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ABSTRACT: Cholangiocarcinoma (CCA), regarded as a highly metastatic cancer, occurs in either intrahepatic or extrahepatic
biliary tract. Surgery is considered as the only curative treatment. The incidence and mortality of CCA are increasing worldwide, the
reason of which may be that there is no specific clinical manifestation in earlier stage of CCA and it has usually developed into later
period when diagnosed. Patients with CCA are also poorly prognosed as well as at a high risk to tumor recurrence. There are a large
number of microRNAs associated with CCA in humans, which contribute to the carcinogenesis of biliary tract. In addition, autophagy, as
an intracellular control mechanism, modulates the transformation and progression of CCA, too. Therapeutic interventions enhancing or
decreasing autophagy, depending on the context, can be beneficial to CCA patients. In this article the literatures about the microRNA and
autophagy in the Cholangiocarcinoma are reviewed.
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fIE 4% 9 (Cholangiocarcinoma, CCA) i T IH45 I Kz 41 it ,
SRR IR N H DL AR e , 24 o5 T A TE R 1Y 3%, o R
PERFIERIEE 10% - 25% , & Az 224 FFIE b g v Sk T 4 s
021 JIF A5 98 e gk 30 2% BB AN [R] 43 4 BT P9 B8 i (Intrahepatic
Cholangiocarcinoma, ICC) FIif7MH% 8 (Extrahepatic Cholan-
giocarcinoma, ECC), [ i) ¢ 55 RN R 0 R 43 B ) 1 % L 25
S, TR, RS A A3 2% R TR YT RN TS B R

SRIMAE RN R X RR A A R 45 A RIP. ARAS R Y
fE R R R B 2, A Le ik ﬁf%t}(« HiE EEASER A
PEREAL PEREAS 98 P A HUBRY AR YT S0, T 5 5 48 RAEPE
s R | *ﬁﬁiﬁx%ﬁU\&Hﬂﬁﬂﬁ\z"_ﬂﬂ?x(HBV)*ﬂW
RBUIF 4 (HCV ) 559, BT, SV ARFEARE 5 T B Be A 2 o —
HENIRYT I % o (RIS TIG 25, B G B &, JRiikiZ28 M

*REGTH B A UF TR T H (12541305)

LA R AT SR ST IEAE, o A0 A PR T e Y SRR ) PR B
B AT THLHIBE TS A WITRA TR R 731167 SRS
EL A HE— 2R R IV 88 R A AT R 0 S B

1 MicroRNA 5 & E

MicroRNA (miRNA ) J&— 20 th 29 22 A% TR A 1 AE 4w
i/ RNA, HETT &ML 1400 Fl miRNA /D5 60% 1A
HELF R A BTFR AN, miRNA Eid 454 #I AR 3 JE 40
DX PB4 A7 5 50 mRINA R A sl il FC B, AT
ESRJRACOP AT R 635 . miRNA 55 i) & 28 B 2%
I R 3100 e e %o 245 0 1) S ek ) it 2450 B U S A G, 35 T
miRNA B 5 5 e (Ao $% B 009 , Wk L8, P, IR e, il
L A5, B BRSO N AR R BT, BB T2
miRNA Ji7 F 2 I (936 7 (U 0 , 2L A9 Bt &5 ) 1)
BT, IFBUS T —E MIRRM, miRNA 26 AR TR P e
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FOg 2R, SR, miRNA JEAMA 25 1 R 00
A AR A R JEEARIE AR 2098 T T 5 A0S 2
YIAHICH) miRNAs {YE 21 I R AT 845
1.1 MicroRNA FixEF FREEENETT
1.1.1 miR-370 FRIEMHIBEERAERK  miR-370 /£ AJHE I
FEIR TS, miR-370 f)— 5L MAP3KS 75 I g4 i
1223k 37 5 5-Aza-CdR (H0H], 17730 5 3 58 1L-6 22 3540
miR-370 FEPKE MAP3KS FE{RSM B R AL AR (AR I 323k
M, X miR-370 F kA IE TR TL-6 A3 frbeg 14 A 404
R iF miR-370 FAREINHI CE LIRS AR, Ibsh, it 5
AT B30 A I & IR 191 A2 2 Y miR-370 4540 DALl = DTER Y
M 1L-6 78 JH 8 9 v o 36 3878 R b 4 il >k B )44 %5 7 3%
miR-370 [k, XEEHFFTN " BIRET o5 " 2= Ui B miR-370
FRIRAVHIFRAL T BRI,
1.1.2 miR-200c 1 miR-214 RIEFIMFI PP ERITIHERL W
il miR-200c {935 0] LAigs 51 57 40 A ] B Ak (EMT) , |2 2 3%
T miR-200c 7] ARH 1 EMT & A= R il i P A o i Ak 5 B
AR FRIFM 19, NCAMI fE A miR-200c A9 EL LA, &5
miR-200c FiKE A3, HFBKFEBR TSR EE AT
2R, miR-200b/200c T LA Wi AR A5 968 40 i vy 11 % A, Jei A4
2. B X AHLHI T BES5 Rho ## 2 1 SUZ12 F#%
RV S

HAEE BB L, A BB IS EA L
miR-214 (AT SERAER , A Hl miR-214 (3358 T fig
PR IR AU 7% R RERS N EMT AHOCEEE Twist
PR SR ANIRARR E- F5RG 2R K, Ho Rl %) miR-214 J2:58
i EATT Twist, NI fiEiff EMT 9 %25 Bt , miR-214 7£ 34
P IR A i e A A B 2 DG E AR M,
1.13 miR-29b FRiA(R BB EREIMLITT ARSI  miR-29
FEARE IR h 23R T I, miR-29b 33 Feik Bk T ] LIBG fin 75 va flise
(gemcitabine ) X} HuH28 @41, A1y /b Mcl-1 & 1 7F KM-
CH 4l 3=3k, e 40Xt R A58 R FAH G 1 I 115 5
BiifR TRAIL AORSEPEREIN . X miR-29 3 63K 1Y B M hyed 4m it
YL AT B BR B T B9 miR-29b, 455 Mcl-1 KF
TRAIL A4 M IR T K TR AR, AFFEUERT , miR-29 X} Mecl-1
FR B AR SR R . R, miR-29b X Mcl-1 f4 35 7 B8 i
R AR AR TP AU A O T
1.1.4 miR-494 A AEE 2 240 A JE HA G2/M HA Xk i A i 07 1) L
5 miR-494 VE R 41 i 5 G2/M 33 3 B 1 S ZE R T AR AE
DA FA T . miR-494 FiEA S LA MEE S5 GI/S
S U VAT 75 T R A A R R B T L DR TR
B AHICHES 6 41, miR-494 B IERH 2 59097 G2/M 33 I
W16 JLAP A B9 2235, 4N polo AL 1, 4 A& 1 B, 40
JLA3 2R 2 AU 245 20, LU ARG o, UL,
miR-494 [ HH i B T A AN G2/M Wil i, 5 5Hne
FE AN FE T,
1.1.5 miR-192 {E AR EEARMMBE R EDNREY &
IEE , miRNA 25 7 JAS b 0% AR ARSI Y iR
R BE R miRNA JEAMEA MRS, 228 1Y miRNA
Al RESk A T AMAN NG AR, dn A AR, BIVTEAS g F R 1)

un, miR-192 FEARE P ek iR, RS BB S R T
Ho, I yE o miR-192 7K 7 & AR [ AR BE A s, 3 HLUE S
miR-192 kK5 g (1455 B R B AFTG IR RIAR G . PRI,
miR-192 R DL 24 {5 BAR 04 A b 75 4 T B 988 ) 2 W A
5 o

1.2 MicroRNA Rz F FREEEREIT

1.2.1 miR-21 RiX{Ri#t TREERMMAERK ., BEMMALTE
A AREEIEEN, miR-21 R4S R R K ZF M
TE Ry TR B R . miR-21 AR AR
ik ,PTEN ,PDCD4 RECK fE>& miR-21 7 IR 20 I v ()
B, miR-21 3 kM il ffrag 0 i B 7 PTEN, 4i 28 AR 45 96 40
JLXH AT 2450+ V8 Al 5 A R/ F , miR-21 38 W] | PDCD4
MZFEABHIE T IR AN 2 B P T, BEAh, miR-21 (k3
RECK, fE#F I 4N i 1298

1.2.2 miR-26a (R B EEILEEIMNEZETE  ABEE
A miR-26a ik ™), miR-26a i3 FRBAE IR AN
KOG FARIMEVE I L. GSK-38 ELBIIFRA J&: miR-26a [ EL 1240
FEH . miR-26a /-39 GSK-3p [ #1556 1L B-catenin FI R
TR R R, 4 c-myc, cyclinD1 Fid AL M RIS FE I 1632
Mo, B-catenin (/K 34| miR-26a 175 S i 2 A i)
W5 MR Y TP i . A Ik, miR-26a 38 i 97 i) GSK-38 5|
B-catenin (43T , DT AR 2R 45796 Ffred 40 i A 1220,

5 NZEAHSEH) miRNA A1RZ, 14— miRNA BRI
FERCE AL N RN R E . IREE A & AW T s 5
7 B, 3t AN SRR & A R SEARGRAE , T 2215 530 I
#p & 3 miRNA fE5 . R, AF5E miRNA 78 JHAE 8 &bl
Tl HR P FH DA T G s FH T e B2 T, T T RS AR
HE,

2 AESEER

2.1 HEMEE

20 8 1 Wi (autophagy) 2 A A 78 ELAZ 41 i v — Rk Xt O <7
M AR R, el RIS " AN JE Y
SRR TR SR YR B B A0 R A 5 40 B P R B A R
Ao DS Yy o i 0 mE AR 14 D 2R [ T 2SR/ B g, K
H RIS F AR A 00 v = Fh . 25 AR A /R A 4 il
VKR R 5, e LBV R rp 58 U oy fifad B2, 3%
HIR BRI RE AR AR N R A T DX 0, 38 R AR A 2 1
Jt AR A E WERBAS S A 53, 5L AN AR . K A
AR AR A A SRS R MR R B — A U R
4544 1) 7 W73 (Phagophore ) , A W 48 A0 S 45 5K ¥ 2 1 B AN 4
M FIE R — I ERIE , JI H 4K (autophagosome ), [ I
P SRR LG TE AL A WA AR (autolysosome ) [ W5 A4 H i )
JO s WAV TR A, 7 ) SR N I P 2 ol ik B i o, DA
TG A 1 BRI ZE AN AR TR . FRATTIT ARG [ W
iz =L

H 15 (autophagy) I REJS 8, AW Rb g i BT e fiE 2 — 2,
S R e A AT XYL B4R 29 SRS IR BRI ) — A
T N R RN . 40 L 3E 3 A 5 PI3K/Akt, AMPK-mTOR F1
MAPK/ERK i, BGIE TpS3/RAS REAFHE AWK, 78
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P ) R A S R T RS TS B R 2 i SRR
i 24 S T A 3 T SCER AR RS, AT R AT, 1 e Mo 1
R AR g A R A A, HET— AR X E RO T
JiRg AU Y IRBE AR I B
2.2 BERET AR FRRERENET
221 BEXZERFBEEMMNET —m, gtk
FA:FExT H W EA MM . H AR Ras 4S89 B e i 72 o
N2 TRUN AW Eia N 1l e I E LI & S L I
PRIE T IR AR A AETE o VURRBIS G F W& 2k A AR B B
BIZEIR, W LC3I, Beclinl 45, [ WS S HEANAAE T 2 12 v B
PAIRAAT 3 A0, e R £ P ) s 4 A i 4 s
TR0, SR, SR A0 S R, RSO e TR P A X 78 7 e
Z L EF AWML, IR SRR T, W] E R e gk
M Uk, A WEAE S FRARNT = A 2 N AR T A A
FLAFIE o [ X BRE (4 APV PR A RO R 2 5 b 2
WAREBER, i EREINHITAYT L B T 0N A R 0
Hio DRI, S0 1 W R R S BLRR TR T R TR
222 RFARIFSBEREMAME EEEMTHER N,
I T LA e T e G A AT 4/ S 0 O it A O LR T
MG, 7R T A WELE IR I R 1 5 —E P, K S 517 2
HIREAE PRTR T2, R 53 B, B s ) kA A0 1 R A8y A A5

S RBAEVUAR SR T 1, 9855 TGF-B1 i SRS
FEAMMRZENE: . RSMIFITIGE , A WL i5 S EMT & A4 {2k
AN RIRZE, I H TGF-p/Smad3 {55 (E0S V8T 4 1
Wik T EMT 3o i v 5 DG B P2,
23 BERATER FREENET
2.3.1 1Rt B MEHR S B [F B9 3R 1K 4540 i Brh 958 40 il ) 188 5 R 42K
TR Dh—JriEn, — WO DGR R X g 1 3 G R 1
AEHIFER . 1, PTEN p53 \ TSC1 , TSC2 il Bax-1, It4h, H W
FIEFENE 1, 345 Beclinl UVRAG  Atg5 il Atgde 5t B A
JifRg B A o 3555 1, F A DG LA Beclinl A1 UVRAG [ 5L
SR R Bk 4 7E NS E T & 30, JF HL Beclinl 1 U-
VRAG izt 3 50 Fifes 4 e Py B4 206 R R (A A9 T i
232 4 ERIES T IEE 5 A XL FF 254 B B R I T
RFAT NATLEUESE, H R IT R X I K ARG
RE AR IARTCA . A A7 5 RSN 25t — B2 —A>
ARG IR ), WEAFBT G 2R In R EEZNHiR i), /e
S A 5 A 1 BTG 0 AT e 3 1 P =B B2 0E PR T4
LA YIRES S DNA 51455, 1 )55 2 5ol /8 FH 05 o i A
DNA IR FA o BRI, & A WA 5 A T 247 i@
ok [ WA R R R U siRNA T4 A W8 1 Beclinl , BH
W W S, AT DA ik A AT 25 W RO SR, S B £
BB AR & AR PR T, UL, FEYUBRAPETT, M il 7o) =%
sIRNA JIil W %Az, AT 30 il BEE e A M 5, At T
Beclin 1 T EAEAE AU AT HO AP 2y AUk, i
T DNA 51405 24545 BHAE 98 APR38R

Ambral EHE#XE R Beclinl AR SC I T 2 2 H (19 1E 14
5 EF B9, Ambral 5 Beclinl 454 Beclinl/Vps34 & &¥ 5
JnEaE . Ambral ARAAE Beclinl (% P57 i HCAH DGt (1)
T B —A T H R A T LA N . BARTRAT

Xt Ambral 25 RE P81 VR A T A B (R ST 0IE S8, 184
Ambral (#3635 5 B4 BB TG AR M OEE, B,
FEAEIA, AW K A T B -5 IR i 1) S e R 5 25 %% DDA
XK. Ambral FitERIES S TX—i 2, 3 H Ambral R 7] 58
JENRAE IR U 1 — Mk FR A

I Ay 200 6 P B 358 A — e T ML 937 L e 2 s
SEDE R, FEAS RSO0 R 3G 7 PR T, A b s il 1 weeke A5 1) 1
JIRAE P £ o SR, DG T 1 M5 AR e X 418 A B A5 gtk —
HAFIE
3 MicroRNA Fil B W 7 7 35 JE & 98 & AL i i 22 o
R 7T B A2 FEAE o

ARk, FRATX A W B TR A RIS . 1% [ WA
SR I E U, DA AR BB AN L 3h 4 v ) D e A B
o BEAN, FRATHRIFUGTE /R [ Wk — e B . SR, AT
FARKIERE (B UL R A Y. VR 5 R e
RS VIAA G A miRNA b5 [ IgAe 315 IR A A& A % e ad 7
TR AR N PR C R ?

T, E NI NG 2R R B S 5 R YT A9 miR-
NAs, 3% %6 miRNAs i 1 %03 K g4, B2 5 [
WA DG R ek, SR [ WERYE A2, 40 miR-885-3pi
miR-375871 & miR-155M), %& {315 B ,miR-375 w]4iji] PDK1
ek, 4 PDKI/AKT/mTOR {5538 i, 410 il 1 Jiivsed 1) 4= 4 A
TGP . 1Zi& A4S AKT AOPIHIASTT LA mTOR £ 5 WY SR
miR-375 BT HEESF] ATGT 3' JEmASIX, ] H mRNA 5
FEARFIE, TG T TR A0 D OIR A T A W &k
B, Xk A SRR ZH UGN ATGT 217K T i 55 4 2038 3 T
AR TFLRR F MR A A, B T IR A A XA st
19 E FARBRE S DRI, miR-375 X ATG7 3 P fit #8800 o 2
miR-375 J il JFF S 40 07 S5 11 s A 2 S S 98 1 T 1
—ANEEFHLE AR, 7R R4 57 7 FA A0 miRNA 5 [
WiE ] 5 22 [ ) O R ARG AT AL TR AT BL . P, FRAT 175 AR
miRNA FH FARES 5 T B s iUk AR 40 20 i 1 v
FITRTS A FRAT ISR AR A SR AF D LI AL T8 Il
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