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[ Abstract] Ovarian cancer is a common gynecological malignant tumor with an extremely high
mortality rate due to difficulty of early detection and lack of effective treatment in the advanced stage.
Exosomes are the vesicles carrying many bioactive ingredients, which are abundant in the circulatory
system and act stably on target cells. As mediators for intercellular communication, exosomes
participate in the transmission of information between ovarian cancer cells and their microenvironment,
which may have great potential in the diagnosis, monitoring, and treatment of ovarian cancer. In this
article, we review the mechanisms of exosomes on the development and progress of ovarian cancer, as

well as their application in the diagnosis and treatment of ovarian cancer, to provide new insight for

further studies on the biological properties of ovarian cancer.
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HMILARITE B4 T A0 M N B TE S P R B4
AR 33— 25 N FE B 1 22 %% 4K ( multivesicular bodies,
MVBs) . i ,MVB 5 4 Jfd 5 flt 5[] S 553 0 1)
N4E 7 (intrauminal vesicles, ILVs) Fi &y #k b &
5% &I, MVBs 3 B2 i 12 i T 75 9 N R 7 18 52
41K (endosomal sorting complex, ESCRT) 41 #E i
¥, ESCRT F# 417 ESCRT 0, [ [ Il I, H 3%
Uit Rz R & A B LIS S IR R . B
Wz Ah  HAhEE A B AN AR 2 A A4
TR N 6 A0 E /EH & 1 (apoptosis-linked
gene-2 interacting protein X, Alix) , ¥l /r1¥EHEH 4
(vacuolar protein sorting 4, Vps4) , I &) Jgk 5k
101 #5 M ( tumor susceptibility gene 101, TSG101) F
et A& 25 1 4 ( chromatin modifying protein 4,
CHMP4) %50 HRT, AN AR H WL A= P br i 4 &
VU 5 4 1 (CD82 ,CD81,CD63 Fil CD9) | #Afk
7545 F (HSP70 \HSP90) LI I 2 5 %k 5 5 R & 1Y
FHSETE 1 (EBEEE R Rab) ) AMNIMA B Y40 &
B AL ¥ Wi (%) 40 JfL BT B 47, & & mRNA | microRNA
(miRNA/miRs) , 85 H i FI AR B, ok Bk 22 i il 5T

T, AMMAGE L b 1k 2R A A R E ST
TEMPIR A A Il A8 AR IS e I o R AR
Tl & 45 T SR . Wang 281 JIEBH T 7 fiti 98 410
J P FA Y miRNA- 141 ]38 i M AR A2 188 A i
JeR TN/ PN 2 AL AR i 3 ek S AR R kR R
[A] P & 3 [H ( growth arrest-specific homeobox gene,
GAX) HYFRIA L i 45 A A8, DA T At 2 i e ) 42 22
Chang 257 % B3 1 1875 miR-1228 7E &M WA v 4
Fak AR AL B nIRYT T R EEAER] . Sun
4081 %I IncRNA-MALAT1 3 533 411 ] miR-503-5p ()
Z2ik A Janus 37 2 (janus kinase 2, JAK2) /{55
W T N S5 R F- 3(signal transducer and activator
of transcription 3, STAT3) {5573 [ 19305 , £ 1F By
SR AT LA T, B SNMATE e
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I 5 T EAT MR ) DL AR TR R EL
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ft . PSR AR A R e TP N W SN AR T
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Tab.1 The mechanisms of exosomes in the metastasis of ovarian cancer
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mesenchymal transition, EMT)
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B3 i 2% BRANIA ) cire-WHSC1 75 1) 597 2H 21
A R A A & AR EMT, DT I 17 B S48
BN R B B 1 22 A1, 4 DA B S 96 0 b 1) A
CD44 1 51 Wh PR 56 7 31 N 58 18] B¢ 248 B2 (human
peritoneal mesothelial cells, HPMC) , 7] LA fiff HPMC
HF gy HA EMT By A M2 i 59 590 (0 4=
PRSP IR R I R A L, BB
I B S T miR-99a-5p KV B e, F BLar
R Y 8 A 3k 7K Pl e 2 3, ik — 2P
fE#F T b Bz ¥4 U0 58 9% ( epithelial ovarian cancer,
EOC) 4ll it & /£ EMT'" | Cai 451" 3£ % BH U1 5194
JEK T 1 A1 90 4038 5t % 3% miR-6780b-5p Sk 43 5 B
HUR ML) EMT,, 5P SRR 2E AR, H oy
ShIMAXT EMT BIFE WA 22 5%, 5k A =220
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DR 9 4 B 53 W6 1 A WA AR 5 A B sk LT 2
(activating transcription factor 2, ATF2)  #%#HH %
M 1 ( metastasis associated protein 1, MTA1) Fl
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AN 7 A ) Z SRR (R SLRE TR A AR, AT
AL BB AT 8, 62 AT, B9 S50 20 g
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Fig. 1 Role of exosomes in the immune microen-
vironment of ovarian cancer
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Y1, CA125 & i 75 i O S8 AR Wb B
5T R B, BN SR YT B JE RS Y CA125
TR 23 REAR T 7K 7 T v D) 51 24 A A A 5
AN, CAL125 By ZRIK A5 HAP A (5] 2 iti 92 0 5
B ) A O, Iz 2 H A PR ZE (6 4n 5P 559 1
AR (R0, Bl = 12 W7 O S A R S Y
B, P CA125 R rF iR s i s R E AR =
(A SR R I 26, CA125 N BEAE Ry is I B 5295
A SEREYIRR RS BRI Z AN, WFFE G S —Fh A
YIbR B M2 4 B8 CA125 —FF , A&
W AEYIRR YD o X SR bR AR AR LA 55 i A )
PERME A, Wb 45tk — 2 o8 Hopth B 9 4y F T
BT SRLIEA 1) A

SERR L JLP BT 2R A i i B N i A T
J2 W B S s AR AL S LA K I A A R A
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UREL O RV EN | SN TP SR =R ORAER 7/ v v/ ==
BAEAE T MR AR K b 72 R B2 Wk il s BAA B
K S1, 75— TAF 52 o, W22 F] miR-200a , miR-
200b ,miR-200c 1 miR-1290 1 7K V- 75 Bl 4 5 8 %
(I K d T1 e, JF B miR-200b K V-5 SR fE R A
K AR — T AT R, & BAN I AR T miR-16,
miR-21 , miR-92a, miR-200b FI miR-200c )3 ik 7K
-5 BOC 35 19 I S5 BEAN XU 2 80 2 18] A7 A 4
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ADAM-10" %5 | B2 ik S A0 i A o i 2 1 o 2L
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5 SMBEFEIERERTREER

25T T A YT O LR T BEL T WA e 1
BJ7 AR IR SRR LAY T IS I S A i 24 XA
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(%) 20 2R B 20 38 TR R B B T AT A ) B9 0
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P, circRNA CDR las 78T 24 519 59 £ 25 10 175
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