3L, Cav-1 fEA
yiorE SIS TR DT I e N S AP
Z 2tz (MDR) 454 3¢, AR =R sss
RARH, Cav-1 7820 v [ s e 25 41 il ok 2 4
B R A 5 R e A T e LR
Cav-1 5 ER-a36 AHELAEHIT Y B i MEH R
e S NYE iy BN i) ob e AP < E2e o}
Hr, Cav-1 S5k &My D icic sV, wl
BES A T B E RSP, Cav-1 75—t
AR AT AR AR . BRIV ANARL . PN B 2 e v s
ik, HIERIER Cav-1 78T 4R 40 i b i 5
R I N R M EE AR, ERLIRE

BERN, Cav-1 SR IE— DRI PERFEREAH G
WA YEAMY (Cancer associated fibroblasts, CAFs)
bR R

FEAT UL, Cav-1 5P 40 ) ¢ R AR H 2%
I, Fr LA LA B st 4 Sk JfrJed 4 e 19 05 () A 5 s
JE )5 Cav-1 WG R EFFTIE, WA MIERIRYT
FIF T H AT 0 S I

1 ftaxE%

B By 50 40 A kB K
Christian de Duve 7EHL5E T MEEIT % 98— Ff b I
53,2 M PN K 43— 40 Jo N 4 L 25 I R R B2
A P N EZ o Rl I = [ N & 3 )
(Autophagic vacuole), fiik B A WAL MG,
i 5B R G TE A VR B IA (Autophagy
lysosome), 5t i %45 2 ) I 114 4 figt 14T 245 71
o FHAE 1963 AFFEMEA I BR 2 B et ih
TOCHWE” XYL, IRE— MR, AT
PE B WETERR P IO TR — R R AR T M SE T
J, iS5 AR T IR R I OGS T 45
FERY, FRATREHSFALE] . AR B RE RN 7R R 3
SRR VR T — 220 T

VB —Mo R P g e T ng X, A g
TESEA S R PO BE ORI, DAEEE | R | 3
HHESPI LA KN, FRT LR B2 5 3w [R5
FEDH o AR 20 PRV 03 2% S AR s 1 =R
], 4 Amknl s> 3 MhEZER A B AEK
(Macroautophagy). 7 AW (Microautophagy) #I
AR A 5 09 A W (Chaperone mediated
autophagy, CMA)®\, [ [ W BIE BT 48 (0 [ v,
I I 5 A T PN B D) P AR AR AR DB L e R AR
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SEETE HBUZ BT eS8 . AR A Wit bt e AR A 1)
e e, (HaSeRynR A 5 AL N FE i
BHANE . CMA R4 R LM E 50 TR
IR HAs BIE A N B LB R . CMA HY
JRPIE TR EH T, PRl CMA BEff ki 7e
T BR 2R SO AT e, T iR TS I Y 3k

EE o

2 BN B

W5 B, Z 80 I 40 h 4 A TS PR
PR WS e A R A i A K 2 T A A
MRS R & R B LU
YR 3 AR | R I R 58 B R o 1 25 DR R A
S AL FER I [ iR T S AR . T
SNk, AR E N IISIER, 755 AW
A DL B e i A O BE T, T A — LB iR 4
Jg ] 1 A st T DA R L T

BOE, AR AN A S s b
FEL 2 S S R 35000 B — R AR B o AE g gk
R, E PR, e A e 2 e
NP A T = SR SR 32 BRAIR DL T 2B . AR
e, RS TR R SRR A WS 2, it
5 X5T L PR 40 I P A e R0 A ) T A 28 3 Bk
ARG, Ty 0 X I A 3 I S I A DA AE
fFo BIANFEA SRV RGP A B T
iR 240 L3 TT ACTE A W DA 5 O S e i
FIPRIR I, 78 K 2 %50 A 2K g 2 i 4 W 22 5]
T PI3K AR MFFLEIEL0, Beah, A ngf g
LIS NS R, B e I R AZ P 4 A
o, PR MR A LIS TBUETRYY (s UT
7)), fan kR -

Hyk, At el fE—F g LG . 4
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4 Jf v 37 45 4 M A% 7 2R 1S MRS (Reactive
oxygen species, ROS) X} DNA & sid6is, M
T Ieg e A ke, W] AZ: 5 i B2 B 1 2
RARTRT E AR, 247 A i D Re AL (A A 1
FasETE, Wi & 2k . Ding S WEXT 44 40T
A0 AR AT 98 R IR S P A B A S Beclind
PR T, e AS B W AT R i iR Y &
Ao ABIEAS R TR 0 iR A e B g —3, anA
b R IR A A L R SR A M AR HeLa 4HM
BT PR R A0 . O L A B A

3 MEHARWEERS Cav-1

3.1 FMhEZEAE Cav-1 RIMEFA
V2B 2 EM, Cav-1 M= 22—
N e 52 FNe A ) B AR AR . Ubaldo S5 7E ks
FERRI AR AR, MCF7 ZL 40 -5 H AR AR
1) 1E 5 J 2T 248 40 =2 1) 7 4 B A FH e A2 fif ki 27
degnfarh Cav-1 BRI Cav-1 BIRRIRS 1R
BARE S AT lo (HIF-1a) 78 CAFs TRk THE,
MATIHE R [ WG W™ AR B R0 (AN 25 2 S
R R) 7T LLSE RS 25 o ygs 240 it L) 24 425 . v e
TR, ALIEFA siRNA HARFEH DB
MCF10A-ST1 4HPy Cav-1 ik, #5377 Cav-1
ik R 35 1M ER-036 & 2% ik 1Y 3L i 20 Ji A5 A
MCF10A", 20 i Fy 185 B S5 A S b, e Bt
BRI A DI ER R A B 2, xR
Cav-1 FEPRYTBR AT L & A2 F 2L A - B 40
e AL R, S S Cav-1 f9283k J LI S 40
ek, M H Cav-1 JEPR AR /I BUIRS & AR %
WS, K, SHHENT Cav-1 JEHFTRER
BBk B MR FE A . SR, 3 JLARIF9E 36, Cav-1
FE/DHUM I IR R R BE I RE RO VE T, A i
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SRR Cav-1 Fik [, HFRIRKF5 Mg
20 6 ) R PR R R SR IEAH G, Cav-1 RiB TR IHAT
AU 35K 4 Pk R 400 14 0 e U O Ho ST Y
R IR I AR 40 Cav-1 L IRJE IR
22 R IV BT LRI, TR o g A A 2%
g S,
3.2 BhEBEAREERE Cav-1

AR R B, A WER TR B 1 2 3k R A
X BEEIFEFNT la (HIF-10) FEREFARE R
Nt R SR, R AR AR AR SE A,
FRoA AWER T IR S . R, JLIR O 4%k
W], ARSI+ «B (NFkB) #%5%
IR A% oNFB J2& HIF-1a i — N5 s AL 771
TEIEH A S AR EE T , NFkB Fl HIF-1a [
WO JE—5U, I H NFxB J& HIF-1a BFLEF
T, F AT L, HIF-1o 5 NF«B 155 2 i)
MM AHEET RO, AR R, X
PR 0 RN REXT iR 40 L i R FE AR S Cav-1
WY
3.2.1 HIF-1a 5 Cav-1

HIF-1o /E2 A WRH) 70T 3K 3 &% , B EEE BE
g5 S LT AE AP Cav-1 FRAK . Toullec %5125
YIS AT HE A0 Y HIF-1o A & 81, Cav-1 1
FRKOEFRAR . AME] HIF-1a AT DU BR AR5
Y Cav-1 BYFEME . [FIRE, L2506 NFxB,
AL I Cav-1 FOREME . 40 SRR RS 24
(ROS) AbFRANAE, mTLAAS HWER) Cav-1 FEf# .
AruL, AR VR R 5 S HIF-1a il NFxB
(TS , VR AE HE F ERY Cav-1 REAR . PE4laE
SR B e AT A 20 R ) e R R R, o g
B0, A XA Cav-1 kK FAR

fi, Cav-1 Htt= XA LAf# HIF-1a FRR, #E—25{f
LR AT AL A S [ Y X 2 W HIF-1a
FIMOH RSN A WY Cav-1 FOREMR, 7E HIF-lo 3%
IEVEHIFN Cav-1 BEAKZ A FR AL — N BRURR < Hir i
s il ] %
3.2.2 NFxB 5 Cav-1

AT FINh, EWEZNH NFeB 1 30E BEf%
TEHEBEICIS, {H NFkB (3% PE7E CAFs g
ft A EIFA TR, e &R,
NF«B % o] REAE #E IR 1A=+, Bil4n Mueller
GO R, 4 N R i B 0 AT 4 0 i
NF«B WG PSR, Jfefd IL-8 (R YL Az i
AR EHAILIN T) mRAP ANk HFLR . B
JR R RARR ) CAFs, 55 155 ) LT 2 40 M AH L
RIH—DATRIEEPIES . EEARE, XER
i L ZT 24 200 2 30 o AR NFeB Bl (2 1 iy
AR RO BFSTIE, Cav-1 JE [N Y R AE S 41
#E NF«B il NF«B #I3E R 36 sas 7 eah,
24 NFxB 7] LLFE CAFs W Cav-1 R .
tHR, PHE R Cav-1 62 1] DL TE NFeB M i fiE
PEAWE, XiEEMEH, Cav-1 BELZF1 NFkB
PTG 22 B AR R OE R
3.2.3  Cav-1 WBRZAZ# B AR iC I RE

Cav-1 WyHkZ 2/ 5 HERFRICH A K
Wg? il hTERT-fibroblasts (A 20 PRI FH i) LT
ANy A2 B4R, A Cav-1 MIPTIARER A WEkRiC
¥ (LC3A/B Hl ATGI6L) [HAFILRL A [ 1
FARic4 (BNIP3 Fll BNIP3L) Filktric, 4%
R, TELFAERLANME T, RETE 0 B MR Zoks
KA WEPRICYI I FRIL, 5 Cav-1 [T A HIZX
BP0, S AN, AE A WERRAR B LC3B SR AN
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A AR TR R R, Cav-1 B IR H
(P S,

4 K2

ORI 2 1 58 R H TRV 2 MR &
A RJERGETT A R AR R
PLH, AR DAt i BRI 40
a8 DNA A 58 BEAR LU ] frhJgg ry 12
I AR ORI AL, A el LR R R e
AL GBI I IE SR A T Ak,
Cav-1 2> (14 T Ao Jeg 52 A e A2 1) i 2L
DT, AATTREEAE b6 240 P B A A i R iy 1
fifptl oy AR, KRR TR A E S B
ISR, 5 Z e — 5T . BB H AT Cav-1
TERRIRE B S 28000, IRA U ENTR DI BER A
Bl T B Beb e A= A R AR, 1 iR
AL BT B i PR Y 7 249 2
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