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Research progress on autophagy in childhood medulloblastoma
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Abstract: Autophagy is a highly conserved catabolic process of cells induced by various stress conditions. It can prevent
cell damage, promote cell survival in the absence of energy or nutrition, and provide protection against various cytotoxic
stimuli. Defects in autophagy can cause many human diseases, and have been shown to have clear etiological links to neuro-
degenerative diseases, inflammatory diseases, and cancer. Autophagy has been demonstrated to regulate the development
and progression of medulloblastoma through multiple signaling pathways. Therefore, regulating autophagy pathways may be
a new approach to treating medulloblastoma. This article reviews recent research progress on medulloblastoma and autopha-
[Journal of International Neurology and Neurosurgery, 2022, 49(3): 78-81.]

gy-related regulatory mechanisms.
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BERE: 20 Bl J5E (Medulloblastoma, MB)J& JL & % UL 11 fisi
ALTEIR , 24 o L2 MRS 119 890~10% , iR 2k A
TE 5 PSS, A AT 8 2o R T OB A R
MB /) 2 2005 B 2 4320 . 20 L TR0 R 2 i 74 /18] 22 78 (arge—
cell/anaplastic, LCA) R G g A R B R R )z 25 A
(nodular desmoplastic, ND) , H:H+ LCA %I Bl 87 1) 11 J5 B
2,1 ND B3 [ 150 AR X A0 0 SRIMTZEIX R 43 26T,
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RS . b SR AT SR RE MB A B4 R VR YT MB
E AR H TR IT R oK o BEE T EH R R DR
2016 4 WHO 1R 38 56 [ 41 2445 MB 432 4 278, B) WNT
5 AL B (wingless, WNT) , SHH i £k ! (sonic hedgehog,
SHH) , group3 ! (G3-MB) Fil group4 % (G4-MB) , &~
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T4 ELAT RS B 20 TR E R PRATAE S . R4S H R 24
KIEIT T, KIAEZEJLE MB /Y 5 4F A 17 (overall sur-
vival, 08) 13k 65%~71%" . {H5% 47 JLEAP 1 52 0 i
P75 R 1 7 5 A 2k R MR L B, Sa B0 DR
IRIT FBORMGE MB R H TS
1 BEET

4L A W (autophagy ) SCFR 1T AU P PE AN AE T, #F
FLRZAEY T AR A B = A T
3B AR A W - A W > TR 0 AR A
TR0 1A Wt A T A JBE S DAY B, 74 0 8 R 7 Wk 4 i 19 2%
YIRS AR AR S0 A R R R
P, 7% B K 52 2 H 70 (heat shock cognate 70 kDa pro-
tein, HSC70) P B ZHERR N 3 & A KFERQ 5 5 I 1,
SR B IS AZ MG B BV AR I rh B T L R F
A WA b it i) e R A, Oy U2
T R IR R AR, S 0 40 0 N 2 AR ) £ 1
SR I AR5 Y8 Tl 5 0 G Py 2 i 126 380 Jes v i
FrResi o ZALHE W & AR A KR E S A
(Rl G LA S e 2 R A 1) — RGN ALY . AW — &
51 [ W AH 5 F A (autophagy—related gene, ATG) S, F
W WO S IR = IE 1 4 (reactive oxygen species,
ROS) i 48 . 245 1y 3R ORI P Joi 19 7 3 55 D) 38 15 el o 52
Hef5 S IRAR . 7R8I B Z M4 M SN 2 i % 57—
AMP #3525 F 4 B (5'-AMP activated protein kinas,
AMPK) (430 L 28 180 Une—51 8% [ WE0E % 1 (unc-
51-like kinase 1, ULK1), #8J5 ULK1 & & #J#i% Beclin-
1. Beclin—117S 111 2585 2 WLEE 3-8 ( Phosphoinositide
3-kinase, PI3K)15 VPS34 & B AT , VPS34 &
AWIFE N JEE (endoplasmic reticulum, ER)B{ ER-£& ki {4
2 fil o7 1 b7 AR R W IS Bt UL 3- 9% R (phosphati-
dylinositol 3-kinase, PI3P) i35k, Horp PI3P 45 & & (1 1]
VLR 3% E3 B 2 & W ATGI6L1 (ATG5-12-16L1,
ATGI6L1). BfiJii, ATG16L1 & A it it LC3 S5 fkmE <
I i (phosphatidylerhanolamine, PE) 2% & , 42 i LC3-PE
(LC3-1D) , fie )5 , R4 A F . SNAP 5Z {& (SNAP receptor,
SNARE ) FI AR At 53 F Wi AR 55 v WA il - ol 6% 900 1 V2 il
PR R AN T ATG 8 1 KT Y A e
{5538 0 R 8 S5 e R A A
2 BlESHE

H e — A B R R BRI S R E
JBT 52 A5 B A 18 200 5 B 9 78 F) A 1 T G S T AU 4
IR R A WK, 3 A i ARl B A, B Ak
fiE ™ BT AWETE AR RIS RS Rt 2 R
o &S H R AT G, Al 2B AT RSN L H B gk
M SAE B FRAE " . DR, T DATE Y
IS 4o R e R R . 8 WX 8 RV ] 32
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A4+ (D F AT R AR 2 5 I e A R LS5 ) F R 3
TR P PEAE T BEL 1k B o 3 400 i 1 A 0% 5 D A W e
S I 410 A e e 4 14 5 5 (@) W e e D 5 s A A
HE 6 R Ay 1 T IR A 5 D) 1A R T R A e T
AT AEFF AN MRS o 1 WK R AE (4 £ SR A ) 32 24
ERONEN 3Ry Warburg 00 A 96 240 I $E 405 R AN g 4
@ A WA T P i X e 40 40P N ORI DNA 453095 119 35
I 5 () FI W AR 2 b 98 & 2B 2o B v 0 i 4 AR R e B R R
2% 5 (@) 1 Wi R 5 958 200 L P J5E 00 i A BT A B SO s (D)
DT A o 2 L e ) ST IS B IO AL il D A 08 30 114 9 200 i
(20 M FE T 5 ©) [ I 384 560 98 40 i 14 T Ay it 2 ke
PRI, B T 0 e 6 T3 i 9 e Xk i g ) 400 <6 1 41 32
Jed (R T, SCRT 368 o ol 2 Y 0 X e 98 ) A2 2 1 FE 400 i fob
T ML . R 2 IR IRATHFSE C R 1 06 S0 b
JeA A E AR Y 22 REE 1] 7 vk K DNA 549350 ol LAV 540
JL 1w DRI R B AT RE R IR T I IR T A ROT
TR R S R R R MR R R 2 BUEE R
IR IBE T, A W e T e e R e 5 B AR
RO R AL o P AR R bR e A B, B A
S — P EUHOR R SRR RE TR YT 5, TR S
TR PR e T ) W E B AT BB R O S P iR B R IR T
[jlip=e
3 BESMB
3.1 HEHXEESMB

TE LN PR R v, B AL S R BOR Az
FgE . X A WS MB ARIFST 3 B2 4 vh 72 I A AT 52 560
W Bt , FLTE 2007 45 A STE o GO0 S BT RE S MB v [
B Beclin (15 263517 0 1 JAK-STAT {5538 5 iof
TR T i S FFE SRS R T 3 LA (signal transducer
and activator of transcription 3, STAT3 ) BT PR T e R I
1) %% 5% , STAT3 W] §% 5% 33 1% Bel-2 (B—cell lymphoma-2,
Bel-2) 3k, Bel-2 5 Beclinl JEUE 44, S 30 A WL
Beclinl 21 , DA HORS Pt 43 SLAE 24 49y DG 58 5% 4 1 o 0 )
STAT3 {55 55 4% 56 Jin [ w42 F MB 40 i g 1= . ks,
MB £ 3 1 Beclinl #1845 H ﬂ%%{?ﬁﬁ’?(activating molecule
in Beclinl regulated autophagy, AMBRA1) F KB T -
MYC K-, 35 G3-MB 3 1Y A R U ARG, 10 il AM-
BRAT L2 fl i STAT3 {5 714 5, JFF#AIK G3-MB 12
(53 P VS R CEE A AL S0 A s >, A
2 I =R HO TR M 43 W8 25 1 (secreted protein acidic and rich
in cysteine, SPARC) FI LU S MB 40 i i) A W5t , 2R )5 3 1
AR S I o A N R T I i
SPARC A 3l i ¥ 1i% Sre 1 ] RhoA/Rac/Cdc42 1 1 [ fIG
MB 4l i (4 5 B F1{2 28 , 76 %8 MB (936 97 #F 58 & 3E,
SPARC I3 iK1%5 5 1 MB 2 F 08 A 5 19 LA 1t 245 1%
T 0 ) 590 T A2 i SPARC 3 38 440 it o i 7 A Jek
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PR BRI, — 05T Sre PRI ) 751 15 V0 2 BRI AT
BB e BRA OGRS A R TS A vE &
A I MB 4 A3 A AT RS B] WL, X T Ser G5
MB 2 i [ () I 22 [RIHL AT 75— 255

3.2 MircoRNA 5 MB 4 i B B &

WA, MicroRNA (miRNA ) 5 2 e fith 98 1) 301 15 1 F
BB 22 5200 UE SE , [R] st A BIE 4% 36 W1 £ Bl miRNA 78
MB 41 Jfd 5 15 % /I8 240 P A7 A 2 S k. HIE# /I
MR L ZAAR L, £ MB 41 FF miRNA-30a A9 35 3, K&
miRNA-30a 25 REAN K/ BRI AR MR I I . i —28
53 F AL 22 B miRNA-30a 1 il b A5 K F 2 m i A
Wik i 42 ST b, FE B 4 G3/GA-MB [ h kB
miRNA-204 19 T i , H miRNA-204 T 3 5 3 14 £ 77 32 8
BF . 1 miRNA-204 3238 8 = 2L 53 B AR & 12 19
BH B 7R 60 1 T 58 W —6—- B R A2 1K (MOPR) iR i R FEA:
KT 2 Z A (IGF2R) L AH ¢, H miRNA-204 £k T
JHINE MB A Y {2 R W, il ATGS
shRNA #I ] [ W5 , MB 408 & i A8 KA 28 1k, (H AR
ZERE TR BRI, W R0 AT RE O MB AR T TETR
7254, I T REVD B R R Mk MB 40 M A4 i S 3 7 7 i L
BRI T MR
3.3 HE5MBAPAEE

CL N Bl A 23175 S g 40 i v B W R A L RS
“F —1a (hypoxia—inducible factor —1ac, HIF-1a) J& H W
F14) X T 3145 R, SR8 e G | it A A R B 5 9 L
5 i SR (IR T R P O . 7E MB R LR #]
HIF-1a mRNA B 5 /KA k|, B AR HIF- 1o 235 1T f#
fIC MB B3P . 758 KM MB ER 3 IR5 WY 2 20 24 0T
GEA & BT Bl R G B YR X 2 IR 2 I SR
S A REAEE T MB RIE R LT AR B RS F
T M2 WA A AT, RO A A% A8 B T MB 4
(TR 251 X R gE R B AEAE S A S 5 T MB
B o ARG PR A ML IRATY 5 ik — A 5 B A
3.4 ZWE5MBAKbEEE

& -4 i 2 11 (inhibitors of apoptosis proteins, TAP)
TE MB 20 52 (4128 e MB i 20 it vh 25 5 655 TAP )
il B A5 W40 1 76 3 B 1 $G caspase—3/7 34 i1 MB
AR AY F WES] & TRUR TR 40 M B0 T 9820 T MB 41 it
B, FLTE CD 133"/ MB 41 B 41 it o A 3o 25
4 5 T8 1 K FR 25 (Cannabidiol, CBD) B 8% 1F WA 7 i 65
(RIS PR S ASE 76 e SRR HOIER T 1, 76 MB I RSP SE B F 5T
WEWT, KRR 2 0T 75 5 MB 40 Ja] 303 45, e b T P 4 A
B A w20 T, B PR T BRI AE A L R
TR B A P B SR B A A AR A PSR T
AR 2y PRS0 LG M Ay, B B s L 7R
MB 4 g s d R T LR VR AL O3 0 T MB 4 AR

H R [ARE, 2E 2B (Resveratrol, Res)7E MB 48 fifg
A BB L AR HE I S A T R s e B
IR 53 HA IR I 09 25 W) 7E MB P 7 [ R Y
YER T34 T MB 20 M [ s AEIRZ PR, B
A3 AR P S dnb 7R I AR BE N BRERY () 2R AR DR 24
Y15 A WA RS A 5 2 — 2P AR 5T
4 RE

MBS JLEE AR ZR S8 e v B G g 2 — S
TE LM R 58 B R IG 7 h U AR Kk (H i T
WO 8K, 5%, L IIRYTIG S 1 3™ 8 R AE 14
R, BRTEGIRIT RO R & Ok N . ARk,
il B WA S A3 iR AT o 2 U RAFRCR L HOCT MB
FIBIFFE AN BRI R 1 S 46 B B, AN [R5 % 3, 30461
W5 S A WA R MB A0 R 3E5E 1R RS R ZE A
WF9E A IS8 TE MB 20 v AT DLa ok YLk sk 7 25 90155
S E W (AR FH 1 Ao o) 500 SR s S ) 1 ELGT MIB 4
KIFFE AR NI S — 2 0 A mad e
MB )& e A% ORI 7 IR YT AU R KA Rt
H T AR A N e 5005 1 S Tk 5 /N BROBE RRUAS [, 348
A3 /N R MB 356 (R 3R 3k 5 9% W A A MB A% 58 R 3R A R
[ %, 3 AT Al S5 380 H i /D BRUBCAL v 1 I DG (Y T 9 5
AR RAIF ST SR e R T 1 Wk 55 e =2 [ A7 78 4 AR
(G FR , TE R A AN TR) B BE e 75 3 e 2 i) P e
AT HE—5T . LA, AR R LM e dl 2 FE R A~
o 3 AR T2 A AR A 2R A 22 A A R R SR )
MB & AMLHIA TEHE—LIAN . FL, ARG 245
WA RE S MBH WAL 14 28 256 1) W £2 (1640 kg A5 ) ) 355
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