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Abstract

Autophagy, as a physiological process, plays a role in the initiation and progression of tumors. On
one hand, it can clear damaged organelles and suppress inflammation, thereby slowing down tumor
development; on the other hand, it can promote cellular homeostasis, enhancing the adaptability of
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tumors and facilitating their progression. Medulloblastoma, as one of the common malignant tumors
in children, has become a significant contributor to childhood mortality due to its unique anatomical
location, cell origin, and clinical manifestations. Current research indicates that the role of auto-
phagy varies among different subtypes of medulloblastoma, influencing the course of the disease.
Therefore, this review, starting from the molecular subtypes of medulloblastoma, delves into the
mechanisms of autophagy in different molecular subtypes, aiming to identify new potential the-
rapeutic targets for medulloblastoma treatment and explore novel therapeutic directions for pa-
tients.

Keywords

Medulloblastoma, Autophagy, SHH Pathway, Wnt Pathway

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 518

B8 R4 M8 1 Sy J L2 H5 DLID i P 3 e Rg 2 —, AU/l 368, ) L3P P R B e 8 19 609 [1]. 7E
2021 4 WHO 2 Fihi FAR PR R G MR 73 2 rp, G54 1 BEREAN MR CE I RAN A= P2 1 S i e i RR 4
MuJR 709 WNT AL, SHH &Y, dE WNT/SHH 2, AT group3 J% groupd BUJCikReME BB X 7, Al
PO FIHE WNT/SHH B4[2], EARIX L F RUAE A FAR VA28 0 hE B4 iR, (ELE i iF 50 R IAS [P 2 7
PRGN, FE R [ 9 AR I L7 T IR A7 AE 25 5o 9120 CTNINBL JE R 1B e 28748 = EAE 45 T 85~90% 1] WNT
RIBEREAN IR b, X {45 p-catenin TN [, 3+ S ECWNT JEER 1 EH[3]. WNT BUEE R AR AL E T oAl
WIS 4T, 5 4E T HAT ARG Rl 90% [4]. SHH 7 & REZN 8 1) #78 J8 48 40 4% 83%[#) TERT ik
45%[1) PTCHL, 5 RIIEARAEIRIT G 5 FEREAFH N 70% [5]. Group3 2 il BF4H 83 75 DU Fp S v
G2, 2 45% M B L T #H[6]. X T HEREAI MR H ATva 7 B REYE . I 4% T8 B 41 i
AT NEAFEFARR TR ) AR J5 B BT, B0 F 30%0) 3 oz & [7]. REE K,
AT S R I EIVE R AT e B TR RO . E AR — P A B R, 385 A 5 25 e 40 P 38
325 B VA BRI AT P4 AR [RT AL L2 R 0 e (RO AR S RN 7 1 W R A 4 2 v (0 1 ) 3 S B e g 1) 2%
BN ISR 2. Bk, S RANPF ARG “RHE” , DARRFERHERRIT ik, SeEkE
R MR B3 1 T

2. B

S 1 WA i R T P o I T AR AT R R AN R I R A TR, KRR TE .
BRI EEF ES]. EBWMIER—FEWER, —FmmERT AR, FELKMBAE
ViR SR RENS, TR E WA, e A% 36 B VA B BRI T AR . T RRAR A 2 B R ATl B Wk R AN 75 22 B R
W2 5[9]. FEARS T B RS — P 507 2, BT E AR o AR R, i B e R ]
PRI T R A K AR R 4E FR AN AR 25 [10]. b KFERQ 37 B A M /e i VK e RIVE &R A
HSPAB/HSCT0 57| Ik NV B IARE i, 45 SV B iAMH G E H 2A B(LAMP2A) Il i il 8 3 2 51k
T BRI AL [11] o F ) o 1 Wakade Tt RS 3 PR 5 A B T 6 T T2 3 4D I P 7 e W 4 A I (0. 4% KFERQ
Fric i EE R B OGN A ) [12].
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3. BEEShE
3.1 BHESEMELYE

W AE SR 2R 2 b A T R T R SR L A R 2 AR R 18], R ERIE LT
F 3 PR R R K B, 2 SBUMB R R TCIE AL . BEFCREL, ] F RSB T p62 FEP RIS BT
MNTIGRRE T IR (R AR, AR, U™ A4 RAIEMRIREAS, JFRA BB A [14]. X R EH]
T R 2 S 2 s 1 PR S A o AN, ASTRI SRy | W R 481 AR A S ) B W R AE AR o A ik
PV et 7 AR A AR RE[15] [16]. T I X L ST FE JA TR, AEMIR RT3 B, il
H RSN RG ST B, MRS R A B R S . AMUOCR AR, I e
JEAE S SIRAHRE (K1 A 2 R R AE RAE A, B0 4ok AR R T D RE AR AR e 3 B Wt 7, A
TR CD8+T 2 M A S e Sk g S A S e ) MR AL I AR (171 AR 15 W ) AAE AN R 5L (e gk A4 ]
IR A . BRI TUAEL T B MR A, HAEE ISR, e g e bl kR Atg7
SE[H 35 CD8+T ik L4 M A S A I8 718 22 i 51 JR i S e L s, bR CD8+T A #Efe itk 1
iR ARG o S B R T BESE L CD8+T 2R UGS it — D e itk G 38 S LAk 88 11 5 JRg [18] o

3.2. EMESHMEZR

FEFR 73 B W R g P P o, ST 25 A PR R ) B o A s E 8 e R B R R [19] . JEHR
FELRLIR B, W TR B W& A RE 0% AL BN AL DI RE SR R A ZoRE A, AT Z4E 455 i 8 4 PR 389 4 )
PR R o BBAh, R S RE 00 1 W gt %, Bt R B SV A M R S R (MHC-1) o R RT 4 o
MHC-I E&YHiz = 45 & R (NBRL) B A6 12 VA MR (R BEAT I $6 0 B VR R AR, ANTTBELLE T 207 iR%)
[20]. 4901 FE W 2 5 8 i 49838 S ¥ HFE2L2/NRF2 S 1 % H T 1 W s s 5 35010 2 1 o A, 3t ke
7 IR 4 B R e EL A R AR R Bk £ T MR SRSR T  ER AE RA [21] o A B0k R R R s, T4
L RE T AN G A RO TR SRIG N, H5 52 RAS J: DRI RS A 5C R RE % G 1o 1 3R A SR 2k R A0 (238 e 1)
BERE[22] 0 AU S DR 7 (980, 34 ] LA L 400 40088 D) R A BE iR 1 A 2E o e JR e o, i
TRt e 5 P53 HUFRILARAA K, PS3 A R Hh R [, 8545 B0 ME A 1 Kras Ak = P53 /N,
] BT BELLE AR R R R ST EE TR 0 A R [23] 0 Xt U A E IR B AN [RIE B, AR B HE DR
MfERAAEZESR .

4. BESHEE MR
4.1. Wnt BISERHpEE S B IS

TEFTA i REAN IR (0 2 B v, Wint B0 BR20 IR AR (O TS e - R FC ORI, Wint 284 B IR 44 PR ol
Z D ae e ML e R, (A0 2 B8 B8 4 s R H AR I [24] SR FL A0 28 AN o BiE BF A0 IR 1 10%. Wt
RUBEREAH MR F 225 B-catenin [RFR 2. CTNNBL RALH 6 5 G ik A K [25]. it 85%fH) Wnt B fifi £F
Y 09R H T4 i p-catenin (9 CTNNBL HIFL R AS 531 g-catenin HIFL 2 MM 51 2 Wnt {35 S B IR H0E . A
WL, HWRE Wnt-CTNNBL 15 5 fERAE H °] BEA7- 72 AH HLEX R [26] [27]. 40 SQSTML /E 8 — okt B
WE LR, HEREKFE A EER X, CTNNBL FIRE LK SQSTML fFkik, s2m |Wg/KF, HMAH
g ACE T [26]. KBRS miR-204 FRik/KF W R AL, Wnt TUEE R AU+ miR-204 ()R IA &
LM A = N7 R B B PR A BT I N [28]. B RS T IS B AA B AR AR AN LC3B IFRL, FEHWETET T,
LC3BI il it 5 i RME 2 BEfe 4 A5 4k A LC3BIN. 4R, H WA SIEHAR S G, BT IAREREE I P,
LC3BII /K-FFE{K[29]. miR-204 [f)3R1A 3 35 T %6 £ 240 Mo J8 40 fg rh i B 1 2R (1 B /K P I PR AR, 51k
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LC3BI/LC3BII LLfEM N, KA LC3B AWk, MmHid B k. HLEA S A p62/SQSTML Ak
FIZKP (39 50 [30], i 6 B0 08 miR-204 (314, p62/SQSTML RIA/K -3, #t—BiEsk 7 5
W A4 . miR-204 CLHEIIE BATE &Pl 40 M i S H0HIE T, B FE R IR IR, 45 B S5 [31] [32].
1 miR-204 {1263 AT AEE L 0] 1 W3 P R 3 Wint 5 B R 40 988 4 (112 22 AN B v . il ESR A AT
PAVRIAE Wt ZURERFGEHOR H, AR B AFEE S8 T E b e =4 A . miR-204 1)
FARANE] T RE AN A AU A S R RS, T CTNNBL (19 593 5848 0] BB i3k 1Y M A v 1

4.2. SHH BB RH4MERE S B

SHH U RE4H 88 75 fi BR A HIgg DU R AN [F) 73 28 24 rR RO H &8, 5 SHH S I = i WS A K .
Horb i WL RFAE S Ptehl. Smo Al Sufu 5848 5] S SHH JEEK (1 575 G . SHH T8 % 1) 7 5 s S 80
0 2 AE 20 B CRIUORE #H 22 TG AT A4S, GNPS) IR B 52 BIREIR, VB B REAN AR 0 AR 40 M,  SHH {55 @i 1)
SRR T /NI GNPs (104 I SR PR A [33] . H AT, AR IAI0H] SHH 15 548 4 78 56 140 H J88 (1)
BIT RG] Z AT S BWAE R —FRRASHUS], 452 BDHIBRIRET, R LR 2 R0 3 i (1 ik
. il i RIS ATGS /) ShRNA RIARING] F 0, PR SHH B B4 8 e 40 i 1) 4= 22 s
J1[34]. B, XEWE AWM F 52 59002 S M I FARA G . INIZAN M BERE,
1] T A T B RN PR B R 1R 2B B EE BT SR . Cancer HIBFFUR B, mTOR I8 B0E £ R F
SHH A4 HiE BRAH AR A Y5 AL T 20 B 284 rp (i ik e oRg A P AR 28 P [35] . FE s |, mTOR #i55) INK128 [#
& T EMEHER TR, IR FUR MR N Rk, FRE RS R mTOR &5 S H W)
KA, X ATREA E WETE X A BT 1 B8 REGH MR 6 CR B ML s P B At . SRR DI AT S A
I 4 A TR ) I, 3 3 0 B PR AR I o B SR A B A A7 A TSR B, 24 SHH BB REAH RS o HIFL-o
FEDRR AR, R 40 B TS T R PR, ATGL6LL Ja 87 364k 3 N [36]. ATG16LL fE N —FhiZO F Wi
B, 5HWERAFERBA R[37]. XER T HER E WS RE0E 2 A RSB R, R B WR/E SHH
RURE RE2H IR R AR AP E R

T B SHH AHRRAR S B2 A BEAETE MR R, R SHH FEPURIR IS M S s 3
(LC3) (—Ff E W Aric 85 () 7E M 2 BRI AR 4 2 (SHSYSY) R ik . [AIR, SHH Z3A% [ e 22 RE4T B 83 410
ffi & caspase-3 RIEKFRETF, HWEAHIIER atgd MFRIAKFFEK[38], XK SHH UM
il F . SR, SHH M) 751 Oy B 5% SHH A G IE % 3K ) 1) 8 BEAH IR VR 7 1 #4  2 —[39]. F 240
HFIAETFASF TR B, FRAEAR SRR N B BEAH MR 50 7R 7 R, IR SR I LAy 1 A
Al R 58 [40]

4.3. Group3 BUBERHAMIE S B

Group3 U EERFANMIR 7 TG B RN AR 40 B e ) 159%, 723 LANLE BB R R IL[41]. KIALLK,
MYC B9 B4 A A2 5 B A i BEA R B3 TS A RAFDCI BRI s, (R Tk, MYC o 3 Bl R
FILAE Group3 B R A MO TS B L [24]. MYC 4ifg 53K C-MYC, R4 It AR . 4nii T
AN A0 P B A HEE R L. AMBRAL & —F HIEAHCE N, S 53 AW 2 M Ihae42]. Pk
W, BT C-MYC HE45EHE 1 (MIZ-1) KA HAE 53 AMBRAL 75§ BF40 LR W3 A 55 22 57 K08,
5 AE Group3 FUBERFAN LRI AL A, AMBRAL 240 H WG Al STAT3 {5 5@k 1I& S, %+ Group3 #E
TEAN MR 1) 70 Ak RV 2% 722 A6 R T R [43] . FIFEFE Group3 ZUEERF4T IR rfr, 38T BE [F (I atg5 fIFRIAK
b E W, I E W] 580 Group3 B B4 R 12 28 M 3K PR [34] . 1X R B B WA 7R 7E B B
Y RIRE IR TV T
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4.4. Group4 BVBERHAMIE S B

Group4 74 i BF 20 8 2 # RELH R b e R Y, 24 G BE REAT ORI (1) 40%. & 2 LT Bk,
KA =52 —EFECHN R AR . SR Groupd BYEE AN MR e TG MG R Z —.
H AT A Be B IS € Groupd 3 BUROFR BN, AH H ATAE FT R I T LA ) A A i SR AR, 9 4
GFI1/GFI1B (5~10%)F1 PRDM6 (17%) %5 45 X ()3 B2 s, DA SAE IR AN S 2H oW %€ 31 e L I g A o G
{4 17q [44]. Group3 B Groupd HYHE B IR (1) L RIRFER 5 — € M E S, (AHYEERS FHLHTE
F5 1 fifo Micro RNAs fEMHZE R4 1) K FEFNRRE R ¥ 5 2L MVE T . (EREBF 20 MR DU M AL, 5 0EH
MZH AU LG, miR-30 SRR B MRIA R N . @i %S miR-30 MRIE, HELFANMUR4NILmIIEsE . »
W Vs 3 A0 S0 52 B4 [45] . Beclinl 1 miR-30a f H FR¥E Az —, 78 AW e 5% 0/E . 7 Group
4 RUBERFA MR, miR-30a (1) 2234 FEAIK T atg5 A1 beclind 85 A 7K -2 34 - J00 i 55 B3 20 o 8 4 i &2 P i
Wi. XKW miR-30a nf LA HWE, CAIHEIERARA K. EFREET N h RIEREERH . FFE2
1E Groupd RUBERFAHAEIE, miR-204 MERIA MR B A AHOC. p62/SQSTML HIRIA /KT Rt
MiR-204 [ 32 1M 88 b At 4461 W, WF 70 & B, miR-204 FiAH T 5 Group3/Groupd ZH 56 BE4H MR 12
Wiy % 7 e AR A A 9 [28] . [RlE, miR-204 KK IA S Group3. Groupd ZYE REAN IR KA A7 T
fefe H T BT R AR S R ZERE

5. REESRE

HEREAH AR /2 H AL 2 B WA PR 2 R 2 — o il BEAH MR B A R B R PRI, e
Oy TR RISR,  RhE AT I e 1 55 R 4 27 o0 A iff s 7 i R 400 M JRE 17 45 AR T2 (Wint. SHH. Group3
TUFN Groupd %), AR HSELA SRR MBS AERFAE AN R AT N, IF FLIX S8 41 B A B2 RO TS AR 7 &
X HETJLF AR o B MR B3 R A F ARV RORJGSBiyT . Rl o7 e, Re N
BFRMEE I BRI IR, PR ERE AR . RERE TREEDS, HEMWIRT TR
AR A F A RN AT AR . DRI, RSR VR YT HEE RLRE L T2 W 5 R ) A BR A R T
B, JFARAE B AT R KA B B B e R YT S . A, LIRS SElk, S SRR
Sk R RO, RSO RE YT v R T 1

— BB R LR, AMTC & 5iE B W e s B A DEAE . Bk, JATR BRI A 1 RE R 5t
O T 2L A B R e e B TR B i) B WA R R — 2D AR 9T . AIRIR I A FESR A, FRAN 75 BT A R0
R S PE IR B R BE 1) 250 KRB AT T e 2000 BE A2 b 5 A0 (0 3 Ryt B 40 IR 0 ML ) AN R [ YR T Al T
DLfEE. Wt B9F1 SHH Y 6 BEAH SR 1) 43 DL H BT FE AR AN, — 2888 m) SHH @ 2% (40 vimodeji) Fl
PI3K i i# (41 BEZ235) 1) 244 IEAEBEAT I RIS o« HAREE 7] Wnt/SHH #8 BESH LR (12454, 41 Wnt/B-catenin
FRHFA GLI #PHIR], W Ow) 25, (BT ISR ATEY B [44]. 4E Wnt/dE SHH 8 BF 41 i B A B
MRS R . AERNEIT HURIFEAR KRR S LR K, R THE MM, 245 NIEE= H %1
2558k . CDKA4/6 #111l5 palbociclib #& H i — F F¥577 Group3. Group4 %4 & BRI s , 4% 2 Group3
WAL Z50[46]) . TELEREAT T 50 1 Mo 00 o 7 ) L 28 B 4 g 28 2 vh R G R IR B B 0 R A PR . B
{1 [ e 0 #1700 R 355 5 FRUHE Y R Y T TS T A N BRI A EE S, MSTEARANEER, BT 241
A 0T BT R PR ARG W] BB 23 32 = VA 7 240 ) T S BRI I0R S8 2 v iRy ORIk, FRATT R
— B I 5T DA s L PR ThAk, R W TR T R S AT 2Rk YA T R R A PR 1T
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