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[ Abstract] Curative resection remains the most effective and the only potentially curative therapy for
biliary tract cancer ( BTC). Most of the patients with BTC present with an advanced ( inoperable or metastat-
ic) disease, and the relapse rate is high in those undergoing curative resection. In Meta-analysis, compared
with surgery only, there was a significant improvement in overall survival with any adjuvant therapy after sur-
gery. Although the BILCAP study failed to meet its primary endpoint by intention to treat analysis, a survival
benefit was seen in a preplanned sensitivity analysis. Gemcitabhine combined with cisplatin is still the first-line
chemotherapy for patients with advanced disease. Gemcitabine with TS-1, or gemcitabine with cisplatin and
TS-1 become an alternative to the first-line chemotherapy. IDH1 mutations and FGFR2 fusions have been po-
sitioned as the two main driving alterations in intrahepatic cholangiocarcinoma, and are the hot spots for targe-
ted therapies. Immunotherapy alone or combined with other therapy is still on the way in the treatment of ad-
vanced BTC. This review discussed the past, present and exciting future of the medical treatments of cholan-
giocarcinoma.
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RHIE R G ( biliary tract cancer, BTC) J&H
GIEBTE S ol S 1) G et pey L I RAAE e S 2O 3
I, IR B AR 2 AT NIBAJE  (intrahe-
patic cholangiocarcinoma, 1CC) . A [ Ji [l 0 4 %
(perhilar/hilar cholangiocarcinoma, PCC) . HF#hfH %
J&  (extrahepaticcholangiocarcinoma, ECC) #IJJH %% J&
(gallbladder cancer, GBC), BTC 7£ It A %P b & o
HHARE] 19, TEIFACE VMR bt 3%, JB T 5
DL, 2015 4EFEEAT 11000 155 &5 B A 3700
BIBET A > . BTC M ER KA HAAFELE S, KW
I i I 2 2 U 2 DL AR R I L R ABEDY . GBC
LRI, I ECC W T BHD, 1cC &
NRE LT, ECC B FEBRSY . FRUIGE
HRME— AR HERIRST 5, (HAL 10% 1Y T AT
HOATEDIER, RIS AFAAFRA 8% ~40% 7, AW
PIBREOR J5 52 Kk # 7% 19 BTC M5 825, 2010 4F UK
ABC-02 BFFL 45 R B 135 P b B K 45 WT4R (GC Oy
%) BN BTC —ZALy7 Y HE A, WHiJF T BTC
2IWNRIT I T . B FFRALA BTC HA A 6] 1Y
RIFHLHI A TS, Bk EGFR-MAPK-PI3K i % 28 7% fix
WILAN, 1CC # W FGFR, IDH &7, ECC % W, HER-2,
PI3KCA %75, GBC % L TPS3, HER-2 2725, 4t
Xof R gy e DR 2R A8 SR IR I 48 [ ¥ 7 1A I AR SR AT 5T Y
PR, EIRIT B TR, A SCXT BTC fby7, HE
BIRYT . BRI SR YR IR — LRIk

1 &FF

HF BTC iR IE , F TR S ek, 2W
BRZH e, oRkEFANE, REHE L
B, Mt 80% MR ETEMIZIE | AENFETS, Wil s 4F
HEAERALHN 2% ~5%

1.1 BT

Wk, 5L PRI FEMIL, 2
WA BRI BB AR A7k AR 0, R i
HENALI T HE 5 R RO DI | A F AR AL ]
FA, R FMFH BIC Hi)5, Chaudhari 1 i 45
T3-4N1 1) GBC & FHBIMLIT B RCR | G IRk
RN 52. 5% M 70% , 41. 2% BEFRYIG, &
RS EFREEHREE (49 A7 4H,
P=0.001), Le Roy %" fysarpupy [l BitERF 5T, 74
BRI FARABEVIBR Y 1CC & R BB Ly 6 4~
JARE, 3961 (53%) AT T W YIkR., X HR4ih
HUEFAREBRE, BT AR R R, (ke
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SERG R R I A IR0 L ) B L P AL R A R AR A
(overall survival, OS) M (241 NAH25.74H ,
P=0.391), Hakeem %11 252347 T GBC ki BhiA
ISP 8 TS K, Horh 6 WM [ BUPERF5E, 2 Wik
BIREPERR Y, 474 BB H H, 398 ] (84.0%) $:%
THEIALIT, 76 B (16.0%) 52 1 i Bk ik
J7, IR GC 7%, 191 BlRIAHEYIBR . ALE
1/3 BB DB BA YT S AR AR I bR, AR
HRLE AR I AT R AT B B AT SO AR YT . Gango-
padhyay %'t 75 2 T HIRLGE S, % W5 A 5T
121 Bl 5B 8 GBC B35 R F GC il B by 7 &8,
3 JEWE FARDIBR R A 48. 7% (59/121), RO IBR
N 43.0% (52/121) , KT Rl Bh Ak y7 Feds Bh Ak g7
PR AL B, Yadav 67 YCAE T 2006 & 2014 4F
1450 1] T ~ ARG a8 A, LA T 0l B Al B 1
JrX R AR I, SR 1 : 3 0 LU R A T A )
PEBCXT, REBTBh 4L 278 il 55 Bh 4L 700 B it 4T ——
fiextfs, BrifBha s 0S T (40.3 ~H L 32.8
ANH, P=0.01), HriiBhe 1 450 5 4E B AR R 20 5
1 85. 8% N 42. 5% , TiHBIZLN 84. 6% F1 31.7%

KT HR A J5 58 B3 A 8 4 IR 9T, KHBO1401
WFIEXF L T P | B RS AN (GCS T ER)
5 G6C Jy &, JFAE 2019 4E BRI A B E 2
(European Society for Medical Oncology, ESMO) fET
sty o ARG 100 d 5 SRS 0L, WS R
T AFEAL, A, MR/ N 30%; B 2K,
JHIEE AR /N 30% B LA R 3 C 25, MK 0~20%; D
2 RO 20%, GCS 415 GC ML, A 2%
MBREZL ( 67% I 36%, P<0.0001), A Z GCS
AR BRI /N 2 (165£76) d, 1 GC H
BE(225+190) d, W =25 by it , e 1h 2
BHAES AT RESE AT R A B AT T &

H AT s Yy S —E 7 sk, HZ R/ MEAR
mUEPEREG, I T RIEA—B, T REEARBEHLT
HEBIF 5 LA Sl B AR T A R
1.2 KRBT

H1F BTC A F ARG R & & Kom ik 4 7% Ji
EAT, HOR BE AT AR R BNGIT . 2002 4 k& R
(i H A —I00 3 WIREHLIG RS, X T 2345 &
HRA S-980 bR 1 E 19 AR J5 Sl B AR Y7 IY R, 45 R B
GBC fINLIT AL 5 AEA AR (26% 18 14.4%, P=
0.0367) H1JCH 417K (20.3% It 11.6%, P =
0.0210) & THAEFARA, HHEREAI T D
25t —I0 ARG A ZE A ST A 1960
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2010 4E Ay 20 TFFE AL 6712 6] BTC B3, ARG
By e el TR, B AR E AR E
(OR=0.74, P=0.06), W45 M & A )G 4B LI7
(OR=0.39, P<0.01) ., %8tk 7 (OR=0.61, P=
0.049) 3%, FRAGH B BT A K8 (OR =0.98,
P=0.9), WIZHTE (OR=0.49, P=0.004) FIikEe
ZEPBHME (OR=0.36, P=0.002) & WA BIGTT
ki, RHZBESE 4 BTC A RS HBI LYY .
2019 4F— T HE KB LE 26 704, A0 A 35 Tl PR A
FEIL 42 917 B, SR B RAiFARIBITAHL,
A5 B A7 SR AT R AT AR R I SRR
(HR=0.74, P<0.001), MHF5X7E4RR BTC B EA
J A B ALY AT AR 25 1 R, R ST R i B A o LA
2 Al B AT 9 d AR ORI ALY 2017 AR SR
Il R B 24> ( American Society of Clinical Oncology,
ASCO) 5 9EE 3 1) BILCAP #5512 A T BTC
MR HEAR S5 B b sl B by 7 M B sl AR AL, R
FEHBIE 1250 mg/m*x2 /d, HEL IR 14 d kA
7d, BmE 8 ANEW, ST AREAMIL, EARLEM
PEIRIT IS (447 0) f, REGMEEAR 0S T
FWES, BAEDERITEE (430 4]) |, R
bR BN AT 0S BE LK (53 MA 36 M H,
HR=0.75, P=0.028), fLy7THTLE KA R 25.9
MH, BaiTFARHA N 17.4 MH (HR=0.70, P=
0.0093) , WALSHT w7, % Bh k7 ol $2 5 RO VI Bk
HBEAHER (HR=0.73), Rl VI &8 & 755 %
(HR=0.90), Bt (HR=0.70), Mg/ k2 (HR=
0.60) MHEHEKEH L, B, REME AT 5823 L
i BTC %l B AT 09 b5 E 5 28, 2019 4F & R 1Y 3k [
PRODIGE 12-ACCORD 18 #F 5% %! & — T FE AL 4 1 3
WIRIRAFSE , 94 A 196 9l RO 5k R1 YIBR R J5 B9 BTC
B, i 1/3 BEAMEEHE, 3% 8% R1Y)
B, BEBLS A 74 b i BE A BV R0 (GEMOX JF
) fyrd i FARA, h kT 46 S H, A
TEREAMTEHE 2% (30.4 MHK18.54H,
HR=0.88, P=0.48), OSW I E %% (75.8 1A
F50.8 1 H, HR=1.08, P=0.74), KM AHESF
GEMOX 5%, HZ BCAT BFFE 2 94 A 225 i) ECC 1
PCC B, X A S5 %l B 3% v fh 2 £k 77 41 Fn B 4l -
RAJFsk, OS LT EXER (62.3 MA 63.8 41 H,
HR=1.01, P=0.964), Jo& kA W75 J0 i 3% 22 )1
(36.0 MH I 39.9 M H, HR=0.93, P=0.693), itk
S 235 BF P DT % BH P 94 S0 2 0 R oA 2 PR 35 2 5
WO HERE 75 V4 Al = S0 Bh AL YT . SWOG0809 fff 581> &

AJE i BY [ A5 A7 /Y 2 W R AR5, 98 A 126 f
pT2-4 3% N+ R1 YIBR W& f& ECC il GBC &%, R
FHT VUL B G 5 b AT 5 I 85 b s W) 20 07
FPUABEE (1000 mg/m>x1 K/d, dl fl d8) + 51
BE (750 mg/m*x2 W/d, dl~d14) K3 H—497
e, MR REALEE (665 mg/m*x2W/d) WA y7
(WREZESRIX 45 Gy, JEIX 54~59.4 Gy), BETMHZ
RAF, 24K (65%) Bt (45%) .

ZHNHTRAN, BTC RJG LA-REHbEE N R FE 04
IS R AR T AL, (R 2 2K ST
T3 GG it — AL WS RS BB T LA AE . H A
TEFE T e 3 BT L WZE 1 3 18] JCOG1202 ik Kt
2P, fEEAIEF R GC B G HBILIT Y 3 1
ACTICCA- 1 I FRH#FZE 200, 4554 AW,
1.3 BHLIT
1.3.1 M—ZAbsr

W BTC M5 i —Z ALy 7 5 L GC r & R,
B35 PU A IR S WA AL T 25 90 A R B A T B AR R
m, BAMRERMEMHRAWT 4 3, 51 R
ABC-02ffF 587, X3 3 Wil RAF 5, 410 Bl 3%
BEREDLAT I E GC AR UMb 2y 4, HRA 4 L
A0S R (1.7 A8 14H, P<0.001),
rs TG R A AF 3] (progression-free survival, PFS)
IREK (8 NHLL S ANH, P<0.001), FHkH %R
(disease control rate, DCR) FE4F (81.4% L 71.8%,
P=0.049) , 5 2 W WM EEHL 3 W16 AR 3k 45 %O
5P, W GC HEMERR A B R (GSHER)
Myrsk, A4354 B, GC 5 GS AL 0S 434l
F13.4 HM15.1 4 H (HR=0.95, P=0.046),
KB TIELBEER,; 5 cC ML, GSHE MmN,
RFEKAL, # GS BB BTC —Z4byr %
Z—. 53 T 2018 4E ESMO 45 19 KHBO1401 A
5%, X3 WG RAF 5 | 7EIESE GCS TEIR YT A AT )
PRk &k BTC BEAEAITHMT GC, LA 246 f
B, GCS AL 0S Fl 1 AR MAFERIY HI N 13.5
ANHA N 59.4%, GC 4R 12.6 4~ H F153.7% (HR =
0.79, P=0.046), GCSAIPFS K (7.4 MHELS.S
MNH, HR=0.75, P=0.0015), & W3 (objec-
tive response rate, ORR) H & (41.5% 15.0%, P<
0.001), FRS5EHBHLHARSF4I, HihRR
FREPALE T 22 R, X e 2R T R AE BTC
—ZIRYT 3 W RO i B PR 25 5 56 4 0
2 WIRGRBFSE ™, A R B T PG i
F—ZIRYT BTC, 74 0835 #1476 R WIALYT, Bl
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210.2 H, Z#%HR 30%, DCR K 66%, 6 4~ H
Tk RAAER A 61%, WAL PFS H 7.7 N H, Wi
0S M 12.4 A HoAth 2 WG IR 5% 6 A 45 B 70 F)
B, BB AR (01S) HEDY | sk
VT RV R A IBCA SRUDR W E R YT PCCPY L H T
BTC —ZRALIF AR HERE GC 7%, GS Fl GCS Kyl ik
BRI R,
1.3.2 Wi —Zfusr

FH I — 2T AR 2 IR IR 9E, — 4k fby7 3
WIRFEAIm R FEATI 8D, ABC- 06 Il REF5E7E 2019
A ASCO A AR T o8 BU4E, 4 H BRI e R 42 il
(active symptom control, ASC) 15 ASC B-& HVDH|EH/
S-SR MERE (ASC+mFOLFOX) —£R¥A¥TFHRAE GC 1k
7 iR R BTC, I 3 M1 PR A58 A4 162 Hi
BE (481 6l), 458 B/R ASC+mFOLFOX 41+
i 0S 3k%6 (6.2 MHH 5.3 4H, HR=0.69, P=
0.031); WAIMHTE/R, HIZEW 2/ MG, AEAK
A, AL RS S TS 8 25 1) 41 ASC+mFOLFOX
PRI R oK, B AL PFS A4 A, XEH
TURTAEE 3 W RO 28 UE SC e 0] BTC BB W M\ 2k
RSP 3R es o 2018 AEHTTIR %28 — @ BE B ety 17—
T 2 WIREHLA IRAFSE Y, AZH 60 9 GC 7 k5 1Y
BTC (83, X HO 7 2 B o 28 55 P S 2 BRI & R 5 At
AT, BOA A 2 L PFS (3.7 4
A 244 H, P=0.036) 194 HEFRE T
(60.9% 1 32.0%, P=0.045), {HFHEF47 0S JC i
Fa5 . Schweitzer 2513 BAET 2000 & 2015 4F 315 1)
BTC &, —4ATin 144 Bl E 2 T —2fuyr, 3
AN HASCEF DCR 43900 9. 7% 1 33. 6%, 445
Bz 0S 9.3 A, 452 27 B AL 08
H16.67 N FEHUEK >3 we/L. JETKESHEAKF
<S5 kw/LFA4MESZ N RARBEE, —%byrit
Jr) BTC 3%, JUHZFER | AR EHEE—
LAy T AR A

2 #ENEsT

HAT, 5 BTC AH Y 3 R B AR K i 48] BTC #E 1)
9WIRTT BRI EOR M7 B 56 1, T — T A 153
] BTC & (4445 70 {9 1CC. 57 £ ECC #1 26 1]
GBC) HymFZE™ WoR, SR AR e Fn e 4l £ A
HEAT 56 D IER RASKI | 77% 1 5 =/ — A58
SEA, fcH UL JE R 58 A8 ) KRAS (28%) . TPS3
(18%) . ARIDIA (12%). IDH1/2 (9%). PBRMI
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(9%) . BAP1 (7%) M1 PIK3CA (7%). IDH1/2 (P=
0.0005) #1 BAP1 (P=0.0097) Z£A87E ICC i 4
WL, i KRAS (P=0.0019) #1TP53 (P=0.0019) %
AHE ECC A GBC W R WL, ZA8 s M & B, b
3 WIRT TPS3 848 J2 A= A7 1l 57 WU X 25, BRAF %8
5 RAS A EAEAH B AR 188, KRAS BFAE AU
BTC &, EARENEEY BTC &AL, IDH
ZE7AFF FGFR2 Al 1EAE SRR R YT I HA R
2.1 EGFR/HER-2

YEFHIT EGFR 1) #8 1m) 25 4 60 55 V6 2 5 5 si BBt
TR e ATERERUAR LI G AR E | JEIR RS . WA
B IS /Noy F T 2 TR B 0 0 R /E T HER-2 1)
0] 25 ) 045 2 PR B S BE PR | varlitinib . FLIAEE
Je% . EGFR 1 HER-2 ¥ & ErbB K& A . ErbB i
HIE GBC ArA S R 8 8 fie ) 2 W L B, R AERY
N 36. 8%, HAAFH R BH WG, @ ikl
EGFR 3¢ HER-2 JE A (W 3f 63k, n A 40 i 34 5 0%
P, IR BTC SBHEMAFE, —IEHhl, JFHbR%
BEHL 3 WIHFSE R GEMOX BEA Bl A BES B I 2 e —
LRIAIT IR BTCUS Ak Tl 133 ], AbyT e s R
JEBEA A 135 I, BRAUME W B EEZL (40
Btk 21 1, P=0.005), AP {i OS F PFS 37
BEXES THIKEHL BINGO #1587 % KRAS B A %
(4 BTC % % Bt GEMOX + 7§ % & B v B i KA 97,
P 7 OS Al PFS JRTJC I 3 22 5%, — T 2 M) i
ACTIC BF5EY SR F GC J7 & + 1 Je B0 50 B B AR IR 9T
KRAS B7£E R BTC (¥, 46% 5¢ 4> 5% ik 53R 7 G2 ik
Wi PFS 8 AN H, A0S K 11.94 A, HEEHL
1 Vecti-BIL #F55 1 4% KRAS W74: #11 BTC % Kbl
430 GEMOX 41 F1 GEMOX BtA M J& B v B STk 4,
P OS Al PFS RG22 5%, 7 —TiiFoE i
N, BTEERR AR BTC IR TCI R R 351,
P EGFR 25 FE 45 1A N SR UE SCAE AT
HS ST EGFR 2454 T BA58R TR0

HER-2 § 82 7L B9 A B R iRy P L, 7 BTC
t HER-2 3 B3 1 b B 2928 5% ~ 15% . YEHT
HER-2 #05 ARLIAEs JE H 73697 GBC Ry 2 R
JEHRIALL 25 B, T AL 9 5 I I T g
TR AL THFSE ., varlitinib /& EGFR, HER-2 il
HER-4 (177 35 M4 i 22 'R B 30 11 770, #E BTC Zh A
Rl R A R, 2019 4E ASCO-5 g i it g #F 3+t
2% (gastrointestinal, GI) JCH T varlitinib B¢ & GC J5
AT BTC BIWIE 455, 19 1918 varlitinib #8
H—AREE T, 7 BB, 10 BRI
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SE (¥9>12 1), ORR H37%, DCR H 89%. 200 mg
AL PFS 2 248 d, fedy WY 3 PR R R
PRI ANAEIR > (48%) . ML/ (33%) FEA I
(19%) , — 3 [l BME A5 5 4z i 14 491 BTC £ i H]
HER-2 s REHLIAZE 259, HEIXT HER-2 97 3 i) e
11 GBC nTBEA —E PR .
2.2 VEGF Z{k

VEGF J& H Hir & 80/ F 58 A9 42 1 45 A 4 7,
REAE I 45 P 2 B A 2 50 A A8, Ik 45
i, SRk RERERHEALES AT
VEGF SZ K i 52 ] 36 97 25 ¥ v BEL 07 Jie 8 30 A 1 8 A
S, P R RS AL DU ARBR B SRR | ramuci-
rumab, cediranib, vandetanib . H W E J8 25 /N 4y 1 1%
RN (R BRIV S VE I Dk - J e P A L]
W), —30 2 Il AR 5T o DU AR B R B A A
PR A R IR ALY S, (R 0S Hf Rk
o DUARER I S BEPUAR 5 R 35 M 0 + 7 7 5 e+ 55 14
TR I %8 —4RIA YT BTC WF5E (A7 PFS K
3.6 H, A0S H6.440H, ORR N 6%, IfiAKIK
AR/, 2018 4E A ASCO 21 4R 2 T ramucirumab 35
JYMI R ZR 5 1 BTC, H 47 PFS A 2.73 N H,
1 0S4 6.31 A, 13% B & T PFS Hat 24 .,
5T r £ M, ramucirumab & 4Pk H
B, AT KA UAE S Y78, — Tk
BL2 ) ABC-03 {58 ' XT e T GC 5 GC+cediranib )
TR, @R BRIl A cediranib J R ok 38 B & H 7
PFS, HEMLE, MEVE A 865 L6 3 &, oAbt
M AE AN HIR, AR AR, 2B e M van-
detanib 42K 3R 15 B 45 L 470
2.3 MEK1/2

YEF T MEKL/2 (58 3697 25 YA 46 i 268 Je |
selumetinib . binimetinib %%, [k MEK 11 ] 5 selu-
metinib 7] /£ ] T RAS/RAF/MEK/ERK 1% 5 i .
2018 4F ASCO 4 T WIml 2 WK, — XTI T se-
lumetinib B GC 5 GC BYIFRL, L9 A 57 Bl &
(ICC 22 {7, ECC 16 ], GBC 19 i), WHLH Wi K/
AT E 22, B — TR T SR RS
P YT Ry SE R B I ME VA BTC, 35 12 JE %
WICHEER N 10%, 147 PFS Jy 10.6 J&, 45 =T
WF5EETE 2019 4F ASCO-GI 2 45 1 iy 4 iy J& A iy 56
B HR A IR W A0 98 0 B G, T I e
JE 800 mg/d FIHiZE# 2 2 mg/d, fii PFS 3.6 1
H, #4708 6.4 H, ORR N 5%, DCR N 75%;
B RN AT A7, H PFS R 3k B % B B 5T K

TENE I BTC H3#R ] binimetinib B4 75 PFEAbTE [ b
AR Y 28 IR E AN AR ST, | Bl 5E 2B
1 IR R . 12 BB
2.4 IDH1/2

YEFT IDH1/2 (58 G T7 25 W) 6145 ivosidenib |
IKVPERJE . BAY1436032, IDH 2875 78 B 45 98 1Y % A=
KA 20%, WIETUGA R, % IDH1/2 %
AR 22 WA 5 IE AR 4T, 2019 4F ESMO )5 T
ClarIDHy 58 25 1, X J& — W2 BKBEHL 3 W XUE
5%, R ivosidenib 500 mg/d X b 2 J F36 J7 75 P Aib
VR B ARIR W WE IR T R IS B IDHT 2848 (1 185 4]
ICC B, L2 1 LRy, 54 PFS 2
Mg (2.7 MHE 1.4 4~H, HR=0.37, P<0.001),
ToiF R 6 N H R 32%, 12 A R 22%, DCR
H53%, MR RPSFT i (i d & it e)n
MAAE X F ivosidenib) T35, OS i FH LT 225
4 (HR=0.46, P<0.001), I & BTC ¥ HIETT7
WA BHMESS R0 3 G R B 9E . WFoE R MT, #EXF 17
] 1CC B35 AT I e 3 o 25 W i e 1K 00, SR VDR
JETE & A IDHL/2 2875 (1 i g v B 06 1, ik
Ab, HAE IDH 748 e 1CC B F iy 2 A5 1E
TE k47 (clinical trial information: NCT02428855) .
55 3 Fh IDH1 27558 17 25 BAY 1436032 H B IE 16T 1
S, AL IDHI 8748 B SER o i 3, A dE IR
JEBAFI (NCT02746081)
2.5 FGFR

FGFR2 filvey/ Gy i 2 AR T A AL L, 7
V575, 1CC (%) FGFR Bl &/ 5 i K RN 13% ~ 17% ,
infigratinib (BGJ398) J& —Fl' [T ik i, 2 £k 10
FGFR M EI7), X FGFR 20728 59 g B ) — 5
it R 7% infigratinib VB IT A FGFR2 i 2% 11 e HA
1CC2 W AR5 Y 455 B 7R, ORR b 14. 8%, DCR
H75.4% , Hod FGFR2 flA BEITACE R (ORR X
18.8%, DCR } 83.3%) . A K = {440 % = 0% 1
(72.1%) . %55 (36.1%) . HER (29.5%) Ffi
K (26.2%) ., I infigratinib %f FGFR2 fll & A MEIG
PERRAS e A W3 I RGP o derazantinib ( ARQ 087)
Wiz FGFR #MHI5), 747 BTC ) ORR 4 20. 7%,
DCR 4 82.7%, W {i PFS J35.7 AP 5 —Fpstxt
FGFR 254 TAS-120 7£ 2 HiIlG PRIFSE R4l A 28 B4
FGFR % X fil & 19 Mk ¥R M 1CC Ji 35, ORR b 25%,
DCR 4 78. 6% | pemigatinib J&—Fik#E FGFRI |
FGFR2 1 FGFR3 4l il 7, 2019 4 ESMO L4 T
FIGHT-202 1) 2 JABF 52 45 R, & 1 pemigatinib 57
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146 1912836 (14 Joy i W S0 B8 % 1 B 2870 B 2, 107 46
A FGFR2 Al & sk EHEAY B # ORR 4 35.5%, "1
PFS 4 6.9 4~ H, HAbZEA FGFR2 BUAE () & IR 97
TR, 2019 4F ASCO sty T 76 2 0 A E 1) T AR 25 |
Zput 2a WK AT, 12 G5 FGFR MC7AE 1) e
MR R T, 6 I/ 2, 4 BB FRE, ORR
4 50.0%, DCR 4y 83.3%, " {ii PFS 2} 5.59 1 H;
10 5] FGFR2 & M filt 5 19 SB35 A 3R B 5 (ORR
60.0%, DCR & 100%, " PFS M 12.354H), H
Il pemigatinib X Fb GC —Z&3AY7 FGFR2 TR AR 5
B 3 W EAE#E T H (NCT03656536)  HiAth
FGFR 7], # ARQ-087 (NCT01752920) . derazan-
tinib ( NCT03230318 ) o 7€ #E 17 1 1 A1 2 M1l IR
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