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Research progress of exosomes in cholangiocarcinoma
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[ Abstract] Cholangiocarcinoma (CCA) is a highly malignant solid tumor that can occur in any part of the
biliary tract. Because of its unobvious symptoms and rapid progress, CCA is usually diagnosed at the
advanced stage.Even if resection is performed in time, the overall five-year survival rate of patients is less
than 10% . Therefore, finding specific biomarkers and early screening of CCA susceptible people are the
current top priorities. Exosome is a subtype of extracellular vesicles that can be secreted by cells and
transferred widespreadly in body fluids. Because exosomes contain some specific cargos secreted by cells,
they have been widely used in the field of tumorigenesis and metastasis as the biomarker in recent years.
Concerned, this article sums up the recent progress of exosomes in CCA , discusses the existing problems
about current research in order to provide help for follow-up research.
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Hb WA A R HY N TR AR G W A B B R TE 30~
150 nm f4 }Y 40 4% 9 (extracellular vesicle, EV) , #R &
KN g iz i OAEA ] A 35 1 i A 45
(microvesicles) . ¥ T= /N & (apoptosis bodies) 2",
i JfL 53 W Ah W I X — B G B HLOJR FE 1983 4F
Johnstone %" 7F 15 37 4 2 W 2121 40 i i & 80, (HJ2:
A Sk LR A i A A R 0 — R AR L FE
1987 4 1) J SR 57 v s 30K o AR K 114 288 340 1 44 O b
WK, BHETC HAMBEZS 54 B B 4 H A
B P05 R A SO A 2R e i AR S A5 R 2
it 358 7 A L AR R T A AR AN (H BB A% 7E AT P R
JETTIZ A AE T HLRE 0% #5440 LAY R 4 L X
A BETE SN WA AR DG R AR 0 W R IR T B R 4R
HET AT RE

Wl o F LR W) SR HOR B 32D S T AR IR 4 A
B 2 4 326 T A S ok o VA A A R Y SR TR 4
R VR 5 BE S e S WA A R A g A L (H — SR AR i
DUV 5 2R 1 (CD9 .CD26 ,CD58) \Rab & 1 K 1%
PR 50 8 % (Hsp70 (Hsp90) (4% N 4 AH 5¢ 2 F
(Alix TSG101) 55 #6 /& WAy 3 8] 35 1430 4h
WA I RZ R 43 F TS & DNA B & 4 5 1) mRNA
A AEZi 5 RNA (miRNA | IncRNA [ circRNA) # % A
R X T AW AR G T A i 3R Ik 8 A L
il o AN, AM A A Y B LA fig e B 2 B Y e
JoT, T A Tk 2 2 1 A I [

ShiA R R B IZER S F £ CCAHRMIER

FIKRNA IR RNA((circular RNA, circRNA)
AR B RNA ) —Fh M A 45 1 2 &
BYGETE , BT 3 B A poly A JRB B 48 4, HL AT A1 Xt
To T B &5 FIHESE ; I H circRNA 78 B % F% 5E 4
FeIk A R S XA cireRNA 78 — 225005
T S T AR R f

5T % B, circ-0000284 78 IR 45 Ji: 241 il 28 43 0k 11
Stk Ik 2 JF B AW WAL BEITE RS (R 28
fEe 0 . i A BA R B cire-0000284 HE B2 1E
miRNA ¥ 41 5 miR-637 45 & M il HAE H, [7] B 72 45
Jon 9 b % B miR-7 WA R HLH . AR &
B cire-0000284 75 T 98 240 Mg b & 2% bR, 12 2 iR
21 i 14 B 5 110 o A W 9T K B 4y -t mT DA ) R b
S B A KRG B UL cire-0000284 5T 3 2 U IE
S Oy i T E AR BESE .

circ-CCACT 2 Hr & B 1 CCA LRI IE 41
WAR H ER 2 3k ) cireRNA, & % 3 fE B} circ-
CCACT = 3 1 5 47 4 H 45 & miR-514a-5p | 4
BIBHEE 1 1(Yin-Yang 1,yy1) F ik, dE— 25 8005 45 04
¥ W OH A B K (calcium
cyclophilin ligand, CAMLG) A2 #F CCA #F Jig , ixX
& B W IE W cire-CCAC1/miR-514a-5p/yy1/
CAMLG %l /£ CCA iy 5 2%, Tl B CCA 43 WA 1)
#eal cire-CCACT {9 S WA M 34 A 42 3 1 87 P B2 240 Jd
A AR B CCA 21 8URT B (9 A0 Wb A rh 1
JH 1 cire-CCACT #% 1A Jy W] 8 & — B CCA W 1E b3
/AL 7/

FE CCA B3 & 223K 1 circ DNM3OS 5 il
B I/ CTNM F3 S Rk B 4520 A ¢, X — B R &
circDNM3OS i it 1 48 /F ] T miR-145-5p 5 |
FUEFL I MORC2 AR #E T CCA 2 Jfa i) % M % Ak Fn
B AR A o AR o AR AN A T Y 2 Gk
15 DL R A LK 5k

miRNA miRNA (microRNA) [H Jy H 47 # [i]
mRNA [ A8 Jy 1 76 5 S 5 R4 b i i E B A A, O
Z 5 &R B e B AR B9 S B 3K s
rh #B AT 7F 4% B A% B2 W (ribonuclease , RNase) , 3 H 4k
T8 PE miRNA 23 8 B g DL 4E R LR AR S, 9 TR M
miRNA 81 52 & & F/E HI B9 HLH B A i R o8 42
FE L H AN IR MR 5 miRNA Y 32 238 R 0 b HOR 3
Oy B AT B R TEY . AR IB R miRNA T gEH
HCCAMKMMR FEEMENEY R ILY B
e,

B 58 L CCA 4 JE 3 R IR 1Y Ak W 44 mh
miRNA 5 B4 | iz 40 il 1Y 22 5%, 76 CCA ' miR-
205-5p b i f B &, miR-199a-5p ' ¥ f¢ BA &, i i
R DR R R 41 E B4 5 (kyoto encyclopedia of
genes and genomes, KEGG ) & 7 #1 & #1ix #L 22 57
miRNA 5 ¥ 5iE A 26 iR 72 A 0 35 10 OB . M S
FE CCA SR I T RS I A0 6 K R I8 miRNA, i 3£
5 ANA L3 2 5 59 miRNA 20 1, Hod MiR-200 %
A 4 microRNA (miR-141-3p . miR-200a-3p
miR-200b-3p Al miR-200C-3p) ) AUC 5 F CA19-9
(0.78) , miR-200a/c-3p AU A& 2 B CCA 1Y 4 W) b5
B, HWRE S CCA 3 I E AR OC , 33X 4 H il
e 5 9 0F SR 1) F6 T

TRIT 5T 7R CCA B 57 b T I8 (14 S0 s 44 rh

signal-modulating
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1) miR-195 BEfE 3 CCA By LE K F1R 26 11, CCA
/N BB 280 vp 32 A4 B2 miR-195 A4 A A A 5 o Wi 2% 5]
) B B4, 02 B AR HL 6 e AN . Ak
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PRI I 30 75 2 5 22 1) I DR 50408 300 0IE 5 56 3 25 1
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. B T A2 B R 25 A 2056 Sk
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PIRE R EAEFEAREREN S5
A Y Y #5 R AR 5 B 51 (CD9.CD63,CD81 Al
CD82) MR FiE 1 A RS VR b E2A/EN
B WA A s E B bR 7S 5 R SR AR S i A i
Bk REE R, SRR EN A R
R H R A AR R O Sk R, T R R 4 F
8 Hh T /NER Gy HUE B R A R AL R R
J'& X T 2R AR A WK T R 5 T G T OR
2, AR 15 0 F 5T A BE 3 i o H AR ) 25 A
FHAL A9 IAIR 38 AT RE & BB A9 A bR s . 24
HIX T CCA FH G A1 il 44 v 2 10 J5 19 28 5 7 vk DL 2R
0 % A T i A WA A R IR A 2 Ry 2, AL R
HM A R AR AN R CCA 4 b3 i 32 B . 3
P fr CCA R A I 3% 2 A M2 B4 AN CCA 4
SUELIL, i T A1 W 1A f 5 R T 3 19 S 8O R) L 45 2]
14 22 5 28 1100 R 2 R EICRE AN ]

AWFFER T CCA 3 5 B I T v oh il
aEE g, KR AR 2 E XN EREH,
T H o AUC 5 5 8@ M & o 1y 2 & kB N
(aminopeptidase N, APN) , APN H] F fiii & CCA 1)
O A AT W 38 bR CA199, [H 45 55 1 ms AR
APN J& —Ff n] DL i £ 11 50 N i 2 B2 119 B 1, R
T M1BE G i K G 5 05 B B, 76 22 ol b g N ]
ML R A B APN G VR £ 5 2 1R 46
JH 48 A i T A0 ML A AR TC 4 i CCA v g e 1+ 4t i
SN BT = R NE 2 @ N S s o U IR S N
Tk APN T 5 CCA (i JR A7 76 Bk, b AL
BLHIR T ZE gk — 2B R R

(S 1R s o1 P 0 AN =R Y N
Z—o EIEAMRMHA: I T CCABRHE
FIIB G5 7 18 35 BEE o S0 WA A 5 i 1 B 5, R
Claudin-3 A 1E R CCA AE Wb ic ¥ i Iy, 1
AT W, U 25 SRS s 0,875
Claudin-3 H A A 81 55 25— (14 4t B 26 B 0% vk, 76 %
5 R A BT IS A I TRD T A i 5% 0 LA R A i
Wr T # ol B EAE ], 7R 45 1 g Claudin-3 1Y 4
ik s IR R R n AR e M R B Ar F A
it 5% 38 Sk 3, A e 40 ST RS RAR TR BN S
ik — B R K AE CCA H A 56 E

i % CCA 40 M & 5 1E 7 AN RRAS L Bz 240 i &
H69 K5 57 I 43 85 0 10 A0 WA IR 25 1 03 0T 335 20 2% 43
i 4kt 38 A 22 S RGK T, 22 S B K R o 2B B
£ &K 3454 % 1 (lectin galactoside binding soluble 3
binding protein, LG3BP) , {1 # & ¥ MAC2BP,
M2BP™7 . CCA 4 i 43 # i 9 Sh 3 1 55 Hoe9 4
il FR A8 SR & B CCA 41l 5 1Y S b AR 38 5 T He9
4 B %) 55 A% RN A 28 HE ), i Rk I 3 BE fg ) 52 i oA
KO HZ R AR B ARk — DRk
LG3BP gy — il 85 H, 2 A7 6 T 40 i A0 25 T
o TR IR AP 2 RA UK, 2 5T Wit
A Y ML AR, B R AR iR A f g ik it v oA
TAERHY ., WP A&, LG3BP 7 & 2 kR 1 18
DA AR RR IS A WA s AR AR N 28 K R
B Ji 368 ) 40 A0 K T vh A T T, LG3BP
ZE RN Sy S — B ] T2 i A TR M B Ak B N R
JHF 58 5518 PR JHEI 0 B 25 0, SR T 5 A W 98 % 2
W R RE ™ A= T L AE 1 B AM I AR 3 5 LG3BP 112
W7 A5 R TT RE JR — AN A S M A
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AT 4E 4 i A= 4K [ (fibroblast growth factor,
FGF) X H T M5 S i 2 505 2 /A9 2= 2
AE A6 A B 3G 78 Ak A ZBUB A AR AR L
2 4k 44 Mi 2k K [ F 52 {K (fibroblast growth factor
receptor, FGFR) #ill (19 55 % W05 J2 g8 & A 11 o %2
P B A 58 & B L ICCA Hh LR R [ Y
FGFR2 RN A 8 & iR & A A, (H & pCCA/
dCCA W LT A Rl L 33X 38 78 & AR AR [ & 1Y
CCA W R7E IR EAF7E 22 57 . FGFR2 Ml 2K
P 30 o VT 22 22 T AL B O R VTS FGFR A
O #% , JF 02 i AR A 2 4 K A AR FGER S 6 #9 i
™ FGFR M 45 & BCAR A AR R AL FUAH . 19 FGFR
AT 17%) YT, K 6 R R il B ) R B kg HE I VR T
PR AEHS Bl , A BB e R FGER 28748 0 45 A #E 1]
YR JETE 2019 4F 4 A 8% FDA it i
FGF2 9l F i 2 o 240 g o0 b B Sl A oy #5741 FGEF 2
F A A A 5 1 1L A0 i 48 SRS B % 16 I AR T 25 )
BBty B OC T CCA HF Ji& v J2& 45 47 7 40 W M4 A ¢
FGF ZIGE M40 75 B it — AL wr o>

MBS % R B R B A B 1 (isocitrate
dehydrogenase [NADP ] cytoplasmic, IDH1) J& —
AE M AL 57 47 16 1R 48 R R NADP A= 1% o B 15 — 1R 1Y
fit} , IDH 1 J& [K 58 725 B8 G2 7E 22 R b g v 80 & B,
IDH 1 5 7% 3 3k 1 i) HC 1 4 1k 1 B 0 >f e 3] 671 14
PR WF T & BE IDH 28 748 il IR A5 98 40 i &
Hh AN A AR 43 0 i T 2 3 e I A BT 4R AT g
J&—fl ATP Z 1k P2RX7 5 £ 15 3 5HY , 5 P2RX7
IR FE P 22 5 S IR 0 B RN 8 6 A G L 1 K
& IDH1 %8 7% ) CCA 7 50 W 1 BF 58 v i 15 Ik
22

ZiE CCAENMM ARG — &k WIIE i
HEOR R R ABE T R AT TRy im R TAE
N X P A R A, 2 55 2 AR T R R AL
1S 2 W T Be o A WA AR O T AR SR R A B Y 40 i
) A5 B 2 WA, 0 A )iz ELRS E R 4, 30 A 9
12 TR 0] 36 97 00 T e R A IR BT 32 O T
B A o YRR A A A Y — R R
S AR R R A A AL B R, H R T SE B R
o 2R | e R Y S AR R O e L ARk B A
WAERN T CCAR 2T PR b X e 5
CCA M B3 BBUE/NA &, BARE A LA T4
A1 20 2% W 9 0 8 Hh V8 AE AR e, (HL v T S 2R Y

TR BT S BE W8 4% 21 ol 58 A9 446 . Sh IR BT T 12
W id b T L B B, Bl WF TSR SR N T
CCOA X — 2 oy B8 A i 8 9 52 30132 W B A TR G 119
e R 3
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