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EEMEMERSERNE S FISHTERELIR
HE IR B ¥4 (CSCO) B M B | RER &
HRESES:R735.5  XEERIREE: A XEHS :1009-0460(2024)08-0797-08
JIHSE S 4 PR (biliary tract carcinoma, BTC ) £ 338 2. MSI B4 AT LB T PCR X & I8 E /Y

THALTE B P A 3% (HAR 28 PR SBT3

TG 2, BTC &ERANFE 2 LGS, W E K&
HE WL, it 70% 19 BTC B3 &R B k], &
FIATEF ARG MNLS, T EIITRREIBIT
H T, AT ERG S 2R 7 = M BTC JRYT 1 —ZedfE

DY ORI, BTC & — 25 i 4 5 T e
g, AN TR &R AL BTC, % AL 5 IR 2

( gallbladder cancer, GBC) | i N IH/& J8 (intrahepatic
cholangiocarcinoma , ICC) FliF 7MMIH 4 Ji# ( extrahepatic
cholangiocarcinoma, ECC) , ¥l 45 5¢ & A 6] B9 7+ 9k
AR, ITARR RS TG T A BN  NGS
R AR AW 55, BTC 143 B2 T3 T AR Se i IR
I R 53 BY B 7373 B ) W i o AR () R 25
TEANIR 4343 B4 %) BTC X 259 () S AN [, A4k
PR ] R B RE IR T AT LA S 3 o AR A A I R T
JEP S A HE S B R KIS R R BTC (9 i
07, LI PR R =7 2 (CSCO) AHGE i & K &
RS SUL RAER RS BTC A AN 5 4712 Wi
LI LML R EINS %

ASEPURKYE GRADE R e AT IR BT i 3P Al
DR B 0 O, RIS S 0 e b AR R
SR JBE 0 DAy i B A — R 2R

1 BTC fEHEBITHEHXREY

1.1 BTC & &7 icEM

.11 &ER T AEAFE M (microsatellite instability
MSI-H)/DNA %5 H 46 52 Bl FE ( deficiency mismatch re-
pair, DMMR)

#£40 1. MSI-H/dMMR 2 &% BTC £ K #Y
LEERRETTIAREENEYREYZ—,
#FBIC BERBHIT MMR i, EZF LRI
MSI-H & F e E & S $I5 (immune check-
point inhibitors, ICIs) BI{EF .

CUEAR G - e EFE S TR B0

NGS panel SR5EM, PCR Z MSI #l§) & 454 ,NGS
RZ o WEFEAEESE CNAS/CLIA/CAP EiNFHISEIE
EFT, BERERAREIERNERIE,

CUEARS « 5 59 5REN)

MSI-H/dMMR J&FEECAE &2 58 H R A st AR 5848 |
TR AN 5 A8 5 38 PR 3l IXCH 4k 550 I 30
FERCIE SR R D) REREAT , i A DNA & il i A o i 3
FEBCI BB, 5 R B 5 & AR BT A
RIS, 7E KEYNOTE-158 #F 5% b, 4345 22
] BTC £ 1E 1Y 233 ] ZAR TR YT R I ) MSI-
H/dMMR R 45 5 0 S AR 85, 48 F i 1)
PREHIRIT J5 % WL 22 % % (objective response rate,
ORR) N 34.3% , W\ JC i Jé A= A7} ] ( progression-
free survival ,PFS) & 4.1 A~ H |, H i B A AFIF ] (o-
verall survival, 0S) 4 23.5 ™~ H ., W45 B s,
BTC f##1Y ORR N 40.9% , FP{ii PFS F1 0S 435N
42243 4

A 3 TR T LU A MST 5% MMR , 43931 4
9% 2H 1k 7 ( Immmunochemistry, IHC ) | £ 5 ¢ 6
PCR T 445 B Wk 1 Fl NGS, THC ¥ l] MMR 25 14
(MLHI ,MSH2 . MSH6 Fll PMS2) & 75 fikt % > J) b
dMMR sl 45 Pt & 2 T8 IE % ( proficient mismatch re-
pair, pMMR ) , T — 5k £ 4> & [ 82 B 4 dMMR,,
THC 5y THES™ 5 E T B AR , 45 R 4%, mT LA
VERBE B THE . B THC 45552 TR R, i
S FEEM MR ZE . 2 B0 PCR B4 Bk
P HAERI M T RALE (5~7 ), 2R IR AN
MST Kl “ 445" . NGS 5 PCR A[E1ET NGS —
M TR LA 21 A TR A5, P Aa
R, I H ONGS Jo 77 1E & 20 M 6 I 285 S A Ry %
WA TETE N T, I R N FH 2L s, B —
TRFSE SR, NGS Kl 29 MSI 45285 PCR 45—
Mk ik 99% , 5 THC A A MMR 45 5 — 2tk ik
93.9%'"
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R, A< 223 HE 72 BTC M % R 217 MMR
IHC & U, X} F dMMR % [& PCR/NGS MSI & illl,
XF B A A MSI-H/dMMR (1 ¥ 35 BTC 3%, #E75
REEAZ ICIs /YT, HEFE MSI KRN NGS HAg7EH
# CNAS/CLIA/CAP ANIER L5 2= it A7 (2%
FEdem ) , HfRF 4 WEIE, 24 PCR Fll NGS 454
AN—FUE 7] LS 2% i g 28 A% £ a7 (tumor mutation
burden, TMB) BefEt |
1.1.2 TMB

$£i0 3. TMB 2l & f LK B R E BT
HEMIRENZz—  BELEVIBRSFEB M BTC 2
FH#H1T TMB &ILIES 1CIs BIER,

(EERA ., EFEER. — )

$#i2 4. TMB @M SFRERE WES, it H AR
e R XX E L& IE B9 NGS panel # AT, 1B cut-off {E
ARG —, BIUSEE=10 mu/MB,

(EHERA ., EEER. —)

TMB J2 i it fib Jeg 32 DR 26 m 2 % [X 4 41 it 5 AR
SEGTE bR, R A 1 58 A8 0] BE T B A g R
PSS B SO TR A 77 A NIRRT ICTs 697 5
U, 7F KEYNOTE-158 #2805 4 vl ¥¥-4 TMB
R E A 102 BIfFE TMB-H IRZS (R X TMB
=10 mut/MB) , #:3Z WA 1 R 2Rk B PTIR 7 /5 19 ORR
4 29% , 1Ml TMB-H B35 1) ORR AT 6%, $K1M,
KEYNOTE-158 fiff5¢ TMB BA % Ff () 63 4] BTC %
G 1 B2 TMB-H, BR i T 2% 504 42 09 3 35 2%
0T AT SR R, NGS Kl MSI 25 A 4+ 1Y
I, TMB-H RJAE Ayl B 484

PR, AU TC IR VI B sl M BTC SR
#EAT TMB A, XF T B2 TMB-H (1) BTC 3%, AT
F I 1CIs RY7 (B R — @ R oA PR
1.1.3  BJFHESET-HLAK 1 ( programmed death ligand
1,PD-L1)

#1i85.PD-L1 2l & ML IKEREIETIT
B EMIREY Z —,BTC BE R EEi#1T PD-LI
B, IEARALL PD-LI RIZEEARBEBTRE
&3,

(EBRA AR, EEER . — )

$#£18 6. PD-L1 FiEid 1HC ¥, I K% B
CPS,TPS 8 TAP, ¥ X% —FriE,

(IEHBZLS . b EFER . —#]&)

PD-L1 2P EFET- 324K 1 ( programmed death
1,PD-1) WECA, 7ERZ AR 4, PD-L1 FHME
0 e gga B 2 B A W] RE M ICTs VAT TP 3k 4R . 1E BTC
H Ll CPS = 1% 8 A BHE, W) PD-L1 FHPE 2R 24

K 45% ~65% . TEMATAIBRELHT AN A JC BT
I A5 b, PD-L1 BAPE R BTC % ORR I PFS
A U RS R R R A R

R, AN LR 7 BTC B Al % € PD-L1 ¥
W Ve SRR ICTs JRIT IS H e b5, (A L HEX —
BB AR,

1.2 BTC M fE¥e@ a7 irEy
1.2.1 WA 4 A K B 32 K 2 (fibroblast growth
factor receptor 2,FGFR2)

#iR 7.FGFR2 gt &/ EHi 2 ICC WEZLEWiR
B, HEE ICC REEMEN FCFR2 TR, B H#A
GBC #1 ECC AIEEHN, MERTEELREEA
FGFR M%7 ( FGFR inhibitor, FGFRi) , ¥% FGFR
HthRTHEE LR UEFER FGFRI,

(EEEA . 5, EFEER EE)

#i8 8: FGFR # il 77 i% €48 FISH, RT-PCR,
DNA-NGS.RNA-NGS %, RNA-NGS #& il gt &/ Z= HE
BB MRS, T DNA-NGS 8t [E) B # H B fh 2 5
TR, EVEREBRARN,

(EEERA . 5, EEFEER B

FGFR 3 %2 5 e 40 i i 36 58 o4k A2 28
A R TR &I FGFR JL P14 Jefafk
Syfn EHE AR D KR A R R R T
ICC 34, FGFR2 fil &/ HE &k 4 R K 13% ~
17%"9 | iR R T 2022 4F 4 3K EE %2
fi B 45 B JR) ( National Medical Products Administra-
tion, NMPA ) #it i, | T £33 77 FGFR2 fil & ol &
HE 0 B 11 27 % 1k RO T TR DD B 1 IR A N R
Ho EEEMN NS (Food and Drug Ad-
ministration, FDA ) EL L # 2 Fh FGFRi, £ $§ il K &
J& . Erdafitinib 1 Futibatinib, J T 787 #45 FGFR2
filG/EHER) BTC B3, X Le2i W R B 4F 194t
JibRE A, AnR oK B JE IR YT SR ORR R 35.5%, i
0S & 21.1 4> A", Futibatinib & J7 J5 ORR K
41.7% %3 PFS 24 9.0 A , i 0S i5 5] 21.7 4~
A, Erdafitinib 3975 ORR 4 50% , i PFS Xy
5.6 1 H . WA H /R, 5T FGFR KA /@l & /Y
R s PFS 363 12.35 A~ A1 ik e
1 Futibatinib —£&3477 FY TIL 116 PRAFFSE FIGHT-302
1 FOENIX-CCA3 IE7E#17, M4k, Derazantinib il
Debio-1347 7£ BTC -1 IR 5% v o b 30 A 4y
P R

FGFRi 6YT I i 245 228 &, Z A BilHE B
7, Infigratinib FRISFENN 25 09 )7 K 4 FGFR2 SGZ5 14
WA LM S5 A FGFR Fil mTOR
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Pk AT S M A 25, A RFSTIAH Futi-
batinib X} Tp53 ILZAFFFFRCH4E , LA, X FGFR2
p.H167_N173 Bk AR R 1CC 52 K FGFRi
BT R T RAFAIROCR | S22 st i) i 28 4>
AP, 2023 4F ASCO-GI 8 i — 01 11 311l FRAFF 52
7%, FGFRi Tinengotinib AJ LA 78 AR BE 1F FGFRi
BTG P B AR A e AR

TRl A/ EHEARHER THC K, ] 3 7 a4y
#%& FISH, RT-PCR. DNA-NGS F1 RNA-NGS, H
FISH A Ry “ & hnifE” . {H FISH Joik i & 1A
FE, BN B3R SR A, X AR B AU A5 R (e
o A5 Y 15 57 L AN B H AL I R Rk,
RT-PCR #/E i P, (0 LA 20 51, 7] g
FELEMRBIME . NGS Jr ik HAT il it i e, ml iR )
Rl PEARBE DR K Rl G B i, R DU R 2 A ) AR HE A%
M2 B A] 3 — 2543 4 DNA-NGS #il RNA-NGS, i1
il SR Al A T SR R AE 7 DNA N & 1 IX3, 32
& H BRR IR, BN DNA )2 1RG0 75 35 ]
Al e A BB BRI , T RNA WS AZ R, — 37
EF X} 1CC FGFR2 fil &/ 2 HE (4 A 5% 2 B, 7€ DNA-
NGS FeAfi [ finil RNA-NGS, Al 42 7 FGFR2 fil &/ &
HEROA 2 B AN A SR RS LR,
DNA 7K ARG E] ) 3 R 5/ EHHE T RE R 23513k
il BN By F2 3k , ik DNA-NGS 38 % %l L) RNA-NGS
JInCASIE

P, AR A FGFR I 88 , & K et 1CC
JEELRGIN B 8 5 R R4 52 FGFRI IRYT . Rl gy
T e NGS K, Jo H o RNA-NGS, 1esh, it )5
FE BTG AS , RN 8 ] REHS B - FR I 25 2248
1.2.2 S EBRICEBE 1 (isocitrate dehydrogenase
1,IDH1)

#i09.IDHI RETE ICC NEZEWIHREY,
WEAAYIR/EBME ICC BEREEREN IDHI
R, BH GBC/ECC AIEEKN, PAEEEET
T ER IDH1 MHEFIETT,

(IEHERS . B, EFER . ER)

HiH 10; B A K A — 4 Sanger/PCR & illl;
NGS AT U{EH IDH] TR FER

(IEREH ., EEFZER . —K)

IDH 2 4 i 35 28 8 A v o AN AT 2D Y il 28
AR 25 W) A1 3 AR R O A5 AR B, IDH % AL §E
IDH1 ,IDH2 1 IDH3 = 53 47468 18 18 S 7 ) T it .
AR 40 ff b IDH S 2L 28 R v a5 o8 IDHIME?
(R132) , IDH2"' ( R172) B{ IDH2"** (R140) .
IDH1 F1 IDH2 2848 J2 A1 B HE % (14, 1R 2> [R] B & A=

H R & B0 IDH3 287824 TDH 41l 50 38 iV
T 4 AL Y IDH 28728 57 55, (44 P9 SO 1G5
R-2-FRI R (2-HG ) 18/0 , N5 5 20 A 1 2 W 3
b, IE B0 e 2 e (3R, . TDH 30 461 700 AR 8 1
FHHEE 543 IDHT 41 il 57, IDH2 41 i 57 A1 IDH1/
IDH2 P =F'>', IDHI 22725 1E BTC Ay 22748
BR A 16% ~36% , Hodp 8 1CC H o iy, 6 T TR A
TR E & GBC Hg >0l | ClarlDHy 5%
7, IDH1 #1135 3E AR JE A (Ivosidenib ) E 3 o 35
TDH1 FE R 278 (A4S Ji f & 1 PRSI 2021 4F 8
H 2 FDA #tife 3R e A 1 F R 22 id3h 7 AL
P57 IDH Fk P98 A8 1) oy 350 e 10 8 e % 1 MR A5 o
NEEHEDT ) AR SR AR ORR I 48 il 2 43 51
H12.4%F11 50.8% 7 | T & 5 R IA PR FaE AN
SERPIREAR/N, BRFEIRGE T 2 B IDHIM Y A8 55
PERRAE 88 & 42 % AR e A iR 7 I B b
JE, 1Pl A T Ak kM IDH2 2878, 55 1 Bl
T PR T 4k & M IDH1P7N 5748 i 26 5 A8 wof AR
JeARIEE A LA K 2-HG B P= A4 B 25 m, (BT
BT e 2-HG FFAE 2 s 4 A v % 1k 1 g
oM, CARJEAIGYY IDHL 2878 AR | &k
T 24 I b I8 496 SR A5t 2-HG | J3 51 48 FH H A IDH. 31
7R A4 S v R AR A i 24 ) S s>

ctDNA 3 At 246 I IDH 28 7% i) — Foh 8 7 7]
T, B4R ctDNA A8 S5 457 JE R AR (R 3
B EREA L AT AR R K (3.6 N s 1.5
A~H,P=0.008) , ctDNA [ 3h 78 60T L5 1 BRI
TR0 v B AR ARG IO, 46 By S Wy 7 5 i 24
1.2.3 AEBFRAKHEFZIK2 (human epidermal
growth factor receptor-2, HER-2)

130 11:HER-2 BFiLE BTC WEEEWIRE
W, LH7E GBC/ECC H, #%F BTC B2EE M IHC
¥ HER-2, GBC/ECC EfL5E#ETE, HER-2 A%
BEFUEEE—LIBTT RN HER-2 847,

(IEBZER A . Fh ,?Eﬁ%ﬁ .58 %)

#HiR 12; HER-2 1 i R —4n i, B T
IHC 2 X BE/ABERAERN HER2 EAT R
3£ ,HER-2++# 1Y FISH B NGS,

(EEHRA ., EEER . —)

HER-2/ERBB2 &% 2 A4 K B FZ R R iy
— 5, B 50045 BTC 7E N 2R aE 1) &4k R g,
HER-2 i3 F A 7716 T3 20% 9 GBC DL &# T 10%
) ECC ™1, 1CC 8 R/ W, 78 M Z 2Rk B yi ik & 1k
7 RABEJE (Neratinib ) FLZGVAYT HiliE e k&1
7 FHRR M HER-2 ¥R 254 A 5% b, B IR A i 1R
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FH RN, MyPathway #F58 AZH T 39 4] HER-2
FHYE BTC 23, 3LF THC (HER-2 +++4¢(a) | o
IR A28 B I A8 )RV %38 (HER-2: CEP17 >2.0
5 HER-2 ¥ D1 $0>6.0) , o NGS ( HER-2 % Il %34
#5) ,Hr 33 i HER-2 ¥ 34 H & NGS A& (&
It/ A4 TF FISH Kl ) |, Al FH b 22 2k sphe ik & it 22
BRI, 39 BB E P 9 Bl TE ZZ R, ORR 2N 23%
SUMMIT 55 A40 T 9 1] HER-2 2875 i iH 45 Jea HR
H RIS 6T 5, ORR N 22.2%, # 4k,
HERB #F 5% 2 — 3 11 ] BE 2 ho by, AT
22 il HER-2 FH¥E BTC 3%, i ] DS-8201 /&, 8
5515 22 /%, ORR M 36.4%

1.2.4  FL2S PRJR8 U8 ol 1 B 1 B0 TR R B (Voraf
murine sarcoma viral oncogene homolog B, BRAF)

#3513 BRAF'" 3235 4 BTC BITRIT#E =, ¥
FiEMEER RN HEBEEH BRAF 897,

(MEHBRA . P, EFER EZ)

Hi0 14, B WE MK A — K Sanger, PCR #& 7
BRAFY" =% 7£ B & CNAS ZAiE B ML #4T NGS
i,

(IERBES . &, EFEER . EE)

BRAF 1N 22 Z 1R/ 93 Z R & Ve, &R Ak
KA F 221K (epidermal growth factor receptor, EGFR)
A1 22 S8 AR F B ( mitogen-activated protein
kinase , MAPK) i H I B 212 535 | 52 Wi 41 O 14 51
SMAEEE . BRAF FE[H VO0OE %75 32 BRAF 4 Ji /i
POEFI S8 B MAPK (5516 %, B4 T 3% ~ 7% H
B, LA ICC 2050 11 W 2l ROAR X
FSEGIA 43 1] BRAF*" 5 AR B AE 452 32 1 VA 7 1) e
HANRAE e 5, BRAF | 5135 $7 3 JE ( Dabrafenib )
22 2 3% Ak AR O ( MEK) 0 4 50 il 56 = e
( Trametinib ) B &8 77 ORR N 51% , H i PFS Jy
9 AH oz 0S ik 14 A~ HPY S 55— I TAPUR
WA B AN 4E 52 9E JE ( Vemurafenib ) BE 555
F.#; JE. ( Cobimetinib ) 7£ BRAFY®" VR 5 71 it 441 512
P9 B TR RICR  FEh gAY 2 ] BTC 3%
BpRAs g
1.2.5 Ras

#£i0 15;Ras WM AW A B AN AL E K-
Ras GI12C WM ZG¥ ik iit, EHF ZRIEABITIEEF
Z—%
( iIE?EéJb':'J H ':F' ,ﬁﬁ%ﬁ_ﬂﬁ)

HiR 16;: B A FZH B BTC £ E 1T K-Ras
G12C TR, "ATE A PCR = NGS Fi&,
(IEHERS ., EFER. —#)

Ras F R F 145 H-Ras [ K-Ras A1 N-Ras, /&£
B R IR S B R, HE 15% ~25% R4S i
tha] W K-Ras #0G 9€78 . H AT K-Ras G12C A 3£
[ FDA k7 (% 3 il 75 ——2R $E 50 95 47 ( Sotorasib )
FABAT A% R PG A ( Adagrasib ) | {H IS 28 A8 76 A4S
FEPALE 197, 1/ 0 KRYSTAL-1 {46 353
#i K-Ras G12C il 570 Bl 3 & 08 A 1) 28 4 M A
Jigeg i P SR A 42 R A A dE 8 4] i D I
R . TENRAE R D BTk A HLPE AR Y ORR
H 50% , i 98 45 ) 3R R 100% . 55— Fp K-Ras
G12C Z75 19 11 R4 il 761 2% FC 4 P4 A 6 B 108 R A5 9a
TRYT R A I R B SCHRE 1 G 3 IR A5 8RR
TR Ras 2272, Gl 548 H 3 I AAE G IR RIS
1.2.6 DNA $i{its & & ( DNA damage repair,
DDR) {5 538 #%

#i2 17.BTC BEWREFE DDR TR, #5312
[&) 5 E 4 & & 2 B ( homologous recombination defi-
ciency, HRD) , AT BEF R X $AR U EMARIREHZ
BERAZTERE S EEHDFIF ( poly ADP-ribose polymerase
inhibitor, PARPi) BB, #FF BRCAL/2 HRR
TEEHERMARLST, FHHE PARPi /EAIELTT
wEZ—,

(IEHERS AR, EHFER. — )

#i0 18;#FF BIC 2EKT HR BRERERT
5%,HRD Score EFBENAME,EBFIEHE
AR,

(R AR, HHFER . —K)

2 25% 1) BTC B3 A 7EHEFE ) DDR &k
KRR Tps3 A H WL DDR AH G 3 [N AL 45
BRCA1/2. PARP, ATM. ATR. BAPI, ARIDIA
RAD51 \MLH1 PALB2 .PTEN [FANC .NBN EMSY #il
MRE11 %P H fr ATM (5%) #1 BRCA1/2
(4.8%) FXF# WS BTC o', BRCA1/2 A4y
H 1% ~T%" | Tfii BRCA2 2878 8% UL T GBC |

—IR YN A 1292 BIFEA 1 53, 3. 6% £E 1E
BRCA %875 ( BRCA1: 0.6% ,BRCA2: 3%) ,BRCA &
REBETMARZEA, H BRCA €455 MSI-H/
dMMR F1 &5 TMB A XM /NEEA (18 i 47 1E
BRCA1/2 5878 ) stk 43 B & 81, 5 1911 W R 52 72
13 6 R R R 548, 13 Bl 2 28R 97, 4 Bl =
PARPi J&97, /1T 1 F By 7 0S 2k 40.3 A,
/I R Ry 25 A Y TR At 288 780 fie e AR 4L
M2 , f-7E BRCA1/2 2878 IR st S X E 25 25
TRF U . A77E BRCAL/2 2878 1 R4 8 (LA
R B9 B 12 38 H L Z2 B PARPY fA7E k25, HAT
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C PR T LT BE PR A 98 ¥R R PARPi 7E BRCA1/2
A W RAEE R PR, LM PARPI 5 ICTs Bk
HI6YT T IR A A R

1.2.7  HAethFWIEH

338 19 NTRK/NRGI/RET @ & RT, B T
BTC ERRE, REMEBER F<1%, Bl KR %A

BITTHEE, EEAEEERBEFEHENER
HYATT

(MEHRBRA . EFER . EE)

10 20. ¥ A & B FE IHC, FISH, RT-PCR,
NGS &, EEHIE NGS, Il — X HERUESIFER
2R3, HERF RNA-NGS 5 DNA-NGS BE& i,

(MEHRBRA . EFER EE)

PRZE B S I B R A2 R U 5L A ( neurotrophic
tyrosine receptor kinase , NTRK) Fi4 NTRKI NTRK2.
NTRK3 %} 4ifih TRKA . TRKB . TRKC , Hirf 2z —%& 2k Fl
BOASTE BIC iR <19 BIE 40, % & 5
AR 5 80 55 oA O, 00 120 HE o5 mT o £ 5 B
WA RS , A BRI DR S5 B rh 2R 47 A L 09 431 /K7
K, 0% Je J&—Fh iR TRK A/B/C A 410 il
F 76 NTRK fil& 2878 (0 17 AN Ah« i 17 i 56
TR BRI eI /1 MR T 55
B85, ORR N 76% , Horp 43 4% 2 4] BTC 3%, &
BRI 1~ 2 QR AT R kR, Bl e 2
F—F R TRK A/B/C #15), [ RELE 54 4] 5244
JE) 57 IR AR 57% 19 ORR, Hih U4 7%
) CR, K25 g A 1| ] BTC g™ WA
il 71 ¥ 45 2] 3% FDA F1 ( European Medicines
Agency , EMA) B9HE#E, T NTRK @l A BH M 79 52 {4
Jo | S [ [ 57 25 B 88 RE P 4% ( National Comprehensive
Cancer Network ,NCCN) 85 Fil CSCO 45 m 7RME T 4#H
N HELE

RET @il & JRUR R RET 2 fish 5 JI55 1% 420 1R ik
fitf 32 44, TEA 28 2R 40 RV IR 19 R IG5 v ke A B
FH . RET @iltG 22 WL 3E /)N 40 i fili 93 Fn FR BRI 98 , 7
BTC K ERA N 19 R, PR 0 IR %E
PE RET #1006 50 78 S 44 b 988 b S 7 R A7 (0 28 45
. /11 ARROW (NCT03037385) k56 A2H T 29
1) RET il BHAE #4529 B3, Pralsetinib ( BLU-
667) VE R 2 —, ORR N 57% , 31 H. 91% i
HRILEE R i 1R 45, i oA dE 23 1] BTCH
Selpercatinib (LOX0-292) /&5 —#f RET il , 7¢
45 FISE AR Iy« 57 88 b (4245 2 9] BTC) ,ORR
g 43.9% , Horp 445 1 5] BTC'™* | 2022 429 A, 3%
FDA AL HE Selpercatinib F T Jay il i sl s 7%

PE RET fil A BHPE S48 (0 35 B IE

NRG1 @la BB A NRG1 @l A0 X 200
FESCURIR R G & A R 2 0.2% , W] LI 3 ERBB2/
ERBB3 {5538 % 5 I3, J& Ve A IR 7 #0
2020 & 7 A, [E FDA #2F Zenorcutuzumab JJLZ5
Hi 7, FF NRG1 fitA i B B 1936 97" . NRG1
AlATE BTC T AIAS HE N 0.52% , F1 S 700 (4 1fs
PRI I R i 9 3

2 TR BTC #5418 IR A

Hi021. FZEER S AR FRRETIEIT BTC B
HEEEMRTEERESN—HE, EHREKRR
WA RBHE, AT EEER & CNAS/CLIA/CAP ik
ERIHLAETT NGS A iE# , B ctDNA/CfDNA %,

(IEHERS ., EFER. — )

WA Kz AN ARG B v 4% 248 Jf st 4% 9 53 ok
R 52, =LA FEIE PR IR 4 (CTC) G FF iR
DNA (ctDNA) 7B DNA (cfDNA) .microRNA Fl14}
WMASE, BER 2016 AEEEA CTC T BTC 15 A4
TN E T P A R, S BRI R R RS
FEAH . JEAESR  BE T ctDNA Fl ofDNA AR BTC ¥
PRIE R AR s RV 7, 76 BTC TS P74
TRYT AT AR I Ay T R VR

T8, 76 BTC ARG 4G5 4 2076 6 vHh 3 R A 57
TR R E M. Etrich 2552 K500 24 5 045
FE BB DNA, & B AL 20 AR T & %R
74% ,ICC F545 F W E (92%) ., Kinugasa %515 #5:1)
30 1] GBC K& M 2L 2RI ctDNA (1) 49 >
FEFEH |, 87.5% B H T 5 42U R AR A R , $2m
JEI ctDNA J2 78 (RS I XF 52, Chen 25 46
154 {5 BTC 55 ctDNA H1iy 150 S 5E [, & 2 40
53K ctDNA w3 F A8 5 22 R AN K, Okamura
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