rb E 40 25 02 24 Chinese Journal of Cell Biology 2019, 41(2): 192-201 DOI: 10.11844/cjcb.2019.02.0003

HEENEE, 2017 4A R, LI THARFEFRANZ T AT RAR
B>y WMEAFH,. ARAK., FEREARIBEF. HI304% @iet
fﬁhﬁﬁﬁﬁﬁﬁi, R ERZF5F AEG s TG AL AR AR, KK
M6 & &k fEScience. Molecular Cell. Developmental Cell. Autophagy-.
Nature Communications3 5 X407 Lt

http://person.zju.edu.cn/yclab

QIHH’FJ EIJ ﬁﬁil_%

(WL K 5 = 2 B, BEA R 257 Bt AR A 2 R, WL K B 2 e o D 28— = Bt
T TR J e 0 5 14 12 Y AT 9 B i SR 28, AT 310058)

WE @it A AL ARERERTEY GERT. A TIEBKRG—FAEMRiER, o
%%%k%i%%%%m%ﬁﬁﬁ%ﬁm AR, QAL AMIREE . SBERM. KA

TomATAREF SR, AEARRT HAAZRRATEARR.ITEF R AR EMRX,
xmw%&mﬁmma NIRRT RS T LR R A F mAA T RAMWLE. AHit
— P ARt 4m AR B A IAIR, E L BT B AR . B EAR AU 0 s AR ALE] . A
AR AR AGRABOKXAZME—REEE,

KB A0 RO LES E SR AR TRE; H RS N

The Research Progress of Autophagy
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Abstract Autophagy is a highly conserved lysosome-based intracellular degradation pathway in eu-
karyotes, which plays an important role in maintaining the steady-state balance between cells and organisms.
Researches have shown that autophagy is involved in many processes, such as biological development, immune re-
sponse, metabolic regulation, apoptosis and aging etc. Dysfunction of autophagy is closely related to the occurrence
and development of neurodegenerative diseases and tumors. In the past 30 years, autophagy has made great prog-
ress in molecular mechanism and physiological function. To further deepen our understanding about autophagy, this
review mainly focuses on the concept of autophagy, the composition and regulation mechanism of autophagy core
machinery, autophagy types, physiological functions, and related diseases.
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1 BIEAES

VR LE DR FRA A GO T, RN EH
KB 12 Al 8 — k. B, ARy
T YERFR N BB A4, T EEAS WA BT R B
S e A N - = P = RS R
AWM E AR RS — MR O T 8 A R
(15 B B A, el B E R R R AR R bR
WHEH, FEEME SRR mNER; 52
WV Bl R (BOROR)  R B B, BT E
W A 75 SR A W) o L 3, 1208 31 T g AR BT
Y rp R R TR A K AR B 2 T R . TR B PR AR
Vi B E R AR KA i E BL A 2 i
(20 P 2% AN B R AR 2%, LR B3 bR 3 R B R o
FFA A F E R,

H I (autophagy) 2 24 4 A= iy B} 2% 40 45 1 i 72
PRz —. AR — M 2 HE B A R I
19655 DR A B2 8RR 2 23R 45 3 . LURII A= 4))
22 %8 ——De Duve™ fE19634F — IR G B A0 v 2
PR, BMET AR, BIE Nself-eating, AN,
M\ B WM A () 4 S AR A — Bt T|], W ) BiE 9 O
WA KZ R &, W88 045 B A F i 5% B i
AEVRE AR . X Hr— AN A ) 2
fif = — AN AT LLIE BR H W AR RN 3 RIS B AR id S A
KA FEATRIE S AR . B 219924 H AF}
o0 K Ry R i ST 55 B4R R R I RELE FLBR RO
3, T BEE BRI, 0 K& | AR 17
FE, FFil i AL R S 7154 H AR DR . |
TAEZH M B S AN TR, DR R R R
BERAG 7 20165F 1 DUR A B2 B e 5 22

2 B O ES B4R AR A S AL
2.1 Atgl-Atgl3-Atgl7EAK

Atg 172 NI REAN M o 45 58 R — A 1 Wb 75 2
B, e R — AN A 2 E R I Z RIS . Atgl3
|, SAtgl4 G, 15 IEH R 97 % 4F T #TORC1 =
JERERR A . 552 B — LA FE BRIV ra-
pamycinkb BRI, 18 i IS i R B PP2 AT B 25 i iR
b, SRR Atgl3 5 Atgl (45 A1, Atgl-
Atgl345 45 F Atgl 7-Atg29-Atg3 1 5 & 1k | M1 J 5
H % KA, Atgl 7-Atg29-Atg3 15 A 4K LL1:1: 11 L4
TERR—A pREE W, TSRS b AR A, X Fh
SERIRIAFAE FEAA T B IR g S8 s

i F Atg 1 7/E 20 i W AT R AR 124, Atgl EIX A
Z U E G O E R, I E A R
XANEAMRAZER, ERRE R R, Atg] BEDS
I BERRILAtg . Atgd KR FE 4N B I A A1
1M Atg 1 7ERT FLANY 40 i - 1 RIJE T ULK 1 /2, D ik
1 12 At Beclinl i 1 15 PISK ) 3 PEU>14, 76 41 g 1E
R FRAAE T, mTORIE I B IR (L ULK 1 F 75747 55
I HIULK 18 300 I B R AMPK NTULK 1 ) &5
Ao MEREREPLZ M N, mTORGE MK, HOE 1
AMPKE o 8 B2 A B W 85 HULK] B #9317 /177741
BMEIEULK L& &40,

2.2 Vps34E4&1)

YA B Vps34Z &9, # AT LU SR = A
PI3P. & & WIHIVps34-Vps15-Atg6-Atgl42H 1, i
TR, Ag38E NS5 TREEVINIEK, &
A YITH B W R A R0 2 A P 2 Vps34-
Vps15-Atg6-Vps38, 5 #ifliz fi. FH 1, Vps34.
Vps155Atg62 WA 5GP 3 &A1 T2, Atgl4d
FVps38I#H%E T IX AN E AWM E L. Vps38
1 Vps34-Vps15-Atg6 e Ar Bl N 48 I; Atgl4Z A
Vps34-Vps15-Atg6sE £ 2| H B A& F, 7 4= (P3P
A SE A WA S R AR TR RN B AR
B, AMPKGH i % B2 A4 IS 420 5K W 15 P A VPS34 5 &
R EIPIBKIE S, 7R RE B = 261 T, AMPKI#E it
1 12 1k Vps34-Atg6-Vps15-Vps38H [ Vps344E 11K
FIHIPIG)PAE B R4 b T LIRS T4 . [
i, AMPKGE LB FR 1k Vps34-Atg6-Vps15-Atg14H (1]
Beclinl & K& Vps34-Atg6-Vps15-Atgl4E 5 ¥
MR BE E W A2 BAh, BRI, TR EE R YLK
TorinBY, & rapamycinih #H 40 fg i, J0E FTULK g %
I o B R Ak Beclin fRIS 14 F1S302K 4 55 15 Atg 14 1) 45
R NIE RS ) = LAl
23 EZREERS

HWEAEEN AR R EE RS, B H#AwEs-
Atg12F1Atg8-PEPI MEM R Gi . Wi okiz RAFE T
TREEShST VIR R . Atg5-Atgl2iEHE: RS AR Bkt
HAAE12. HiGEEAtg7. 2 R4 A HEAtg10 ZEY)
Atg5; T Atg8-PEEL RAIEIZ ZAFE H A8
R A lFAtgd. WUEMBALET. 2 RE A A3
J A5 MR 2B ) (PE) -

23.1 Atg5-Atgl2if4E A% Atgl2/E KPR sz
BEPIRIME - Mz ZHEAMEH. Atgl2H %k
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HE1BEAtg7IT, 1EAtgl 258 3 35 186/h7 H & R 7k I
55 Atg7I507407 - o SRR i 25k [R) T iR B i . 42,
St REEATFAg10181 )5, Atgl2 C-un i H &R
TR BE AN AtgS I S R e IRV T i — At — Sk, i
Ji, Atg12-Atg5Hcoiled-coil 2 [ Atg 1 6GXEIE L K — 4
Atgl2-Atg5-Atgl6LE &), 18 H Wi AR T il 1) 3,
Atgl2-Atg5-Atg1 6L & W AL AE 77 B B B M, o
€ | Atg8/LCITEMR F 1R 8 A K TR Ak R fr 5200
232 Atg8idE A%  Atg8-PEEEAG LS AR
BRI ERVR I N — N2 B EE RS Bk,
Atg8% H S5 117600 Z BR Pk HE 4 e IR 2 1 il
AtgdV) |, BN HEMGly)iki. 2% 7T HEAR
Bk HE I Atg8 W E 1B Atg 70T, 14 Atg8Hs H I H 2 IR
B R At 7 11 24 o S IR B 255 1) T ROt i e . 2 8,
Atg8 I H 2 L 5% FIE21 Atg3 11 Y- I 2 IR ok 3k 45
Ao e, fEE3EEAtg12-AtgSE AMIIVER T, 5PE
5E 5 TV RO E 1% 5 Atg8-PE. TEWHILENY T, 4t hn
TAEM FILC3-15PES, & J5 BUNLC3-IL. AtgdfR 1
TEAtg8IZ 3 FEAS M T Uf I L 5 5 T & IR 7k 2k 4b,
WAEZ B MR )5, V) KT Atg8-PE, {#iX £4Atg8
B MR B 3 AR P B 5K Atg8 I 1 FA AN
A W AR JE 1) T S 22 G B . TR, Aeg8° oK
PERN B MR AR — MRt B AP, SEIR P, Atgs
()22 0k & 7] B B W AR I RN E EEPT. Ak, Atg8/
LC33E 4 & P38 i & A LIRBE B (1) 52 74 2K 11 Atg19.
Atg32%5 LS G IR R B AR R AP
2.4 Atg2-Atgl8

Atg2-Atg 18K B W1 i T B VAT A I, X
REHHE T PISPI = AE 125 Atg1 82K A it 1% i i1 FRRG
B R EE I 45 S PI3PAIPIZ,SP,, 40 i % i5Atgl8
FRRG %25 7 U 5 £ Atg2-Atg1 85 AW Jo 32 5 fr 3]
H I HT R EPY. fEAtg2-Atgl 8Tk 4 iu b, R
o B g A 1 RALE E AT R b (R E R A B
T B, i B Atg2-Atg 1836 T+ [ W A4 st 1 7 Al
A #H E>, Atgl1814 A] Ll 5 Fabl. Vac7. Vacl4
HIFigd It B 53 4h — A 56 W) 45 & P13,5P 70 A1 £ 1)
W E IS S50 4ER:, HEAS S AR
RAERTE A AL R I, Atg2 8 A 7E FEN- i [ i
Sh G AR GE I 5 A R 2 T R S, T AR
C-ify ) — MR &5 & 25 My U AR 1 T Atg1845 5 PI3P.
RT3 T Atg2 PRI R A S 25 5 A Sl e R 2 B
FEER b DAV FA [ W73 9 FEE S 12

2.5 Atg9-Atg23-Atg27

Atg97e H Wik B [ ME — — AN 22 s I ) I 2
H, HAT\ Y, Atg9f) 3= 2 DjRe 2 v B WA he it 2H
a5, KB R S SEE6 = BRI, 240 i A 1 K30 43 A g9t
Rk B T R B Ak, Horh ORI 7 Atg9 kL 5
H MRS AL, H R A3 R1A272 5 T Atg9
WL E i 2 | AR FE . b, Atg27FE Ak
B 5T Atg9 F 1 IE i € £, ZAtg27 8 H Gk K I,
Atg9HE 3 N\ BV 5 iR . Bk 4F, TRAPPIIE &
Vi Fsorting nexintg 4% KI5 Atg9 Rk 3L i fir
Z 5 AtgOBkiz it Y. R A, HE
V5 Atg9 A T2 B 43 AT AE I T iy 7K FE A4 IR &5 4
G LR N % 1577 7 T 1 S P 1
JoAb FYUHAR S T I, Atg9A 5 E WA (1) 3L 5 £7 1
14 =, TRAPPIHIE &) Msorting nexinf H #. 2
57 AtgORik iz fa, ik — B Ui ] 1B IR D RE ) Ok
SfpERS,

3 BIERIZERIR 55FHLH

R B WK A 7 TS DIRERIAS A AT LUK
I W% 73 AT E W& (microautophagy) 73 T FEAE A/ T
Fl W (chaperone-mediated autophagy, CMA). % ¥ %
Fl % (selective autophagy)Fl E. H I (macroautophagy) »
3.1 7 BME(microautophagy)

Tl [ Wk 2 i VA T B v B 42 P P B PR
W5 B A R A AT PR 0 AR . SR TR W, 7E
BERER BT 22, (H 2 5 WL A 2 AR T 2P,
P BE G ) WR R A BT, AR 328 M 87 T 4 1)
REEH i F W & (microatophagic tube). 441 fif
b T YVARAS N, MK N PR HEFRFE T
17% LT+ 2263%, 2 WIYLER A T 40 i 40 J5 2 A KX
Ry, fEEEREA Y, O & RIS A NIBEA . 41
MotZ. . ekt HRW. 4R SEEs 2
MR, AR AE N T EAREAN S, |
FEEIE Wk R AR R R IR A R I E R T A R
AR TT IR, R BRI W 1) R A 7R EEESCRTHE H
LRI 2 550, 5 55 LY AT T R 30, T E W
TEREPIRIE & BT TH 2= &P AR R LN R
RN & B I A B A A B S
32 9 FHEN 5 H B (chaperone-mediated
autophagy, CMA)

AR S B R 2 TR B AR T R
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JREE B TR RS, ST B b R Ik 32
=i B AR M DG B B ILAMP-2A %5 4, E N Bl A4
A T fifp %) 35 il A P A R & BT B4 9 B
TIUAS R BR: (1) B VR 0l R Bl A 5 1) 3 5 (2)
RIS B LA S (3) RN BIE B A F AT
B 5L, B TR B BRI — R
KFERQFE 41, il iR 45 & Th B B S T e i
()73 7 FEAR B F —— R 38 82 1 70(heat shock pro-
tein of 70 kDa, Hsp70). Bl 5 7E 5 T AR5 10 H 1
1L #8 " Hsp705 H A 73 5 45 22 HHsp90. Hsp40-.
HOP. HIP. Bag-1JERE G, — BRI HIRY)
5 FHARE SR G, YD B ) 30 75 B 4 35
M SLAMP2ASS & LA & T ia N Bl 14 i i3t
ATBEMR . LAMP-2A S 5 105 JI5E 1) V6 Bl A4 JIE 2 1, i
J A DX 45 AT 124 R R R A, TR Vo i 1) s A
DXy 2 R AT i FUER W, o TR R T I
H W DI Re 7 S EaRAT M . E R R AR R
VIR,
3.3 &M B (selective autophagy)

prik e A= 1SN L NI = L ENIUPIZNE | Srik e cl=|
WA AR, [FRE R 2 A W A% LS. BENTTA
I ) A2, R R Mk A %) 2 R RS, e Ah,
PEPE TR SLE R E 2 AR H S B R S HLC3/
Atg8 ELFEAE S AL N 2 B SR AR AR B i A e 4 (n
LRSS 12 B B R AT B, H AT
T P FEVE AR AR SRR B N AR, T
AMNYIBEA E . CVTE R SE(RD). AR, sk
5 2 ORI 9T R W, e £ IR D) REAE ZE FF AN AR S
D7 A EE A M, BRI, 2R
5 B FILC3/Atg8 4 & F 2l Z s E B
LIR(LC3 interaction region)#& B 5k 5¢ g, 7F F#

Y M, R 1 W TR 52 R R ] Atg32i i LIRK:
JF 5 Atg8 45 45 Xof 52 453 1) 2 W0 A 3E AT AR i 355 R ;. i
TENH FLAN Y 40 B S UG 0T, 5240 1 2 A 0 it
FUNDC15LC3 H #2245 & 44 F I8 B T8 3145 1l 42
R A o7 & 1) B U, S A AR U 7R B AR B A
Atg363E T LIRFE L 5 Atg845 £ Xt 52 51 1) ik S AL P iy
P FEAT I B, Cvti i W) 2 8 i 32 146 8 A Atg195
Atgl 1 MIAtg84E &, MK KA Apeliz ik 21 H gk
AT B OIS, St I, T B 4T i T A B A T
5 9 R0 4T B A% P R T8 R R 2 AR B 1 Atg39
FAtg4053 5l 55 Atg82E & AT I BRM. 1 7E Wil 3. 3))
VIR i T, 524K R I FAMI34BAIRTN3 @ it 45 4 LC3
I P I R R 24 S A RE LR R T R 1T P P R
JHES R, P55 5 52 4 8 T CCPG 1 f1Sec62 I &
FE R B IR,
3.4 E BM&(macroautophagy)

1 Wk BB AT 08 5 BT R ) G, S e A R L
k. Rapamycin®FIEE T N, AL N =2 XUZ 22
Y25 B B AR E B R R A WA, BE S B R S
O T VA VR R, Y R/ B T 11 R T K AR
2K B R AR Y R R S R . AR,
Atgl7-Atg29-Atg31 5 Ak KX B B TR 2, 1Ak
PR EWE AT, H2 LR BT U B WO 45y
XFF B VR PR AR R B, B R
YA A= 5 3 R AT BL o3 N ERCK it 4 (omegasome)/ H
WEHT R TE G BRI B Wk A ] Y T A i 5
WA FE ) R B R AR =0 A\ L Wk s il A
TR UL SR B R P AR AN IR (1)1,

4 BIEERVEYIFINEE
MR RIS SRR F NIRRT IF AR,

R OEEFMEEAFEFZAE
Table 1 Types and receptors of selective autophagy

R K Wb WALEY

Types of selective autophagy Receptors in yeast Mammal

Mitophagy Atg32 NIX/BNIP3L, FUNDCI, optineurin, PINK1/Parkin,
BCL2L 135+

ERphagy Atg39, Atg40 FAMI134B, RTN3, CCPG1, Sec62

Ribophagy Unknown NUFIP15¢

Lipophagy Unknown Unknown

Pexophagy Atg36 Unknown

Cvt pathway Atgl9 Non-existent

Ubiquitin dependent autophagy Cue5P" TOLLIPF", P625¥
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Autophagy in mammals Lysosome

Isolation membrane  Autophagosome  Autolysosome

Starvation
Rapamycin

Omegasome

_— k ——%—— @ Lysosome

Autolysosome tubulation  Proto-lysosome

Autophagy in yeast Vacuole

Starvation
Rapamycin

-0 —

Isolation membrane ~ Autophagosome

Vacuole
Bl AMEILEIMEE S b BRERY T2

Fig.1 Schematic diagram of autophagy progress in mammalian and yeast
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Fig.2 The biological function of autophagy

ORI, I REL G, R A R A

24 FH 00 61 771U 3-MA S

AR ——NHET . BATEEHE AW 50RRAQ
W R R L RNAFEfE
4.1 BERRMIE

fig RO A0 M B SE AL R 4y, 7RG B4 S, 4l
MREREAE. RABHWETZEY R P EEE
WHEBERMO. AT REE AR IE RS, iR
W ZAE 4 A S BT AT B R B B AT . RSB, B
W25 7 B AOIEIA R o IXANIE AR 3 R 3
T WS P R T R LA R PR, DA T
WK MARBERE AR . 7= 2E 1 20 AR U = 4 L i F 1 5 4
BT 0 i B AN [B] 1 40 B = LSRR SR AR 40 L T e
WA, /RS TYURIRZS IR, A I T
] W55 A I LC RN At — 28 [ I AH 9% 2 1 3 T U2
55 28 4 25 AL S IR VR, B S L IR 1 B W AR S VA

240 B 1 A A I, R B R R ) = B i A
PTG AN, B TR DL, E W RE 7 BE A R R 8E
RIBWGG . - DHIUR I, A W] PUR
it IO A 1 07 200 L 2 AL R R 428 1 E RIS € T 07 1)
ELAGI SR 55 B B O AR 2R, SR T DL 5 At g
7 B AS K B Ree .
42 ERARKEKEMRE

A REMOE AL B R — . BT
R, A0 SR AL AR R IR SRR AT AN B I A R
AEBE, HUARTRE 2 A2 — RBIAE, W 2iRAT PRI
Wiy KA RRIGSER SR ATYEBON, Wi e AR
SR IR g BRI SR AU A AR 5 R A AN IR R R AR
ZRWCHEARAF YRR, BWEER 1L LR
ATVERI R R R R TS BR AR R A I
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HARSE T MREEEENH. RN, FEHH
FE BH T IE AR A AR I RN R o 2 RS Ik
PR AE 22 Gt B b T 51 21O A 7 S T A 2 (1)
ANEROR R R R B, e WS e 2 B T R A,
TR /N RIE S B SR RS R, RN
R A RN AR T A S B R e
Xof 70N BR A 28 40 P 3t A 4E R S M 1 R R R e
I D RE (1) 2% 2 DA 51 /N BRUOR ARt 2R AT 1 TR
A3 LA AE A AT AT A 22 08 A7 1 5 A 2 2R 1 R
RAFHIFTHE T, IR LR AL AR, HETEE
BATHER AR KA RS EZEER. R
AP fa-synuclein & [ A 202 5l A 4 A KB K
J (1) BB R R, B ST R W, a-synuclein®i [ ] DL
oo F AR A T B R R AR, 988 i a-synuclein
| [ fit HHsc70-Lamp2a%h &, 1H & AR AEHEN 23
P A 26 e, AT 5 Ea-synuclein 25 i BE AR R 5] i
AR, 5 R F-MEF2D /& — Fl i 48 704805 4 45
Fr b TR A, BFFC R B, MEF2D 2 7] DL i 43
TFAEABA T 00 B R AR, 760 & A0 2 v 4 4
RE RN R, B R B, XA N
MEF2D % [ B R (1015 5 2 2 T #1%, FIMEF2D
HAMD THEN T 0 BV T 6],
E 20 53 rp s FE A B
4.3 RNAFEf#

BT S IRIE R, AWESE T RNARIBEAE,
W AR AL IR FE AR S A HEE . TERERE 45
A AR 2H 25 A0 03 T LR 5 43 R A 1 R RO 11
RNA 7 AR o A% 33 20 I RNAR Rny 1 (— FHT2
R RZ R A% B ) AE 2E, 77 2E3'-NMP, iX LENMP#; i il
AERE 5 VB IR G Pho8 1F F % A6 A% HF, W K Ry 1
w5, TR BRI N U R B RNAFA R . RNST-2,
— PR TSN 4R T2 5K R N VI B AL BRI, 2 B A T
R AZPERRNA R SRS, SR 78 R I, rst-2
F B 25 5 UK B R RINARI R B A 25 (9 76 Y I Ak o
FA SR, F ELI P b 2R B #0852 380 [ Wk BELOT 550 Py 0o, 3
KB, RNST-2F 1 1 Bl 14 P A% B AR RNA T 3 Wk e
filto HE—BHTIT RN, RNST-258 38 44 )™ 5 5201 | ik
fERL R E R A, 159 = /2, RNST-2f( 2% K/l
WA A Y TR (V0BT 5 B BELBT 7T 51 R IR BRBE T, X — R
B H 0 78 PR B A, R T B RRNA
(1) B WA M PR AR AE BN R B R R 4 R A R AR
A E B A,

5 BEES5 AERR

BE & T E R T AR N, i R G e
ZURF 1 E R R DR R 2 /N BR B R AR BN, RS %
PR3 W R PR IRAT PR o % L 1 5 0 A
AU B Z A % UIBC R . SR, X e segs 25 3
FEANRE B 4 UE B E R D Re IR G A BT N 2R TR
MIRAERRE. B, 7SS B IR A 5GP 18 %
FEnh ik WAS U N E L BEE N KA A R
FrHapMapit %1l 43 5l F20034E. 20054 58 B, HF 58
N RIAEIA — &8 KR 5 TR, 4 = #HDNA
WP HEAR, ZE A B G208 51 0 R 2 5 st 1L
DTN RF . BHATCE R, AW S 2 NK%
T )R AR K A B ) Ok R (EI3), T TH B 5 % R
(Crohn’s disease). ¥ il 4 I - JiE (lysosomal storage
disorders, LSD). J#45E. MHE&RW . Vicigi & IE(Vici
syndrome) 5 H W& ¢ 2 AE— 4.
5.1 5% % Ef%(Crohn’s disease)

v % B A — i T A1 R e T S0
PE Y, T 5 M DA 1D s 2L T] B 9 A4 G AR AT e 8
gF o RXANEIE T E & B & FERREIR, BRI E
75 MR AR E R AR, DL RCE s A IR ROIE, 4N
W o7 BB MR RAE. M. R RAER
AN, B R, JER LR E R 2 SR A
B R 2H DG TRAIE TE Atg 16L17% Sk 5 v ' SR & etk
AR AtgloL172 H WAL A% O iy, & 1 BF
H Wk Atg L6/E W AL 30 B [, & 5 Atgs-
Atg12H R A YR FELC3 M g AL AT 2 55 |
I . AtgloL1 4 H HIC-3m B A WDH 5 45 1)
1, e % BT Atg 1 6L 1AH 5 T AR A7 T 12 45 44 38 P B
ARSI . XS 4T I BT BR Atg 1611
K B Fh AN 5] 98 A2 1) /N BRI BIE 7 R W, Atgl6Ll
RAR 5 51 B U 2 A ARG AE IR R, R 2
BT, Atgl oL 18k b ¥ 0 40 g 7= A 55 2 1
240 ) IL-1BFIIL-1871, & T Atgl6L1Z 4h,
Fo A ) W R 2% B ANIRGMAINOD2 18 5 7 21
A R,
5.2 REB{KRNTFALE(lysosomal storage disorders)

T AR RURE(LSD), DA A A ARV A 1 K 4y
TR R ARHE, A2 H st A R DR 98 5 kS 1 VA I
IEFRAS PTG . BRI RUE T LS B 2 Pl R G
AR, AR T A R4, BRG )L A 2 A B
ALK, RIS R THEINE . 4R 2 A
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Fig.3 Autophagy and disease

PRI FURE DL et R et T 2R, 2w LI N 2R
WAL 2 — o BFUR I, 18K 2 BOE B A0 RO iR
Hrp TR ) e RS A A £ E 5 A B 1 W B2 A0,
520 E W ARV B R A RS, R 2Tk
YN UNP62. TE Rz AN R RN 7 1) R Ak 25 41
Jf 25 HERRDAT6L,
53 JEIE

I A e R R A R R 2 1 IR IBG R AT 7 11 bl A
% . BEWRAER W] RELERSAE K & A FIRY Bofr Fir A [
T, T AT R A TR 1 A, (R — BLMR R
Az, JE A i AT DUR T W RE AT B S AR, 7
NN SN SR Y e NG E I
Beclinl ¥] ¥ 55 7 2 RISk 2K o 7 3] 42, Beclinl(FH A\
BECN 1 (K 4w f5) 75 2 Fi i 4L 23 b (1) S 3Rk 5
AN BT S AH 7, Beclinl & W 3. 5 I ATG6 1) [ Y5
B, fEE VR E BEMEM . Beclinl i B A7 I
fh EEL LR ThRE, BRI TR N RS R .
Bk 1 Beclinl b, — %8 5 Wi & 1 2048 He e R ]
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