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Abstract

Autophagy is a lysosomal degradation pathway, which degrades misfolded proteins, removes un-
necessary or damaged organelles and eliminates intracellular pathogens, such as viruses and bac-
teria, to maintain cellular homeostasis. Autophagy is critical for cell survival, bioenergetic ho-
meostasis and organismal development, and is closely associated with many human diseases. This
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review summarizes current advances in the role of autophagy in cancer and neurodegenerative
diseases, and discusses potential therapeutic approaches to target autophagy.
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1. 5|

B A AR YRR RS RN, it R~ 1) B WA < 5L ] (Autophagy-related
gene, ATG)/MF[1], fEREREUE FRIESRAITE I T B iLA B0, (Rt Aaqr, 0 2% i 20 0 25 1k 42 0 At i
S HWEFERA MR IR, TR, A RE G2 B AN RSSO TER B SR, A
& N ANWTARAG RIS [2] . E WO T AR R S B R . 2 WA SR 3 DR A A R AR B AN ) o T 3
TPEYERENTE LA BRORGER, #ashiE — RAVEBR B AN, SEOR R3], Kit, i
T PR 2 AT T T ) A A R R X T iR T A EOR R SC

2. BE

H R e Ik S 40 ot a1 e i 2%, 5 IR R AR 5 T8 B E A A, PR LT R R I N A it
T, AE I 58 A A B B A 75 R S e i 25 1 BB [4] . B0 T4ERRAEIAR S B OCHE, HARINS
2 P B RO AL 5 [5] . RAE 40 MR i 4 is RIS IR ISR AR, KBS N LR E B
(Macroautophagy). 1 E W (Microautophagy) #1448 41 5 E B (Chaperone-mediated autophagy, CMA).
EE AT, EYURSERIBOE ST, HABT . R R A Bl 5T S5 R IR B L S84 B A T 1
WA, A5 SVEREARRLG I A TERR BRI, IARG RN B e R R, AR IR A
WFEfR: TES AR SRR RS, M5 N & A S R0 TR G b s RIE R R s b, SR EH
WG ARG BEARL6] [7] [8]. Firh, EAMEA W, BRAFFMUE, TxhAmMmINTEE AW, AW
N BVEELE. M. . Bha K FEAER[2] [9] [10]. HANMUZRE S YLK, 2PRIMES), BV
REEY) ULKL B0E, 5 BRI, /R B GRS A0 f 28 SR (U2 Y BURT F WAk, R R
BRI, XA AUZ R SE R IR WA — 2D A A, A B on 0, B A T il — /N 390, B B RS,
RIEHHEEAL G, BEED REIRGMRES, At k2]. XA dESd, LC3 M
GABARAP 5 F 5 (1 i A 5 R 5T B B Tk £ B iz (PE) AR B I 5246 31 E[11] ATG4B 5 ATG7 454 LC3-I
HPE JERL LC3-11 (HBFR MAPLLC3B-11) [12]. X F0igmARRE A1) LC3 % HAE B WA br E4. p62
B I [ MR )RR B JIRA[13] [14], E 5 LC3-Il e T A — ke befg, v HE BB E R B L .

3. BESHE

FERRRE AR A R R A R R, B W B A S AR I[15] . BT EOEBRBUE R & R B ek
fIER BN B A A% AT Ji R A A2 [16] 0 SR, FEMORITE RS, E AT DLE R 2 SRS E A
RS RE IR AU A2 A3 T e a2t R 2, IRV 4R ISR BT 25 0iR )T R4 LRI 171
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3.1. BREMEIMELE

VER—FhIeg R A A pL],  E o] e R R 2R e 1 . AR BRI 14 % (Reactive oxygen species, ROS)
f PR SRR . T BRSO B RS S % S Ri[18]. BECN1 2 45— AMNEMEAE th R BLEA B & Mhis i ieds
(1] ATG J:[H[19]. BECNL 7 75%/1 51 598 Al 50% 1 7L M i3 A B A A B R B2k [20] . [RIRE, Zmitdiz ot
MU o At LA ATG BRI (RIS 5 Wi A T2 B B 1 5 ) FRDEE A% 1T R 5 A i 0%, S BUMR
(R IR e A L 25% 11 1 e N 45 B i85 77 (E ATG2B. ATG5. ATGOB Al ATG12 Bhg5AR[21]. &
YN ATG AR E RINTIRE LR, FAEATH IR ZH e S8 ATG EAG BEEHTF L. RiEm—
Wt FLR W, 2 MRS, ATGS MR RAS I iR ATG5-ATG16L1 AH B AERIKEHIE ATG12
B, MM 2 ATG12 FIl ATGL6LL I8 ARG REAR, HEmAnH k. tholh, ATGL6L2 7EiXLe /iR 41 i
Hid Rk, JiE I 5 ATGL6L1 5a4+ ATGS AH FLAE ARy [ Wik (14 A 51 Sl P B PR 1l 7 [22] - 5 R I 2
T8N ZSHE R R I A6 R BECNL 2R7F, /77 Beend [ & 3 IR B R 7E /N B PR B (. IX AT g
ST XA, BRI AW — AN DR R, SE AR H MR Th RS S BUR IR EE23], WRTER
BlRWKLE, BPBUTEM AT, Hit, B BECNL/Becnl (152 A7 5 [N B ok 512 1367 B Wi o 2
DAURAE EI W R CBEAE AT AR P AR A7 35

3.2. BMR{REMEEK

TR R SIS AR A, WEAE R SR B v (1) 8 AR A7 7 R (B A Bl 8% BRI A A S
FRBEE 25 A HS Bh IR A 5 RS A K S S [24] . YR 2 WF AT ©AEBH 1 1 Wi £E A 3 g A K T )
BAER . B0, /NER 7749 Rblecl ShAHNE] 1 7L B R e, 1X 3 BH [ WRLE AR P e R DR 5 5 0 R AR K
(EZEE[25]. thAh, AMAWFFE R BECNL 8L ATG7 JLBRTEARSM R T A28 ALDH FL R Hh e 41
(CSC)[) BRI M e I AN G FA[26] [27] W AE MR ik e F 32 vh 1) SCREAE R 2 I A CSCs [28]. 5 HiAth
TYNMIAR L, CSCs HLAT 5 vy LAl 1 /KT, FLE W A8 W 5 R BB AS IR R4 [29]» f14m, CSC
FH R [ P BE T 5 B0 1 R4 B 1 I CD34 tHAR 4 st T, (H 4 58U il 41 M (hematopoietic stem
cells, HSC)H 21t i 5 1 L5 LA R4 169, SX R ) Wk AT e £E 2R B AU . 4ERFAN 734k J7 T LA SE 1K
J5 5 CSCs [30]. EAAR H AT MANE 22, T CSCs M H MERFIERIMLE, ARER CSCs IS5 HE 2 REEIRTT
) — BT R

3.3. BMRFEREAERTT FHIRL

FEAB TR 5 A AR A 1) ik TR e G i 94 B 1 O 28 M AR R TR T E TS AR 6. K2 HUE LR, L
Flt ATG B[R m R IAK-F 5 B I m AR AR R B M OG, 38R T ATG & AE A R TS Ar ST 71[31]
SRIM, A —L ATG AV R IZWI P AR TS b5 EY . ATG i [F 19 R IA K AEAN R e 2 84 v
ZRIAFEFIHT . ATG16L2. CAPN2 £ TP63 [ Fiff, LAK ATGS FIFAh 5 A~ F BEAH G I HE I (SIRTL.
RPS6KB1. PEX3. UVRAG Fl NAFL) T 45 i A 4h Wi B R AR S bR 5470, /e 5 Jas A gl
FE MRS, ULK1. BECN1. ATG3 I ATG10 & A FIHTilf5 K 2 [32] . =k B W il £E R hE V5 97 HH Al g
AR R, CLHE R e 1 1 W A0 4 S 1) [33] 0 iR 240 B e PR A 1) 15 WAk 2 A g A
SHEREARBER, BREEWICIERME . SRARRUEE . Gt ETRS IR B IR k>4, X EER2
FEIR] 5 SR 20 M (14 AR A B G AN ZE T2 [34] 0 A B HI I [ Wk 2 X0 g PR AP B, 457 55 e R 66 ot 248 i P 1)
AR R R, FE R RESCR T AR LUA B A B 45 R [35]. MZGH 1M R, H B2
FERW B A £ A, AR (L) BRI R A, EECQ)MFAE(HCQ) [36], LLK(2) ATG
BERITE 4 B SR 2 2 B P R R A U [37]. WNEITT RN A FE KRG, /RAF CQ M1 HCQ FEJAE 153 T
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JRZHIIAR, FREAS T LA R I AR, (2 — U ] KRAS BRE) 8 20 3 i FE R W, FE9T
SEGEAE I, At b () ATGT RtbR 4 i 5 B AL T 4R B — e 0 CQ BURK([38]. AL, RT- 29t Al Tk
B LA ] e L LA R A P F s Tl A ) PR A B A 2 R AT 1 T A R AR
EZGWIT R rp— A R AR DR ) 3 2 ) RO 19 ) ) 4 P o W RELIT VR 7 L B P AL B 13 [39] -
PRI, e R A A A 5 ) 75 SR 80 B 3 2 7 ) ) R o SR T 4802 — S BRI Bk R

4. BESHEIRITHEER

PR an b e B B A U R R MAIRIT RIS, FHEZMKE AWM CMA A EEKR
[40]. H WA BT B7 L EIRAT IR AL, OAE REE 25 B 24 I R AR R 55 1 1 D O SR A [41]. 5
FEREAH LG, H MR AE AR 2R AT VRS I VR R BT SE AR, AH QI R AT B FEIe e i J5 [42] . F I E 21 ik
F W 5 — S g R S B AT PR, B 45 I 4 #x (Parkinson disease, PD). i /R 7k ¥ BRI (Alzheimer
disease, AD) A1 #E 5% (Huntington disease, HD) 2 8] fit] AH 564 1A fige ke f) i) 2

4= AR A2 — Fh A 38 BB AT VR o R 22 (IR PSR B, B R AE E 4 AR TR v A
AR . B0, X% PD &I 28 AL o Ml sE, ASECHLE] #7 ATG FE I FRIE/K-F 57 H A e 2 PD, X
LI IR B 4G ATG5. ATG7. ATG12 #/LC3B [43]. 1E PD &3 FZNHALF i 2 43 — B & B0 1 F gk
W, XK EWRTE PD I EL 0 SR e o B A FH[44]. S — U 78K B, Prkn #1 Pinkd Bl5&
(/N BRAE SR 432 3 5 1 20 7] LLdE STING BhAR K58 2458, STING & | B3 20 M it DNA RLf
AR -, DR R TR A AR A B W T BRE I S T R IE(E 5 S BUM AR AT MR [45]

B IR PR BRI A — P AT PE PR ZRAT VR, RO I BEAS . AN ERAE . A s TR R AT
Rk As . AD B RIUNMHANER LR -8 (Amyloid-beta, AR)FH S AN A Py i 7 B R AL U M 6 R
tau (microtubule-associated protein tau, MAPT) [46]. S5M&#RKISML, AD MIBUR ML BARA E 15,
AE R TR G ERNAA B WRERIAFT CMA #PIM0C. MAPT A% &N CMA FE B FIEY .
MAPTCMA HIATEaL ™ EiEm R B AR B, It 2B BIE LR MAPT REMK[47]. 1E
AD /NRAEAIH, AR R RFEREAE 2ok i B ARSI R mRNA JK-F- 8, 40 iSqstml. Prkn. Dnmil,
Becnl. Bnip3. Pinkl #7Mapllc3 [48]. {ERFEMIZ, JRAZR ATRITIESREARR H BRI B N
JCAIH 5 AD AHOCHI MAPT I FEBERRIG[49]. hAb, #RETCLRRLR W AWK 08 TIARIRE IR R
W&, FHOGE T FMEFFLER RN, AD R A ) p-MAPT SR HEAFAE[49]0 X SEUEHE AL 3E T AT 28
WA F R IAE AD R AEFIE e o B BE AR, 3808 AD B34 1 — Rl a7 SR

FIESR PRI A ) — R T AR R AT, KR BRHMER S S R, RN RERERS . 12
FIERFEAE L M. HD 2 i 2 A 2Bt & (poly Q)F 1Y FE(5 4 Huntingtin (Mutant Huntingtin, mHTT) &
L5 5 = LRI R FTEL[50] . HD 5 CMA 5 9 [51]. — AN E BB K167 50% 2 poly Q 4547k 1 (QBP1)
I HSPAS &5 & FE 7 (R il 23 748 17 mHTT, By QBPL 45 i 45 & 33 88 1) poly Q 1fii A2 1E & Huntingtin
(HTT) i) poly Q JF7. il 73 (MR D i 1/ BRI R AL, it 7 — P EIR T 77 % [52] -
[FIRE, Bt —IOE TN TR B 5 R FURfi 8 T mHTT A A WEOCEE SR 1 LC3 &M AY), G
VB mHTT 515 2 H W PR RER M B S BR mHTT, JEoR 17—l i 8 H B Wk RS R4 ff
B R E BT RIS 53]

5 FRERE

FER R R, BATE Z O AR RAT PO T B . R KRR USRI 1B AR
MIEZAER], B H AT AR UAOR TR T 5T X RS RR e —b . ZARR LN T RmE
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WA T KT S R BT LA HLES Aok . (EAESRE, RN, T B A &

JELBE T EANAARNE[54], RRWEATZ M AT REAAAERE TR R . BRI, TR % EARE 18 5 v B ]
WA 5 IR ST BRI AT T75 . ASKRRIR AT I B W 5 X S s A AR TR S22 i, T i i 5
I6] [ WS B R IR T SO AR B A BN T
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