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[Abstract] Retinoblastoma (RB)is the most common ocular malignancy in children. Despite a recently enhanced understanding of
the etiology of RB, the mortality associated with it remains high worldwide. Hence, it’s urgent to find better treatments. Autophagy is a
highly conserved catabolism process in eukaryotes. Studies have shown that autophagy plays a crucial role in the progression of RB,
and it is expected to become a new target for RB treatment. This article reviews the role of autophagy in the development and treatment

of retinoblastoma , and provides new ideals for clinical treatment of RB.
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diated autophagy, CMA) . HH B [ W AE S E H 0y iF
FEEN )z A SCH BRI TE B RS A S
iEZ (BT AR R M R AR OC R, B H W iE i
Z PP AL L s 2B SR R R E T, AR A
20 A 0 AR BRI AR | 2R RE DR 2H AR E M A
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I 3 3 3 00 ) 510 TR P R 3 7 P 9 IO 2 TR R R
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W25 1k WHEH C 2R 5E 30 ZFh A A5G
FL A (autophagy related genes, Atg) o TEX BB HY
Atg ZfS P, A WUE I SCEE 1 1 4% 5% 3B (mi-
crotubule - associated protein 1 light chain 38, LC3B)
Al LUE AL T B A SR ALY R, A A5 R L A
PRH A WA . LC3B 4L (LC3B- 1 B 1LC3B-11)
TG AR LC3B- 11 e Wi A, P LC3B St
B T I AR S Sy — ATz fd
FHE HWEFRICY) 2 p62 , B RENS 5 LC3 HIEL &, 7
DAL EE A Wb LU A BHARE R . p62 SRR B
S F R, T LME A BIFSE v a hRic

BT, FEAR K S AR 2 AL 5 i
AR ZH 2 1 38 0ok A 92 2 Ak g R T 13 W A A
LC3B il p62 HY R I8 & PR 40 M A Wi /KPS B4 =
PEMATSEPERY T Aol i e e H Uk
P H ARV TN RB AL B W TGP, S5 Uk 52
RB 414125 53 33K LC3B Ml p62, [F i LC3B F1 p62 HY
FIXKF- 5 RB 9 i e FI R 2 28 A 10 35 AH O
PE, R H I REWS AL RB B & A &, LC3B Al p62
A AE A% RB A 17 58 1 A 8 m PR 711 p53
ST — T IR B PR, A TE DNA B0 AL

FIVEAV I I 55 22 T SR B R0S i a
7 SR, pS3 3 Ak I I PR S AR FE SR AL A B
N LR M ORI . A W pS3 A i S SN AL
il —o A, 20 B W REAE A pS3 kK
SERITIRE . 5 pS3 X W) EAEEE SRS A, pS3
B 20E F g, Wi e SEARAEAATE . FERB H,
p53 BT F kK 5 LC3B Hl p62 BE AL, 5
Jiyee 1= 2% f 3 11RH G, $27 pS3 AT BEE I 45 F W
FERB R FEIE

2 A0 R 4 REL R o B R R AL

microRNA (miRNA) J& — 25 J1 55 3 4 % 5. i
RNA 43, 3 1 45 5% 56 5 mRNA UTERFI & 5
KPR . B IR miRNA Al {E R
ZRRRIEAE 2 W AE YR Y, S S AR NG
BTN D A A R W E W PR T A
FEALFE RB 16 N 19 Z P e vh R 2/
microRNA 34(miR34) Z % , £33 miR34a .miR34b I
miR34c, 55 522 1 il fg 410 ) e % pS53 38 % AH G, p53
A A ST miR-34 SR, 38 175 S 40 ) S BEL
R ) 4 B0 TR B AR . miR34a 7EAR
R AR 40 g v 22 S ek AN miR34a BEAEA ]
RB 4l AR T R E IR AR 2 S
ZEWF 9T % LAE RB o HMGB1 /2 miR-34a (1) T i #
b, miR34a 3@ 1 15 HMGBI1 (1) k30 A sk, 48 0
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microRNA-320 (miR-320) B 8 iIE 52 5 22 Fh 27 i 9
SEAH O, 7EFLMRIEE 45 1 i A0 B9 S 90 vh 1025 T IR
T An e gE >, FEFLIE T, miR-320 B 45
P SRg R PR 7 Sk AQPT VA5 e 20 B o 2 22
FEEFEY . miR-320 MERIE 545 e T R AAE%
FHIE™ . miRNAGE B 20 Hr A 3 AE RB H miR-320 5
ik, 5 RB M &R, 7 RBARSAOREE
11, miR-320 Ay 3A  EH N, HIF- 1o miR-320 1
FUFHLAR , miR-320 REMS 15 T HIF- 1o 35, fiE it
RB 4 & A= 111, 3 e 4 i A (G SEUROA B R i
F7i% o RBANAEARAIASE T F MERE SR, i miR-
320 BT ER HIF-1ocm] i 4 H 1 ASE 2

PEARE K5 AR S5 RNA (IncRNA ) Ay 28748 F 6
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transcript 1) W] 785 Mlides 54 0 AH G iy B A i A v
RILREY EAE RGO, LR
S T PRGSO PRV RE T S R A0 e S
TE Ml R s v, MALAT 4 2638 2 AR5 RS 1 firb
TR 1Y) 348 , B AT AVE R S A des B AR A2 T i
JaZHY . MALAT1 & —Fi A IncRNA, 7] /E
SR BEDA 3R W R RO RS TR
RB 4l il 2 T IR BE S 175 5 g 20 i 2 A= 1 W, 17 it
I MALAT1 o] 3843306 3 LIRS S % L I . MALAT1
I EAHERE ) miR-124 IR Y R B 41
H . A, STX 17 (Syntaxin 17) #E R & miR-124
B RUEIIAR " PEAGE , STX 17 fefg B et A Wik
AT B LA B 1 e A s T A R P il 5 4 L e
MALAT1 #] L4if i miR-124 #5745 STX17 % [ £ ik 15
FRBAAM & A A WE, IF AT gt — D4R E 5 [ A
Kt 2451
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¥ RB™ . H WA ] ] BE 230 7 W S 19— b A
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RIRF=H)— AR 2 R 245 ) 1 RGP I
HETA —F L B2 R RIR . 50 24K,
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AT AR VRS Y 25 55 A S G 2k UR,
I SRR IR RE I TR G 1) 40 L 53 - L 2 fE )
J YEIIFSE SR AR N H 3 T & 5 (phenylpro-
pene methyl eugenol, ME) , —F 3= 2 )T 3 J@ AH 4
oy B AR B AR WS VRS> T 7R RB YR R BT AL
o AL F o REFE 1 ] PI3K/Akt/m-TOR {5 5 i
175 T RB 41 5 RB35S & AR M [ 1, (%
A g 7, Ik ME AT R 23A77 RB 254,
HIR T ZEE— 2 AR B L i L PRI FH By T
fEM: . A=A (Ginsenoside Rh2, GRh2) , —Ff 5
T ASHIRATEEY BT, BA PR bR FIHT
AT TE . TEROFRR/N BT, GRh2 RESHY IR
JifeTeg v T YA E2 0 PR o i T ML T 400 A ) 4
ML EE S TR e A AR R A O ek
/N U AEIE B E) . GRh2 36 7T DA 3 35 % ROS
A7 14 VA5 IO 7 TR A RS A 4 L 00 1A A it 9 4

FysEEE ) 7F RBHY, GRh2 i3 N Y79 #1 RBL-13
A0 A ) miR-638, I p53 415 PIBK/AKT/mTOR jifi
BSOS R TR R G A X R
RAFET GRh2 7 RB 20t o A9 4 PR AL T HS 4K
P, A B SHAH RB G RIBYT R

2-H %-2—T@$(2—methyl—2-butanol ,MBT), —f
BT, R LA LA, )2 N TR
Tl AMb A 25540 . Y RTHFSY W AE RB 41
Z HXO-RB44 HIGHk 3 1Y MBT 38 i 4% PI3K/Aktig
12,175 T AR G2/M BEL (R T A e, RSO
ARV, W) bafilomycin A1 RERZ BT MTB 75
S ARME IR T RIRAE, RN , —FhERRE 1 Ak B85
SC-79 ¥k 1 MBT 75 5 1) 20 Rl A 5=3 R | s

A AR HOA 2 — R TE A Z0R YT
FEE 0 7, o i R |12 1 S B Al 2 i
1 74 i 4 /5 9% 35 (herpes simplex virus type 1
thymidine kinase/ganciclovir, HSV-TK/GCV) &%, %
RYLRENSIE L 2 1 DNA BEAE K i S AN At -1,
HSV-TK/GCV ] B i 3755 RB 4f ffl % HXO RB44 Fil
Y79 A EEbE . S — BT HGE , T AL
3 3o A SO MAPK/ERK 38 B840 41 RB 48 i % 4=
F I T S 20 o8 FH AR S 1 MIEK 31 351 U0126 1T L4
B3I HSV-TK/GCV i di e st Htk, HSV-
TK/GCV 38 1 0% MAPK/ERK T4 [ ek ] g H:
RIERITVERIMIBLE , X A% HSV-TK/GCV ¥R YT
RB 24 7B L% .
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FELL BRI B OIREOC . B WRAHOCHE A 7 RB 4H 2
2 RIR G MIBEZRHC . Ji51, ZRPAESRS RNA
REN% 0 o 5 H W2 0 RB 4 AR A 3 08 T AR IR
SAIREE T WA LSO T USRS . ZFh i)
DL R LR TT REEHE 1m) I W A HE DT IR 2800 . 4K
1M, 76 RB o [ Mg A G 1Y 437 PR 2 L 1 R 50 4 )
Y, I Jlm PR i 7 sk H o i k%t 3 BEFLT 5 RB
W) 5 Se 9, A BRI S LA E W A e ) B 25 40 LA
KI5 2, o RB VAT AR B 28T
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