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[ Abstract ]

foundation for personalized treatment of ICC. Accurate detection methods are clinically significant for comprehensively screening

Intrahepatic cholangiocarcinoma (ICC) is a highly heterogeneous tumor, and molecular profiling serves as the

patients suitable for targeted therapies. This consensus is based on clinical practice data from both domestic and international sources,
tailored to the Chinese context, and focuses on key targets for ICC. We present 15 recommendations aimed at guiding the precision
detection of ICC.
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SRIE T ICC K, /INIRAE o AR AN [ g 3 AU 11 PR
TG AN T80 B 225 0 SR, YA 7EH AR
200y AT AE— 2L R B . B2 I R 5 A Pk
K, X ICC REHERIN 75 R @omia ], 2023 4
12 H, CACA ¥ %k 2 51 2 9k P 2= 41 Al
CACA e 95 B %l 2% 53 23 T WV B2 20 Wl T
R4, BT CF PR s R & 2 3ER
(2024 fi2) ) (LUFRIRAILR ) | FfRAEsb R
BRRSHFATH AL AR AN L REIT

PEAT o AR ILIRAE B N A B 15 R R A A L
S b R AN ICC ARG HEIRIT AR gY, dE—25
FLYL AR 5 1CC RFMM AT 5 . NEME A,
9 ICC MRS TR 2 T 15 W3 AR L1
(F£1), UMMLIGREN . RHEENR . 45 Fi2W
NS % AN E A [ bR S B8 pE TS B W
S M (PREPARE-2024CN775) , IHAKE
GRADE RS il o s vl , i 4% 2 e 4
TESR AR (R 2) .

F1 BAEEE (ICC) HAEKRNERKLIAES

Jin) 15 B WA
ICCHFHEYIREY WEAFICCHE | FRRLEAR AT VIR AR ICC R AT T, Tidea)ess AT SRS
I A B
ICCHrFAYitrEY
Rl RN E DS iRl WREN
FGFR2 FGFR2FIA/EHERICCH EE A WfREY), RIFICCERY . HilE/MAERICCHRE R
TTFGFR2ZESFAGM (QUfERlA . 2878, P8 ) MYEZIGIRE L ; R FGFR2AL G/
TEHATRNA-NGSKE, MIDNA-NGSHEIRIHAS H 2878 ey 3, A5 B2 2 1A RG ;
ANGSAT] J2, Hit# X FGFR2A & /B HEAT Wi 2 ER B FISHAR I ; FGFR2MT R4 H)
BE, PSS REREE AT G — A, S RALK-FISHIY A R

IDH1 IDHI R RICCH EE EWArEY, MIFICCHRE | B2/ EERMICCEFZT BiftE
IDH 1 S ARG 0 T B R B X HEAEEPENGSE:, AT [RINHE: s 2 AKX (O IDH 1 2848
{75, ANGSAA] J, AR FHSanger:, HREBIEAIR.

BRAF V600E WEAFICCHRZEITBRAFE AT ; a7 K FHRT-PCREENGSE ; AIEFEIHCXIBRAF MR
V600E (HEFF T2 VEL, Roche/A )72

HER2 HAFICCRFATHER2R B/ 1A . HER2ZFRIAFRAHCHE MUAGT ; HER2Y MR iifids
FANGS=XFISH. FISHRIHCHBLHLZ 5—Fbnifk, HitES% B/ ZLIEmnE, THC2+4
I FISHEYNGSHKIIE

NTRK HEFICCH A TNTRKIEHI B AR ;. pan-TRK IHCH] LIVERWIFi e, WAL ILHEG  sRifErs
W, HEFDNA-NGSANTRKE H @A W E 2 Bkl , RNA-NGSTEINTRKALG 2
RGN 4 B AN T T-BE, A 4FERNA-NGS 5DNA-NGSEEA K

RET WEAFICCHREITRETREIA KN ; HEFFRNA-NGSKIMRETRE G, A 4FHRNANGSS  iifErs

DNA-NGSE(A, Al 2 2 AR R T oK NGS5 A A &, #EFERT-PCR (B
& ) BRFISHAEI ; FISHHEEHEE S BALK-FISH [ H] SEdRifE

KRAS HEFICCH FEITKRASEE 2825463 3 Sanger/PCR 1] LA FEIGRAIIKRAS GI2CH52E  sifisy
ALK TR s AR i, BUGEPENGS IS BN E B AIVKRASZE RE E

MMR/MSI
[HCE{PCREELEIIF
NRG 1445 H R

WA ICCHREHITMMR/MSIFEIN , K 7 ZHEFAIHCHMPCR, RFINGSKML R B SR

ST 1) 25 B TT Rk R SRR AR SEORE A I B D 3 ARG SR PRI AT A BE AT i dfE A

ICCHARIAMIEIN . MG NG IEFGFR2F G AFICCHE 200 T A WIbR G . KR AL FENRG 1Rl
. PTENFGABURAFEERE A, IR, DMESY HER B2 Sim R rpl 2 .

FEAR 4%

IEFFAEREDIRTIN T, - phy oo B A o 20 BRI P AR AS HEA T MR A M 5 i B (=501 aidfiedy

RN ) o X T IICCTRARREAS, —UMEUN R B2 IR 2 o T2 W G pr A i

DA o S PR RS I 4 i 2 36

R IR LG AR AR AT I U AG I s ORRIR UL S L R bR AR, R AN SRR
SERRAS s LA FARAR AR T] K, 7] 2% JEAE SRS CAP/PQCC/EMQNAE BT BiA
UE MU AT I A T RS S 5 DRIASE I A 78 T B

RS A 5 IR M D AR AR AR — B, HEFEAE IR IR TCIE AT, AT A2 kA7 3k

A

SR AEY
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B ZL HeAEGL5
RS mg e Ak BURIEPR A | bR . B S . SFErT N, AR ASERE, & mifEE

PRGBS KX MR BUA R, iR p—ir By s A R T2

Wil & 7] B T BOREACHGHFE MR I, 7T (i 538 NG SE AR R IHHEUI A 5 9 HE S A5 B

WAL ] 225 5 H AN o

B ) 2593697 IG5 TR 2 sk o R INICC R, AT IR el VR TG, JREE XA iRt

R AHERZ 73 T RES R TR 58, SR FINGS KRN — Ak SR Rl N AL 55
B RGPS TR IR A 250107 7 Sk

ICC: WNJEA G ; FGFR2: MAT4idufud KIHT32{K2; NGS: F—fRilliF; FISH: 29 0E7238; IDHL: A7
BRI S ; BRAF: RISAMIEI MR EEUERHEFEWABL; RT-PCR: REFFR-BAMERN ; THC: FREHLfbE;
HER2: NEFARKEFZAK2; NTRK: MEEFRFETZ ALK AN ; RET: RETHMIEERE ; KRAS: RPN
K; MMR/MSI: $5ECBRE/MMTEATRENE; NRG1: M HEMA1; PTEN: BiREG-5K IEAFRTEY; CAP: EEHHIE
RS PQCC: HEZRHIFEE.O; EMON: BRI FRE W BB .

®2 SHHTE. SIERITEMEERER

R E DR

TiH ES
e T

5 AL, WEEHITHSYE

i XA A

{18 XA BR

Wfik XPEAE LT Toitd?
A7 SR EE I 2%

i AL R R LIPS RS NS Rl

555 H BN 5 BOICIE i e I TEAE 1

R BEA

1 SFEYREDRNLEE

o 1 BN P AR s, TCC 3R Bl s 5
SR R IR A AE B 22 5, ICC R Inlj 3
W HVAE 4 4R AE E B BB AR 40%~
50% K ICC fEAEd e TS, I HEMAME
A LRGN T ICC MG PR AT . 3
T L LA Y12 8 A2 Wi 7 i FoundationOne
CDx il MSK-IMPACT B %% 3¢ [# FDA ity F T4
M ELFE ICC 78 N 1 22 B SRR A SC I B R Bk
AR, A BT AR EARYT S R R 1CC B
e ) 25 E BLUE . XF ICC /A, RN TT
VIBR/A R R ICC BT S , AR
KA Bh o MARAIRY T T &

BEXRNL1 BEICCEE. BHETTYT
W/EBWICC BFHTH) FHRN, fMkKHE AR
GEERA: &, #EZA: & .

2 SFEYHRTYRNEIE K%

21 mAdemis A2 KA T 242 (fibroblast
growth factor receptor 2, FGFR2) FGFR Z&—2§
AR AR W, %5 FGFR1, FGFR2,
FGFR3 Hll FGFR4, 1 A& rh 2 i L g
B geAr | SENRLA BEMIE . FGFR 78 Z R
FEHIA KM, 4 Fh FGFR 16 AR 4L 431 2%
SRk, Hirp FGFR2 EHE AL A 4 b ol s
s, HIUPHRELE ICC, LI/NBGSHE R £
i ICC %5 FGFR2 Al A & 4E% 6.6%~20% ",
ICC 1Yy FGFR2 fill & Wr s 2000 T HEE 17~19 5
T2, AT FGFR2 A Bk SRR 25+
", HETHRIE B FGFR2 GG AR £ 35 140
AN, Mo BICCT A WAyl A f a3,

% [E FDA 11 [E NMPA 43 %1F 2020 4F 4 A
17 HA1 2022453 A 29 H, M KER
( Pemigatinib ) FIFiRY7#547 FGFR2 fil & ol S HF
MZRLIRITIY . AT UIBR A | S5 RS RN o
B . NCON B 6 g ™ B o Tl PR e 2 45
( Chinese Society of Clinical Oncology, CSCO ) fH
WP IR 2T AR B I R EOK B R AR
FGFR2 3 K il 5 ol HEAR A5 9 FR 5 1) 43R 97 -
F£F FOENIX-CCA2 Z55£™, (5 FDA Htifefa
#J¢ (Futibatinib ) J] TFE4A FGFR2 K& /5
Hefg . SERTAIT A . AT UIBREY . SRR e uk
EeRgME 1CC .

F% T FGFR2 &, ICC " FGFR2 K A8
S, ALFRFERZRAL | P K A A2 A S A P i
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&, [AIRERT LS 30 FGFR 5538 BE0E , i f
5 X e B[R] AR S 1) £ A FGFR IR
s, FGFR2 #RASME 2848 J: FGFR 14 771 4%
RN 2 —"" PRI RIS, R % Xt
L B ATEER P DNA #EATFEH, LARGE I
pe N TR VI = 177 vk = S W | <
FGFR2 il 31

FGFR2 fil & il i) 5 O W A5 98 e 5 44
22 ( fluorescence in situ hybridization, FISH),
DNA-NGS il RNA-NGS"*"™"", FGFR2-FISH #5 il
FE R #Er . FISH 5 DNA-NGS #4235 F
DNA JZTH, K TG w a2 A
Al RINMAELS RNA, SEUBAME. t4h, FISH
ToEFRIEB SR, Jf AT B 25t T R 2 A J 1y
RN EHE, B URBATE. 1 RNA-NGS A~
ILRERSIFN RNA Wi, B 20sal 4, i s
Fminra, Wik, #EFEX FGFR2 @A /E HAT
RNA-NGS il . JEHAE FISH 45 R 2 115 i
T, #i4T RNA-NGS #f—# 5 iFE ., DNA-NGS
1 RNA-NGS %t FGFR2 fili &/ 5 HEAR I Y — 20k
798%™, YT DNA-NGS fE[7] i XF 224~ fifr e #
KRILR W IEAE | P3| G K TR RS G AT
RN, AT ST SRR ARG I A, PR A
J3 ] DNA-NGS Il RNA-NGS #A7# . %7 NGS
ANW] K, AT FGFR2 Wi 448547 FISH kil . 1
FGFR2 #2411k~ (immunohistochemistry,
IHC ) ¥l 5 NGS F1 FISH AR 45 5B — Sk A
B, WOR E#EIAE NGS 5 FISH 2 B {8 i 4 14
(clone D4L2V, CST 23w ) #47 IHC 43#r . By
fJei N B2 ( European Society for Medical
Oncology, ESMO) 515 " HEFEXT B0 AR 4 kA7
i 2 LR B NGS il , Horh FGFR2 Rl
[ b IEHAR R CSCO MHIEEM: MR 2T 48 ra
TEXT ICC #£4T FGFR2 filtfy FISH Wy 25 Ao il 5
NGS ( gtz ) s

FGFR2 Wi R4 F 2 H 2 5 B H B IX.
BN R T 59 50~100 MR A0, 754584k
FEH BYRTHE T, FGFR2 WA 4L 44 Rl FE K T
VRS HAMN Wi P o PSS R A

{EIE R A G —F ek, HETAT 2 M ALK-FISH
MRIEEARE: (1) “WrdBHME" 40M0% 540
P AN b = 15%, B2 mBEYE; (2)  “Br
SEBRE" 4 S TR R AR R L I I
FE (10%~15%) , F¥ RIHEChHMoase . 75
BRRBRIEOL: B LD B RS SRR
RUE S, T THB R R B R, FIWEE 2R
T DX T oy 7 5 DX B3 B4 30T DX B T A i A R AT 3
o, WEERAE, S% ER (1) . (2)
SORFNEL; B s A B PE . FGFR2 £ T
10q26.13, FlG KL ARZ , FISH WiadiR e i
WA FE B BRI S A0 (—B/NT 3 Mb JHEX.
SRR S ) o Hbln, 4hF 8pl11.23 X ELAY
FGFR1:TACC1 filt G ( Wi AHEE 360 kb) , &b T
4p16.3 IX Bt ) FGFR3::TACC3 Fil & ( Wi AHEE 70
kb) , FISH AT RERIA S, 200 HAth I i 24 4
FEHGAIE . FGFR1/2/3FE A7 ST RE & K-
W, SRS AR R

#EHERN2 FGFR2 @4/ EHAICCHEE

EYIrEY, mEICCEH. FAAZPEEA
ICC 8#4T FGFR2 X R lll (B#ERE. XK.
) WEEIEKREN; #%FX FGFR2 @4/
E # 4T RNA-NGS #, T DNA-NGS & [F &t £
HREERY H, ALERZEHRAKLIN; £ NGS T
¥ K., % % FGFR2 B4/ = H AT W7 2 R 4t FISH
#-ll; FGFR2 Wi S 4541 #1132, FEMZ REWEL
KH G — AT, %S B ALK-FISH ¥ #] i
g GEERA: &, #2585 8 .
22 JHATHRBRBLEEE 1 (isocitrate dehydrogenase
1,IDH1 )  IDH J& =R FRAE H 40 B ip e iy 0 75
Bt , T Ak S A A R A IR - T R R
IDH1 845 5 2R i kAL . RIRFEDIMI, T8
JIESE S b v, IDH1 28748 F % k4 T 1cC™,
Je HOR/MNEA R 1CC™ . HhE ICC B IDH1 R4S
RN 4.9%~20% ",

AR Je A (Tvosidenib ) &—FPr X} IDHT %€
AR NG F AR R, F 2021 ARk R E
FDA #itifE, M TREAEIGYT R MY IDH1 5872 1 1
R E IS R, JF T 2023 4E5RAG R
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ZimE Ry (EMA) it HEr, XRJemcwk
A NCCN, CSCO SFZTiEr , J e InE e
(37 B AP 7. 36 FDA CHbMESE T
NGS ¥ 5 HJ Oncomine Dx Target Test ( Thermo
Fisher Scientific ) fE BRI . AE /N 4H B i s
( non-small cell lung cancer, NSCLC ) F1H R i
BFE AT AR IE AT FH 25 B FEREZ BT
ICC 1y IDH1 RAEW K ZAixi, FZEH
FE 132 7, HoPiew Wiy R132C777
IDH 1 5872 A A6 I J7 ok A 936 B B 53¢ - SR 45 Tl 5 S
( reverse transcription-polymerase chain reaction,
RT-PCR) . Sanger il J¥ fl NGS, Hr, RT-
PCR F 46 R 8% & T Sanger W5 "', RT-
PCR 36 132 O, WPRBFSE "R B, 45145
it IDH1 7 H) ICC &L LR e Mmityr)a, i
Tk & PER IDHI i 25587 (4N D279N ) B0
P IDH2 2878 (40 R172K) iR B 251, i
BEXF IDH1 5872 9 HAM G 7 5 W 1] 5 [ i Ffrifsf 24
P, NGS Fl Sanger il [ 5%} T & BiX £6 K H1 A 2848
i BAEEZE ., B, faithy IDHI
IHC $iifk (FEfES HO9 ) F 4T R132H R7Z,
TP R132C, ik, THC 7E ICC HAf
IDH1 ZEA5 AR (AT BR ™
¥HERN3 IDHI X 2 ICC &= E £ #7

XY, BREICC B#. KAZNEERICC B#
fTIDHI XMW EZRATX; BHELEE
NGS %, W HEH&E %MK IDHI X &
B o # NGS ¥ K, ¥ %[l Sanger &%, B R & &
HR GEEZA: &, BHEZA: B .

23 AEMBEITHRFHAELERRK
B1 ( V-raf murine sarcoma viral oncogene homolog
Bl, BRAF) V600E BRAF Jf& 22 % i {2 (4 3
Ji/ A AME SR 538 ( mitogen-activated protein
kinase/extracellular signal-regulated kinase,
MAPK/ERK ) {555 (i 56k 4+ P ICC i1
BRAF RAEFN 4.2%, Hrf V6OOE 58 4% fi & Il
(27%) , HWK K K601E (14% ) . D594G
(12%) FINS81S (6%) ™o 5 HAhZ A A
., BRAF V600E 22751y ICC & HUF H 2,

AN AF A A%} BRAF 8¢ MAPK/ERK #4 fiff
( MEK ) 4500 (0 UM A7 AR B B 22 57 . 1CC
1 BRAF V600E X} BRAF #1151 F1 MEK #1571
YU, i HABIE V60OE By AE I X BRAF il
HFIARGUR, [HXF MEK S0 S0 ik, B
T V60OE fii sifh, HoAh 5 AR v s A5G .

ik$idE 8 (Dabrafenib ) Al £ & 8
( Trametinib ) 2351}y BRAF 1 MEK F4 i 22 2 it
IR, 25E FDA T 2022 4E 6 H 22 At T &
ke S RIKRA A it e, BRA
W R RIG TR BN 6 2 KX UL 14 BRAF
V600E 53 7% (1) A A Y B3 a5 i B P S AR 88 1 R N
JLE B (HEBRZS B ) o NCON 15/ ™"
5 CSCO F5 7 ™ #7540 BRAF V60OE 2875 i
T R 2RIG T AT LAk B A AR R BE A il 28
CIVES

BRAF V600E Z& 748 & M iy 75 5 3= B AU 45
IHC. RT-PCR I NGS %, 7E—Yifu3% 159 1
ICC HYBABIESE ™ h, R clone VE1 FLiAA
BRAF V600E %78, Jf4: PCR Wik, W/nizbiik
A R RE SRR 0%, 7T H T BRAF V600E
BRIV . NGS A B TR A EEWAER
FE.

BHERN 4 #% ICC E#1T BRAF £F #
M, ##% X F RT-PCR 5 NGS #; 7 #%#
IHC * BRAF V600E (# 7% 7 45 VE1, Roche 2
) #AKE GEEXRA: £, #EXA:
) .
24 AR EAKBEF 242 (human epidermal
growth factor receptor 2, HER2) HER2 K X
PR Neu 8¢ ERBB2 [, H4ith™¥) HER2 &5 )2
HAMAMREAMBEENERED, BT
EGFR KGN 7t . HER2 A8 5#7E ICC MY &R T
JFAMRRAE 5 S B3, 17 AET 1.8%~8% fith
[ 1CC™™, o g AR A DUBUE 53243500 5 24%
1 67% . HER2 # {43t %1k % J& HER2 %
R34 a5 28, I 5 Mg m R 2210 AR R filG
M,

202444 F 5 H, [ FDA #itifE 17 22k
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¥ipi (Enhertu) TR EZE2H0)Y . K
A BRI IT R AT U] B B R M
HER2 FHE (THC3+) SEHR A9 B AF B3
NCCN #8 R EF X HER2 FHP: IHIE 95 5 5 5 IR 7T
WEAE T 3 FhITEE, 4300 Ry il 22 TR B4+ 22 2R
PU. Tucatinib+lll Z Bk R0 . 8 Hh 2 K A hi

(IHC3+) . MyPathway {4 ™', I 39 fi] HER2
P38 /5t 5 T R I RS S g ol il 2
PRGN Z IR PPIRYT, AR R A HER2 2
AR IR F TR 4 TR AR R .

HER2 ¥4 /32 2 35 098 LRI 5 vk £ 2 H
[HC. FISH FIl NGS"**, Hrf THC Fl FISH Y
SEFRUEM RGE—, A 5% ASCO/CAP H i/ FLARE
PRorEE . fEh 2R AP ENAE THC3 +
W, TR B R R A Y, N
THC A&,

#ERNS #% ICC £#4T HER2 ki&/F

AN, HER2 KX 7 % A THC % # 4 Wl ;
HER2 ¥ 3% % f| NGS = FISH. FISH % IHC ¥
Bhzgm— vk, BESETER/LREFE,
THC2+% 3 FISH & NGS ®if GGEERF: =+,
BELA: B .
2.5 AMZEIRETF LKL R (neurotrophin
receptor kinase, NTRK )  NTRK &K K% A5
NTRK1., NTRK2 FI NTRK3, Z54t ELER &
H 3Z /R TRKA/B/C. NTRK FEH 58748 | B4
ARG A RIA Y ] B NTRK AL 55
For NTRK FE K il 65 2 5 W A 9 S50 SR 3 8 2R
54 T iR i S 2 R AT G, NTRK il & 78 42
ILEFHE R . LI . BRI IR B
SR UL IR rh Y R AR AR L 90% DL E, FEICC &
AR B . HEAHE ICC H NTRK A il
FCBIR T 1%, NTRK1/2/3 BB EE R Z
FIAiE kg 100 Fi*,

% E FDA 7059 F 20184 11 H 26 H .
2019 4% 8 H 15 HA12024 4 6 H 13 HittifE T NTRK
M F P2 e (Larotrectinib ) . B & 2

( Entrectinib ) F1%i#J¢ ( Repotrectinib ) , F
THEH NTRK RS . o MR G PEm 24 5842

F14) Jrg 08 e ) 3 2 B P S AR Y N R L 2 R
Hor g B 8 Je R i 2 Je o & 7 h B NMPA 3k
I, NCCN F5m i XF NTRK1/2/3 3[R g4 b
P14 Joy S S 3/ T D0 Ik R Bt T M ) I b g £
R R R B R e AR — R T
28, WUV A R GeIR T B e E R Y S 4R
HITHE™,

Kl NTRK @l 19 77 754245 THC . FISH.
DNA-NGS #l RNA-NGS "', pan-TRK #if&k EPR
17341 23145 NMPA #t i BT, AT A 3 Ff
NTRK % H %k, HEFESFERMIK . Wik,
IHC i@ A 7E ICC HE A NTRK e I il & (148
ARIEHR T 0 BTG A, (H A BEVE IR 19 1B
LW, FISH Kl NTRK1/2/3 fil &5 3 43
My B ERER, R gt AR, Aok S G
PR R EHEE B R BN %15 . RNA-
NGS [ DNA-NGS HA 95 iy REE, kR T H
W8 F XA R A ROR A, & NTRK EE Kl &
R ) oA T B PR AR AP L HERE ]
2 HL FFPE U] /7 #Y DNA Fll RNA, Lk #5f17
FF /& DNA Hl RNA 50 B iy

BEEN6 ##% ICC E% 4T NTRK £ H &
4 %M ; pan-TRK IHC 7 LLE X 47§ 7 ik . A
% ZEF N, 4% DNA-NGS % NTRK # [F g 4
W E &S BT AR M, RNA-NGS E % NTRK g4 %
FenEEAARFE, A4 4% RNANGS 5
DNA-NGS A& ® 0 GGEEZF: +, #HEXK
Al &) .
2.6 RET 2% (RET proto-oncogene ) RET
B D) 4 i EL A T TR VA T M 1 I OB 2 11 A2
&, RET BB flG A A8 S5 30 A8 5, Al LK
1% RAS. PI3K & STAT %5 N#f5 i@ i, 5341
Mk, IE5 2R R K& RE IR
RET HYRLE W RUE WA 48 M, Hkh
10 M TR 1AM T, R T 2
P4 S BRI B 25 M 3, RET Sy WL AY fil & FE R JE A
f14% NCOA4, CCDC6 il KIFSB™™, RET Rl
T E AR ICC IR RN 1.8% ™,

20224£ 9 H 21 H, 5[5 FDA #tiEZ% 2 e
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( Selpercatinib ) 077 Jay & W 15 53 4% 7% 1
RET fill & BHPE S R4 . ARROW 46 3
i 7 %2 ( Pralsetinib ) 7E 29 5# 3 RET Fil
B SR R P R SR ALE BRI o IS RS Y 3
MR R, 2 BB Ay A, 1 BRI R .
FE U JE M B JE B I A NCCN $5 1 ™ A
CSCO 158 " 447 RET SN R4 FHrE . ok
D63 /25 A 1 LS O e 0 e v 7 e e 11 ) 4%
1BIT

RET il & B4 774 NGS. FISH. IHC Al
RT-PCR ™. B =X T RET il &kt 4 5
A5 100% ., 91.7% F1 87.1%, H¢5 435k
99.6%. 72% 1 82% ", Hfr, FISH Al IHC %
NCOA4::RET il 5 1 R U A . RT-PCR A LA
P | AT AT RET @l A3, (HALRR TG0
IR E N T ARG, Jouk R R Al
fo NMPA #EUE Az RET X Rl & 09 5 ik
& NGS F1 RT-PCR.

BERNT %% ICC E£1T RET Bb 4
M; #%F RNA-NGS # Il RET @A, H&H#H
RNA-NGS 5 DNA-NGS Bk &, HHELERE R
% k; #F NGSF&ELT K, ##% RT-
PCR (H i) = FISH #ll; FISH #|iz 3% 5 B
ALK-FISH ¥ 4r 8 GEREZA: +, #EX
Al: ) .

27 REWHBmAEREAR (Kirsten rat sarcoma
B A J5 g
K, KRAS 240 H(5 5% S o A AT sk i o0+ JF
X, TEANMIIETE . AL ME TS A M R R
FEMEA, I8 55 2 Rl i 1 8% 3K 3
HZ . ICC ) KRAS 248 2L T FFAMB A K IR
B, LIRS R 1ce HE, 12.4%~25%
(R E 1CC B HFFAE KRAS €48, 4145 G12D

(43.3%) . GI12V (19.7%) . G12C (7.1% ) F0
G13D (6.3%) 2" KRAS 7875 5 1CC gt
JRAHG, HARUEIT A G e A 25k, Hrp
G12 % KRAS 28748 5425 1) S A A AR Jo s A A7
ST A G,

Sotorasib Fl Adagrasib & KRAS G12C /My

viral oncogene homolog, KRAS )

FHIHIF . 20214 5 A 28 H 12022 4F 12 A
12 H, £E FDA 4354t T Sotorasib Al
Adagrasib ] T KRAS G12C 578 1 J5 i i 1) a4
ok NSCLC HyBAE % . NCON JHIE R R 4
77 Adagrasib /£ KRAS G12C 7878 iy A Al Y] 5
SR M AT A IR 1) S5 IR TR o

P KRAS G12C 52748 (1 B AR AL HE RT-
PCR. Sanger JllJ¥Fl NGS ", 2£[¥ FDA 4t
T QIAGEN therascreen KRAS RGQ PCR i &

(4141 ) Fl Agilent Resolution ctDx FIRST
Assay (I3 ) EMFEBEIZ W, % &2 52 M &
KRAS 275 (22 BEPE , AS SIS0 o G I 3% 36 1R 5
A5, MR ILGA NGS Kl 73 v, DU 4
HBDTAG R (4 23T R AR AR 36 L5

BHERNS ##% ICC £EF /T KRAS £A X
B4 WM ; Sanger/PCR 7 LLi# B s /K & Ml KRAS
GI12C REMEABNE K; WREMHAYEF, BN
EHENGS UK BENFENKRAS ERFE R GE
THRA: F, BERA: B .

28 AEMSE/MEERIE LM (mismatch
repair/microsatellite instability, MMR/MSI)  DNA
BB B/ DA m EARE N (IMMR/
MSI-H ) 2 T AR A5 i 8 3 7 7l fee B 8 1) 2
WibraEz—", fE ICC 1 AMMR/MSI-H % A %
XL, H1.6%~6.0%""*", %[ FDA ©.&
HEUEDATH A ER 4T ( Pembrolizumab ) F THE:IA
I o 2 e ELC 2 AR T 5 %211 dMMR/MSI-H
AT/ R P SRR B2 %, Dostarlimab-gxly
MFRBEARIT R, HEWEBRRIRT hE
) IMMR 5 % sl e 0 SR i s BB 3 . AT,

o [E NMPA it T8 97 B dMMR/MSI-H
M 3 IR R R E 0 25 W 4 8 IR R B 4

( Envafolimab ) . ZHEFEREPT ( Tislelizumab ) .
& F bt (Serplulimab ) FIE 45 A B 41

( Pucotenlimab ) .

MMR/MST il J5 #4245 THC . PCR Al
NGS™™** HC %K A4 344 MLHI . MSH2,
MSH6 K PMS2 WFESFPETLAR, BHMER A E N F
HHIF% . VENTANA MMR RxDx Panel & #3 [
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FDA #it#EfE R THC fEBE 2 Wl &, T3
dMMR ARG R . & EREE R s (College
of American Pathologists, CAP ) W MMR £ [
TR R B BIARE . AAAE AT AT B 2 1% o 63 4
B 078 S MMR SE38 3Rk, HA T 240 it
TERNRIIA RS E G FRIE . A MIEHEA
4> MMR HEH B 5E 8RR, HEEIUE R T RE
(pMMR ) ; #1E— MMR & [ 85, Wy
dMMR., £ 7% PCR BANE fLIkiE e HETZAIA
ORI MST bt , 4 Iebgd 40 e 55 0 40 i Y
PCR 7E R &5 U AT Fu s, DA a2 i 78 440 i 7
MSLARAS . HE ICC A MST Rl 5 e #ER 20
HE— 2D ARAG A R A NG R B E5 e 3 s, H
HI A T PCR-E Y4 kA By MST iR & 2 3k
NMPA #tfE H T2 9 A G 5 36 97 1F BE 12 I .
NGS BEMSTE— YA 4T 437 356 PR 4 i 2 LA %
MSILRAE, 5 PCR 7k, HA & 1 R
AR EE . B NGS Bl 2%, HuiHk= 5 —miT
FIbRE, E—TREEXT 1942 ) SEAA H 2 T o
1, JE i MSI-NGS Kl 25 ok i35 4y 3 21, 4k
I H PCR/IHC #EATHAE, 45588, MSI K
FEETF 20% 8 <7% A, NGS Fl PCR/IHC J5 45
LB —EG MSI dH=7% H.<20% B,
37.5% (9/24 ) Wk B4 PCR/THC J5 kA6, A
dMMR/MSI-H, JGA MSI-H 4. [Hitt, NGS #:47
() MST ¥ il #1300 i MMR-THC 8§ PCR 3E47
ik

BERN9 #% ICC B #F 317 MMR/
MSI #& M, # M 7% % # % IHC # PCR, X A
NGS # % i Bk 4 THC 2 PCR % % iF GE#E &
Al o, EERH: B
29 #2ZiEAFEE 1 (neuroregulin 1, NRG1) %1
Hede 5 A B EF  NRGI @A 7E LR SLAR hp
e Ak S SR B BEIR A K ™. 1CC H NRG1
SEPRIRIA 1Y & A 3RIA%, 29 2% . Zenocutuzumab-
zbco J&—FhEt X HER2 Al HER3 MYF248E3URE 51k
ik, HARRABUARMS T I TSP, BE
fig 8 it 5 HER2 45 & My ke L, A % BH
HER3 5 HFl{k NRG1 3 NRG1 il 48 9 AH

YEF, Bh1k HER2/HER3 5 k. 3T 172 Wil
PRI E: Y eNRGy $UE i 52 35, 2024 4 12 A
4 H, FDA #t#fE T Zenocutuzumab-zbco T 1
W AP UIBR B B NRG 1 @A M
NSCLC MR iR . A B o4 & i AR A 98 iR
H IR B E ARk ] . CSCO L R/ NS
GG 300 AL 8 AR AT NRG 3 PR il A A ( T4
%) o K744 IHC . RT-PCR. FISH #l
NGS 25" HEFEP 1 NGS, Al — R MRl A4~ %
BLASSE | THC WIYE MR ™

Bifi 5 X ICC W AT R A, BT FRE A5 S 24
YK A3 BN H . NCCN F5 5 HEFE X AR AT D) Bk i
otk 1CC BB b AT A 1m A 0 AR . AR A AR
P B AR 7 i e G o = 2432 W b i 1 & R G
PRI R AR AL AL A FDA/NMPA HHE v 138 1
TEAISEFE N A 5+, 4 FGFR2 B4 . IDHI K78,
BRAF V600E %748 . NTRK J:[HE4 . RET il
4. MMR/MSI fil HER2 ¥ #4/1d ik, DI EW
HhHE T IS E I SEE AR S, I KRAS G12C
5745 . NRG1 A . PTEN ikl ™, Bpi%
TR RIS A 25 WA DG HE 5, AR SE AR
al BIRE I JE2 B4 16 AT 56 14 A 4L 1 v 25 0 4 S
SR Ath 5 D 4 B A 2 1 2 R DG HE A A
Claudin 18.2 %35, BRCA1/2 28784, 4, EBER
ARG s A B T I RO e S i v P e . ik
T ) 2540 (4 T R R AR AR AR R A
SR 43 oAy e B DRURI AT AS: S PRI RIS 4 1T A 356 A
I AS AL B 3kt Fe st I i2 Y7 A DG AR 05 8, Uk
/b BB T SRR B AR AR B AR, 3R REHY Bl 1Y)
ICC [RA A IRYT I & v L e B AR5 2 5 ]
REAR AR MR 2 K I AL & . K3 FIAET
ICC iy o A1 ] e 8 PR R ARG 51k o

BERNLI0 ETHEAYNTRAERER
ME, REREAMNER S A LS EEH T E
B %, L% Fa% FGFR2 B4 4% ICC EE 4
FEYREY. ThEEEE NRGL @A .
PTEN Rk A FH AL &, TWELN, UE
HERES HERRBENS GEERA: F,
#ERA: B
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&3 FFRREEE ST A & YRS Y R AT 7T ik

EIE0A IHC FISH PCR Sanger  RNA-NGS DNA-NGS
G 7 FH X 5 FrE A RIA I %%ﬁ@ﬁk/ %;%;F SERRAE RE/EHE A S AR e A
G
P BORBEA, RIF-G 0] O/ A R0 ARG A I 5 4 Bk PR AR End i A A (LA
Fetkrss, RAMRAR, T MFIEE Y HY 4 Wi, B “ShmET L (R R B R 5 2R
i, LR EORAK PRAE” s BEAREE FEARME & BEORINE Gy FER B R R gE
RAK Ay BRAET N C R BE R RS S v

B IR RS

W B o,

LRl

AR

HH ACREAGIN 25 11 BT R 35 VRO 22 BRAER St ok R B0 A REAREOR FEARRZOR R 18

HERECE, BTN J, OB TR RS TR R s BME MRS, 0T
TR, AFE—ER 3, XHSWrEAER REEAE Ry BAR WS e, #RAEA G LR
R BAVE AN MBE R, #6 SRE R RS PREE TG Ay i B RORE S X TR SR SOR e Al

SARREIGE FHTI0 (X REA IR0 B 0L G RRERR JEIAHE s 2 AR
BIRASE s o3BT 58 A8 K B BeiEnkeE; Bom s AR S
BET THARANEEAR AR A KR 1 7 s
SIS b7 120 | RN 4 K MG B A A
ERNERHE, 5 BER AR RO R EEHE
BRI s JoikHE WS BT SRR
HHR S R EIEE EREAK ARE
HEARS
FRAR | RS
IDH1* Y VY VY
BRAF V600E* A W N NV
KRAS* VWV VY VY
MMR/MSI* VWV VWV VY
PTEN N W
HER2 Y Y VY
BRCA1/2 W
PIK3CA N N NV
BAP1%:DDRI# J A W
EGFR, VEGFRA! W
PDGFR %38 i S
FE R A/ R
FGFR2* VW VY VY
NTRK* W (19 ) N N W W
RET* VW VWV VY VY
NRG1 N (A% ) v v ol W
ALK N Y Y \ VY
ROSI V (HLiREE R ) V V V WV
FER P 1
HER2* VW VY
MDM2 N N
MET Y VY
CDK4/CDK6 N W
EARE
HER2* W
Claudin 18.2 ~

FRGIEDD s N ATRTTE s W RGN . THC: S8k FISH: 0GR 244 ; PCR: BA AR
Ni; NGS: F—RUilllF; IDHL: SArERRILENEL; BRAF: RS IE R aSu@ LN FIVEIABL; KRAS: AR
AN ; MMR/MSI: 4EREE /M T EAREN; PTEN: WEfRBEE-7K HEAREY ; HER2: AFELAEKKNT2Z4K2;
BRCA1/2: ZLWIE S IRILK1/2; PIK3CA: Bilgmk L4, 5- —Biln3- 1 Mifiib W ia; BAP1: BRCAIFXA&T1; DDR:
DNA# % ; EGFR: RAKKFZIK; VEGFR: MWK ML KEFZIA&; PDGFR: [Mi/MfiiA K H 721k,
FGFR2: M4 K F321k2; NTRK: MEERE T2 AL AN ; RET: RETHMIEEE; NRG1: ML TE
F11; ALK: [A]Z5PE9bk %0 ; ROST: ROSEFILM1; MDM2: BXUMASL2; MET.: [alJf- bR st And +;
CDK4/CDK6: JHIAHE AU T4 /6
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3 HRIERE BERN 12 #HEHFEARER AR

3.1 ARAERAMRAE W WARAREROIEHAE
L0 NI 0= 23 7w S N 1 2 R 2 e N D S
FARBABZERITRAS . 6 7K 55 240 Jfl 25 5 A 7 41 A
B R AN AT A g, HEATER AR R A
W T ICC WM E &g, 1Sk 24 g
20 L AR, — T S 123 4 S I e
B (Hd 1CC 5 68.2% ) L REAR T BN,
26.8% WIMEA I TR S EARL (<20%) 5(
DNA $#HOR 1M A fEUE AT NGS K. M,
FESr TR BT, 4 fE 5 4 SV bR AR A T
BEIPAL , DUBA R BRAS b i) e 20 i 25 i = 50 A4
XTI ICC R REAS, — UMD I B2 K e
S FeWirR bR A R, A B T bR A AR T 4R
1o SR RGN Py g 2

#ERN 11 HEEEEFLNW, aREE
EMHRR AR FAAARRTHEAE S EITR
(=50 AN yg4n i) o T BREA ICC JE 1 FE A,
—RUETHREL R T O ERAE, U
REEELNA KR E GEERF: F, BER
Al )

EER % DNA ( circulating tumour DNA,
ctDNA ) J2 IfiL ¥ H e 20 M i 7% 1) DNA Bt 38
I TR M AEAS, 7T LS b7 A2 AL i 3
AW, AENERSE B ARz N, B
O [RGB, MK ctDNA ShHr A B TR
BIHEHF IDHI 2878 . FGFR2 fil & . BRAF R725F
ERBB2 §" 1§ 25 30 J7 AH OC HE 50 A9 JIH 3 0 8
SR, ctDNA Kl 1 72 SR A RE S B 27 1l 2% v
ctDNA B 28 F R R & . — I M 1 671 i
SR 0T R 90 HE 1Y NGSS BP9 "B/, ctDNA 5
B Xt A 2 ZURE A IDHIT A1 BRAF V600OE 245 i)
— &S 87% 1 100%, {H FGFR2 @& (1) —
HEAH 18%. B, LSeEe 8 bR 4 2 A ik
F7 3 DRAG I, SR e 20 2R A SR BRI X, AT LA
TE L7 A ML~ F AR AS 5 5 2 G2 AN 22 AR AR 1)
AN K, W% EAESRTS CAP/PQCC/EMQN %55 i
INUERIHLRGAT IR AR TR A, A R 3R A5 M8 4+
IS HIE

EEAAN; TEFREGERFERAN, #EFL
AU FRA; EHRFMARFAAAE LT
K., ¥ # &A% %E CAP/PQCC/EMQN % % Jf ik
IE B AL A9 AT R 1R TE A 1E 7 B A I B A B F B
GEEZA: +, #HEFAN: B .
32 JBiEedikdE X T ICC JE A FEE kL 2 4
1) i 98 S PR o TR 25 SR A, ARTE S
W —TYyA 195 G040 B (o 78% J&
ICC) MY NGS W58 " Bow, FA S5 h
DI AR AR —B, BRI, A eEE s R & kL
o I 1) 78 AE S S R AR TR AL (52% vs
34% ) , il FGFR2 B HEAK H 53518 9% H
6%, IDHI ZAEK: H RN R 16% A1 5% . U]
AIRFSE " B, FeR A AR SRR T AE .
B, TR AR RN B k24738 10 ) K sl 3 PR ARG
WEAER 2 BE R R L AL, 5 R AT A ok
BT Z IR R Rk, AR AL
BEENI13 BBUERLAM AR T EAR
—%, BEERAM L EFKBH, TREBULAT
EEEN GEELZA: +, BELA: B) .

4 ICC EEHMRRMAL

HE DRLAGE 0 1 AR A IR ARG AR AS Y | BRAS BT i
LR EH AT At L R R & gk H A5 A
., BHEEENTG &, BERTTEZFG
HANFIGSAIE . HAARAG I AR LA 1

BERNL14 BUREFALRE . FARK
2., AFEKA. FETRKE. RN EHEEAE
Ex, ¢ZAZRNTFER TN, YTHRAR
R, FRENE—FIWHEHAFTRE S T 2H
HAEVRFHRFAADELBN, TEHLEN
NGS BEAFMRAEANERGELE, RERTS
FaEAMfRIE GEREA: F, #BELA: B

#ERN 1S HEGYWETEHET S RER
#HEWICC &%, BHETHBLARAFTRER, 7
HH AL RPNEEN S TEEAF TR T R,
KA NGS Rl — KRR L HERE RE R,
NRKFBIERNABERE LK YET 7 EIEE
B/HEA: #, BEZA: B
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LAY FFTA TR
I

NGS FH 7] K NGS 5 A L

' |

DNA-NGS Ht & RNA-NGS WA PR A S
| IHC, FISH. PCR. Sanger ill®

l l l —

BRAPES ARERES  EHER St
bt e e

| | !

I Z5WiaYT FRIRARRT A LLELEY/ v
| A e I 24 |

!

VAN AR AN ] 3R H

l

ARG AG

|

NGS
|

}

FE PR AR S

BRI

WA HEN AR S TS D AR
PR PR

)

RUZIAT EIPRBI
| R

~

l

PRI HE R I 75 IR A0 T NGS PR AT HE B A

E1 AFFHEEEEEGNEE
“3d 3 NGS #4719 MSTAG I SCR ] MMR-THC 57 PCR #47881iF . "BRAF V600E, HER2, pan-TRK #iAFl MMR
SR F THC ¥, FGFR2 fitf/mEHE. RET At HER2 540>k A FISH ¥, IDH1 %878 . BRAF V60OE il KRAS 287545
>R FH Sanger/PCR %, RET il MSI Al >R ] PCR ¥ © >R F] IHC. FISH #1 DNA-NGS /75 E Rl G, #4548 N0
FHME, #E0IN1T RNA-NGS #fiih. NGS: F—CilllfF; IHC: %pEddifbas; FISH: PEGRAIZ4%8; PCR: BAHHELR
S o
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