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Research Progress of Exosomes in Gliomas
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Abstract : Glioma is a common primary brain tumor with high invasiveness,high recurrence and
high fatality rate. Exosomes are functional vesicle structures secreted by cells and are ubiqui-
tous in biological fluids. They have a wide range of contents and participate in a variety of
physiological and pathological processes,especially the occurrence and development of tumors.
Exosomes can induce a large number of biological processes in recipient cells,which are closely
related to tumor formation,development, metastasis, infiltration and drug resistance. The role of
exosomes in the diagnosis and treatment of gliomas has also received increasing attention. The
specific components of glioma exosomes can be used as diagnostic and predictive biomarkers,
and exosomes can also be used as carriers for the delivery of anticancer drugs,Modified exo-
somes can be used for glioma immunotherapy. This article reviews the important role of exo-
somes in the progression of glioma and its significance for the development of diagnosis and new
treatment strategies.
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B B 20 B R U-87 MG 48 Jif X it 98 25 ) bl 25 &%
YA DR IR SR U

| B B 2 R A0 A (marrow stromal cells, MSC)
AN IR AR R B R miRNAs A9 34k . — S8 Fh 2y
miRNA Xf T g BA M HVER], A4 2 RNA
(R ER A, AATTA I A1 AR B 85 1 Sk SR A% 2 11
AR, NIRRT DL AR miRNA (0 i 30 ) R T
miR-7 Fl miR-128'%) miRNA 5470 7 (4 5 J5t £ 41 g
Je TH B miR-21 PR ) NG RO A (n 22 1
JHeFE) Rl shRNA RIB kL, — W58 & 30, B 48 9
BRI MSCs 74 B & T A UK F miR-
124a  (Exo-miR-124a) AYSMBIA, 32 5256 56 0F T
Exo-miR-124a AJ LU i 2825 ok U5 A4 i 52 98 T 4t i
(GSCs) M E K FTEFEIE WL, B3I 5250 & B, Exo-miR-
124a BEAEIA AL MIN GSC FEAH /N B AL BF 58 %
B miR-124a i@ 13 94§ 25 SCSLAE 5 11 A2 (forkhead
box protein A2, FOXA2)1fii & #FAEH , M- 4l e st 1=
5 FOXA2 4 5 19 5 % 40 M 9 B o R 2R OAH %
Katakowski & 75T, K miR-146b 3535 ik % e
MSCs, 3k 1% MSCs B AN 4A . i 988 P 7 5 miR-
146 Ik 1) MSCs 4 PR ATt 22 400 1 K B & 1 i
i Jg 4SS 7 ) S TR S R RS AR A K L X S AU T A
MSCs AJVER A9 T 7 F T AR 7= BB B9 miR 2%
PRI A | 22 Ge M A 38 45 FR A, LAYAYT G IS IR

i e — 6 T B R S 4 A R LA R A ) )
AU S L 5 B A BE ) . SR AR (FUS) i T H T
P RT3k B 1] S5 3 JF i BBB, B 8 B A A1 25
LR L T A R 2 W AR YT . Bai 557
FFET —A BRI 58 5 R 40, 61 FUS Sk
JAR S ) F8 1 A 3% FH T IR TR IR I o LT S A
WA (B-Exos) INFH UK FUS 677 1T A R0 i 1 588 19
A, BJCH B RIEH
4.3 HPHI S A R TR X | 53 il A0 IR L

T SR 1) 2 A R R s R v, AN IR A T 1 40
JIELAF AR F LA KOG Bl e R B ) el i ke 1oy B
AR R T 988 40 V5 A 8 A A A g 0F J op
B VR, MR TR s 372 2] T 561, X AT R
VE R —Fh i BT 1 OB S A A A A B R L A ik
PR 5110 200 B AR LA T, BELAS &0 0 1 2 i 25 2 i, Uk
2 B AR KT P98 B P 45 1 e i ) A R o R 1Y)
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AR A S BT T A A 43 2L 534 LA K IR
¥,

1 1 ¥ W B T (aSMase ) J& — T %5 7K i il , 75
7 A 2 T I RS A OGS AT, b 28 gk M R I B A
WM e R A, SO AN A LE ) R AR
BREEM LT ZHEPOIALL) (EHE E R
E N 11 AL I I = 7 NN N o N e 111 I
FTY720 #1#L 2 K & P (GW4869) %5 25 ) € #i ik W
2 SR VS B IR B TS PE A T REE L, WD AN R
[ 7 A2 5780 Sinha S8 WFSE R B B IL S A 1Y
w5 B 8 A 43 Tl S BA DA A 3 DA 11 ik /> i
T, AN 2 O3 68 A M T A MR SR P Y B A AT
Pt g BOLEh g 2SS LS B A G E A
(actin-related protein 2/3, Arp2/3) FlFa & & & K B AL
) F MVB SR A2 35S B A 73 Wb o BIF 58 R W78,
GTP ¥4 15 i Rab27a 1 Rab27b ¥4 15 Z /& MVB 5
JoT T 422 R AR A W) e A= AN TR 26 3R, o Rab27a
895 MVB 73, Rab27b 1 75 A [] 2 2L 41 g v 4 A
) MVB 23 Aii . JE 8 A1 20 W . PRASA0 2 A A I
(knock-down,KD) 1% PRAS40 & 4 i % (dominant
negativity , DN) 58 28 {4 i e iR REBH W 5% AL AE K I F o
(TGF-a) , i H.iA GEH il Sk A A HL0, % F 1Y 2 Fh IE
i R R 200 B 1 S AR 43 A ) TR A R I 0T S M A
JEL DR v 1 B DR I ot 40 L v o A B T B (cerys-
tallin alpha B,CryAB) B7K ¥, 8 T 4M A& 1) 7
Wh  — 20 55 158 o R A 2% R JR R DG I B 1 BT, T AR
200 DL 1140 A - 1B (IL-1B) AR R FE A F o
(tumor necrosis factor o, TNF-a) 1% 7K 376 A1 473 P figi
P05 g A N 2208 1 I 5 B 41 9 (GBM)
H T A LA D J A A U ik B A Y
AR IR J5T 968 S I AR 8 7 2R R R B v M
JIE T 2 (nSMase2 ) 72 BH % F0 35 442 53 1 DA 17T 410 ] e 9
T R RIS A2 U 53 — I TERE AL

W Ah TR ARG 3 AU 7T BT K % ) 45 24
Py, AT S dek — 2 A i A R AN A0 X A 8 A Y
A, 3XA] o R B A TR A AR A 5 1 4 A
HAEM .
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