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Abstract

Cholangiocarcinoma (CCA), is a highly malignant tumor, clinically rare and accounting for less than
1% of all malignant tumors. But the number of patients with cholangiocarcinoma in China in-
creases year by year, so cholangiocarcinoma research has special significance in our country. De-
pending on the anatomical location, cholangiocarcinoma is divided into: hilar cholangiocarcinoma
(PHC), the distal bile duct (DCCA) and intrahepatic cholangiocarcinoma (ICCA), among which hilar
is the most common. Currently, surgery is the best treatment, but because early diagnosis is diffi-
cult, most cases are in the end-stage when diagnosed; therefore, less than 10% of patients are able
to tolerate surgery. However the high recurrence rate and low survival rate are still unresolved.
With clinical treatment of cholangiocarcinoma deepening, new treatments gradually formed. This
article summarizes the results of the analysis of the cholangiocarcinoma typing, clinical manife-
stations, risk factors, molecular biological mechanisms and related treatment.
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JHEE, R—MEBEEEEREHME, REREDL, SHEEBREMERE1Y%, BEFEBEREER
EREHEEY, NMESEMAEREESHRE L. HEREREEHMLENARRSN: FFITEE
&% (PHC). ZY%AHE % (DCCA)YFF A EEE (ICCA), I THIEEEBRAE . BEl, PRBITRRE
FIIEIT FB, ERTREZSEHEME, B2 A, HEREAR10%K EFHRENZFERIGT, H
REERRERE, EERRSABNARRERE. FEE AT ISR ERETHROAREN, FHE
TFRBZRWTHR. ACER TIHEERBH2RE., WERRI. BRER. 0 FEWEIH KEAERET
FERIEHRER.

XA
JEERE, 28, kRERH, ERER, BTFR

][I

1. 5]

PG, & FBERE R R, 5T R R AL 1% [1]. BT AR bR ic e 519
AR P C B R R RIS, I G RR I Z AR, (IR RIS Wy IR, B2 J0v
LW, K B HA EMAR A nS Wi, Om R KBRAR T B A AR5 o T8 AR ) A XA
LK R e 43y = PR 28 8L ¢ 10 30 LA S it JOEL 65 R JHF P R e o G b DAJFR 1158 BH 38988 (PHC) B L,
249 b R S R 1) 50%6~67% . 126 %t JIH 59 (DCCA) I A IR A9 (ICCA) » 43 5l 5 27%~42%F1 6%~8% [2]
[3]o HFITFBARE 1 A Klatskin i n 44, EA5UER[4], B Ao SCE d 5 BL Klatskin J8 R4 iR
JH T T35 E A 0

2. PBERAIIERRI

SVARSRUL,  BHAE R LI RIE IR 5 R (66%), FEJE(30%~50%), 44 JkH(30%~50%), Sk #H
(20%) % (5] [6]. 1H T HEE 1) 20 BUAS 6] 3 350 T BHE 8 R IR AR RIS IR AH I

JHF AR i BT B R A AR AN IR, MO N R M e, BRE A G, Bhis 2 v i,
RFIEITII L. FFAMEE AT 43 N s PR (b . BB FF T I . P IR R R BB AF
FEAE DX s 328 oy FIEL 580 1) A W] SR B R B S OR, AARME R FE BEIEL(90%)  JFFI K (25%~40%) Al Ay b AN E
(10%) [6], T AHGEVE R EBRBHZE, MHFERTR, ImPK Bl S i KHEZE, {5 Murphy’s fiERTREFIME. T
JFF 1) ML i R B R B S e, (IR AR, 340 B AT R B I K X RS [ 2K 284 (1 AR
B ELA A F I R B A L 55 s T DR AR 3 (2 R B i TR (R K, EEBXCE
JEE K s PR AR LB [T K, G ATk s R SO A TE s AR IR RS SR AR, IR, T
PR SRR T SEC AL TE i, SRR E R I (+) S TR M A%

JHF P9 AR R AR B EEEIR, AR tEAZ ). Bl SRR BE,
R R R PERT M A AR AL, FBITE B R AGARREAR, A5 EIRPR I, s 2 e . [
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I, TR T P SR A IR g ) A I AT
3. EEENERER

PR BURRRAG 20, MR, NERFR. SR 5 LR (b O bk il DA A E 35 e 1 A 6
Rz, SR AR . I R £ B 98 AEAS [R) Rl X6 B9 (1) R R AN AR, 7EPE 7 5, T2
JHF 9 KRS Mk o S S [ SR X, AR R LR A A S HFRAT K, BT CL SR T 0 S R
HEREREER . AR5 D AUESE, FERRSEH X P AL 28 2 AR 5 A R A 4 e (14 AF DG %
Foe o 1) 6 TR 2R [7]-[10] o 1715 Sk [ T~ 56 6l A0 o [ P P 70 445 SRR S T B2 JHF PN R A o8 1 o S PO TR 3R
[11]-[13]o Bt FTAEE A AF DG R 5003 PR R R I i (BB B0 T, 2OREVEAN IR IR 7 BB, AH At oAk &4t
OS5, LA IR (0 27 4 AR 2545 [13]. 3k b [R] 35 ARy g 70 JE R A0, S8 38 IUE P 1 R AR Al T R 2%
i, SR, AL AN RAFALE T A B B MR I 28 f R IR A s S 2 R [13] 0 — 0T meta 73 B % A IEL 9
FRY A 55 BT 28 BEAT 100 LA 910 HEAH 72 s i R O0Be: FFRREAL 28 35 LB EE (OR) 22.92 (95%C1 18.24~28.79).
PRI 4 3 4.84 (2.41~9.71), FZAIT 4 i34 5.10 (2.91~8.95) [14]. B 1 VR ITAELL K5 35 M T %
C A B T H WL G R 41, Ben-Menachem [15]45 A & 45 T JIE 98 B o AL PR G 6 R 2 04 -
PR e, JRUR PEREALPERR 45 [16] [17], AHASEBERR[18]-[20], AFWAEE454[21] [22], AEmA 51RA23].
2011 4F Tyson GL 5 AR FTIUESE [ LR g A% 3 R 1) 22 25 P 2 DD AR s R AR IR F ey, 3k Uk PR AR AR 52
Wi 5 2 AN A AT 20 2 540 DNA B E 4w iL & A (MTHFR, TYMS, GSTO1, XRCC1), i & Hit4r4l
Jfa R4 (1) 5 K (ABCC2, CYP1A2, NAT2) I fe I ML D e 2 K (KLRK1, MICA, PTGS2)%[18].

4, BERRATT
41. FRETRREHLIE

Zhang.W [24]%5 N JE L f# A PubMed 1 MedLine PA “FFITEBAHEE” « “HFITIEBRHAE IR~ Al “ 4]
BRA” NRBEAIATINR, R T AN A AN R S AR I 9 T AR IR T IO R R R A T b, i 4 IR
I T RS FARMEE K, RJEAEFRE, —HRNEE FARRIT IR, 245 MFER. TLE,
A — LR TR B R e R RS I R R L T N AR AR A R ) B AR R, R DU R O L, &)
i T IFRAER 50%EL LA F[3] [25] [26]. JHIhResEss, W IHE AR B B IR, H OOl
MR MR IR AESE[27],

gr LRV, BEAE IR R R R p B0, AR 0 AOW R AEIRAE B, H AR T IR R R T
FBUCHIMFFERGIT, (IR F AR EFH PAHIRKR, REERBR G, EAERRKECERAEE
FEVRIT I E R . I LR AR 5 HF RO IR TR 13 2 ARG 4k, A4S I B R 5 R 13—
AN, BEAEFER LG REAECGRRE. mik, WERIT B R R REE

H AT AR F# B ZE BY SCZEEAR. SEIRIESI. WAL S TSR, Ry
EOEBNIIITE) AR BT T S [28] 4 BRI T B . WhERTT 0N FRAE R H AR, B
WHCEER B, X KT 500 I AR e B, SR SCAME AR S B i a7 2R . 8
B—1er, HatdeFRETH, BANST S FIHESHRAEEE S H BRI . S5 ai s mesl
TR SIREH T AN REAT ERCP R & (1 I A7 i N8 A\ B S AN #32 ERCP i, (HHH AT EN
JR IR IHE R S5 e A Bt — R R PR %E . B — S SCRRAIRIE R B, 6sh J197 iR AU AN
R AT DASR S B AR AR, WA HIE SR B, WBITSCRE MR, (HIX —d FAAE A T 1
g (1 AR 1V ) [29].

BRSBTS 2 (R AR A [ RIE 32, VYT OB E E, WRIT RS ARE AR, (RLh R
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I T FEL SR R EJEAE E  h  MRHIER A TER T SR R, HAh BT AR B I AORE A FRARSE T
MR, AP AR . S B A i M v AR S H K, e 35 30 R BE A RE BELAE IR AN W] S5
HEHE LD PARE AKX,

4.2. EFRET

M EEPE 2R TT o 5 PE MY (gmecitabine) & — R IR AI I & 1 (1) — HAL T KPR bUE 2, AR
RO (R A VESAUA), & X A2 A% BRI I g 1) — T B 4 A ) B AR, X Pl 7E DNA & Az 5
REFRA, ST BB R AR BOR RO E BN . PIMIE L O M AR . R Ul N i
i SR BR A BRI B 1 I e B A RS PE LI ) — 2RIy T 25 . i, B ABC-2 BESL T HIARHE S B 5T,
¥ 410 19 e AR E g B TP Y 63 ABENLATEC, 23 AT 5 7O A BRI S IEAER 5 PE AT, Hes
AR BB TIIAEIE I A1 208 11.7 /N H 52 38 P Al s s o7 i) B IR iE I T 40 8.1 4
H (XU EE[HR]0.64, 95% CI A4 0.52~0.80) [30], EARBLAITVATEIR RFEE LIRMtm T B AR RT [a],
HIZ 5 S0 T IHERE R T T A AR B B BRABUR . (AR E B MR, XEegs JA R DUBC IR R & PE A ik &
g v e w1 BELAS [31] [32]

RIMZAVMRIERARZM, erbhgliE. OFfEMEIER, BFEMEME BRI, A4
AL/ s @B BRI RS, 5 B R i e, LMt 8 @B E, 4F
—UL BB B EE A RALR, AR S EUR KA B 5 @R, BEBIES. R,
BERAIRATRERESE; OHAMARRMIGH LML, R RN FEMEKM, Bk, g DiEEE
FARFRAESE . BN ARG B, R AR S T S B O A 2 52 B AN R R BE BT AR e . AEAE
TR AS W SO 25 I TR 2 A, AN A PR SR 2 1 R B S R R TR T T &

SFAEDF IR . HAT, RAS-MAPK {552 g e 1) E 25 Sl e —, A RHAMS
T SCHIRIT ST 28 DA o 4, Sia A [R) R [33148 I 256 2 7 23 T BOR 55 i AT BEARFAE AR 25 & 1 - B
X 119 B IREE BE IR YT, A T AR RIS R AR IC S, 4 R85 2K (proliferation class)
198 5E 2 (inflammatory class). A 38 HE (A 7 B 1) 62%) 525 T 20 L R R BB A %, EAI1EHE
MR T KRAS F1 BRAF, &5 RAS, MAPK fll MET {5 54& Sl M e 20 . X se R R 4w il
R E i /2 RAS-RAF-MEK-ERK {5 5 il il i 1 4 1 F2  PIBK-AKT-mTOR {5 5 B2 e gk Am i £7 %
5T AL Sl ARG 2y o 7R 5 — IUE AR [34], BRFCE XS, 32 RO RS U 1Y) 104 451 BH g
DIBR AR 5 W E i bR A HEAT B S 22 RS 3 R W, KRAS JE[H 848 b5 3% J AR K K7 H B AL (EGFR) fI
ErbB2(tH 5N HER2) (5 5l B (FL (04 MET)AFAE— & FIORHCPE, 1M X Se L K 2 5 9 5 8 i RIS
PEZELS IS TS A RAZIE SRR SEHF AR 7546 EGFR Hl HER2 (14 S R I B 1) 75176y 7
BRI 1[27] [34] R EGFR Wl ReAFAN— MR, H T KiE NTE S, LLEGE RAS-MAPK, JAK-STAT,
HI PIBK-AKT-mTOR %545 518 % [31] [35], {HAX WA A] BE A& BT AN [ (1) 52 A4 It 2 B i < [l A7 7246 AR T
MG, HARF T — PR .

i, Chung JY %5 Nl idxf 221 4 FFAMEE e AT ORI A 200 N 4558, g #i i 5 & PTEN
5 AKT FI(E)MTOR FIMeE o H LIS AL 22 (1 0o 5 B3 I TS ZE A7 (E — € R ORBRPE[36] . I HLAE 53—
X 101 N IR AT, IESE TR SR R AR TS R AFAPER B R, A EAR R R )
JifyRE #RREAS I £ mTOR A1 AKT HITEAL[37]. IR AAR, BB 444K IR T 244 2(FGFR2)H)
AR R R A OO E R AR R R IR A, B )X e S B e M Y [38]

FHOE T L, Bk 22 () 73 e i B DR 2000 P it o 5 38 1 R S 2 A R R ), 0 RS R
B g R B UGR BIR N, B R B3R ) 2590 I PR 7 38 ) va 97 0t 70 35 e R s i kAt H R,

@
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Il ARHE VTR 7L R AR R TR S B . FLARME . s . BB TUR . M . e S5 B R PR AN
RSP IRE . 490 JE & B JE (Erlotinib) F R FH[39] [40], B2 —ME Ay y 254, wIHH) A\ 3 A KT
ZAR(EGFR) MG T 1% S48, FHAMli] 5 5 AE K R T2 4 (EGFR)AH G (1) 41 i P9 % 2 BR R (M B R AL, M
17325 2400 1) e 1) B FR o BT BT T (AR DU i bt,  Bevacizumab,  Awvastin) /& 5 20 19 N PR AL B 50 FE B AR
FAE IR SIS A . RSN R SUIESE 19G1 HuikRe 5 A ML P B A K 7 (VEGF) 45 & JF BB L AR
Vg . FHSSHFT[41] [420E5KE, B BLHYT S5 AR 10y 259 sk S M ya T 250k & F 20, (4 I
TE A 7 T AT 3RS BRI RCE . 2l JE (sorafenib) B [ I 401 1) 22 R 4776 T 240 Ff P R0 4 o 2% T P A
45 RAF B4l I8 A A K 752 446-2(VEGFR-2) . L8 N 2 A4 Kl 15248 -3(VEGFR-3) . /MR ATAE
K24k (PDGFR-B). KIT F1 FLT-3. bnl W, Zivdkje BAXEGUMR AN, —J71H, en b
W RAFMEK/ERK 5 5% i, EEANHIIR ALK, S—J7rm, & X VEGFR M
PDGFR 1ty BHL W7 8 37 A2 I35 (O T A, TR R 4B ) AR K, 122249 S B T AR 3697, 2010
4 Bengala 55 [43]6 25 T & h AR 8 B2 % I VR TT 1R FH ARG 085, 0) T S RIS 4 Jievyeg Jo ik e 1) E 3 ]
Ay, HARKRMNAT#E,

DL_E S B [ 29 B FC U B, IR 2 FRE IR IE IR DS 2 E AL, 2038 MR T A B M AT 29T
B, BAREERIER TR AT s, SESMST ML, B R r AR o s b
JRIT FREAR R, TR WAL DER S MR, BEARTT BFIEAEEEE £ 0,
— U AR EERIE A B I — D . R FRRIRE YT R B JER A, S AR IR IR T T R
ToErERE . mH, BRI AR KT, PR IR R NP2, X ASR AN AT
NI AEEE A FATABOET, DNAREREL . BRoE. SalERED MG RGIT 24
SR TR -
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