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JIE S g L T g (gallbladder cancer, GBC) .
HF PR (intrahepatic cholangiocarcinoma,iCCA) JAFZMH
I (extrahepatic cholangiocarcinoma, eCCA) , AT #h BH A5 95
SA] Ay R T R4 98 (hilar cholangimcarcinoma) I 7E it
AH /& 98 (distal cholangiocarcinoma) . AHIE WM g 24 5 By
A A G RR 1 3% , TR RO A 5 ETHER . 50%
49 JIEL S R e s N TE B I2 B 2 O SR AR AR <1
A, AU 10% A R ARSI B F RS R G 14
PREERS S & R 3K 67% , 5 AF A7 R K 5%~15%""2

i1 [E 198 3£ (China Anti—Cancer Association, CACA)
JIELTE g ol 22 DR 25 i [ PN 27 LR A 26 % SR
TAELZH 6T [ A A1 JIELE 3 A e 8L ) K BB 9T 7 SR I B
FEHE R i PRALIE A I FH S5RGBT
TRURLESE , T 2023 4F 2 H filE kA T Ch EYUE b
JIELTE S35 P i 8 1) N 3R AR R (2022 70) ) o 2024 4R 2
J1 CACA JHIE MR %l 2 5% 22 14 48 oL B R TAR4, %)
2022 4F hiude e A Hh T, O & A (b LR P 2x E R
Ji R R I B eI TR (2024)) , A SR 2024 AR A T2
Jito

2024 AR AR REIB B SR E N SMESCIR RIFTE A TF K&
A (55080 L Bk H 9k 2024-04-30, 45 7R FH il 72 R WL
EERITAE 2 5 (grading of recommendations assess-
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ment, development and evaluation, GRADE)IFE 9% R 5 Ml
HeAETR L A OCTRYT R A T W . 8w XA SGIE
PEEAT A B.C.D &5 42T g, Horf A G IE s 5 o i
S PUUESS , D A AGIE B 27 o A 55 T4l 5 ARl ot i 5040
JE R FE e HE AR R B 1A R FE R, 2 AR 45 e 55 1
Tio B A UESR T S GO SR L, 7548 g % IH v e
Je B0 ) B2 SV T T RIE T 1A 1B 1€ 1D J 2A (2B,
2C 2D RAESE T,

AHAE T TR B2 TP e T L 1) T G e iy
TE M (2022 b)) , 2024 4F- Wit P 2 BEAE LR A R
(1) 7E BRI AE Mol e 300 5 A 000 A G 4 AR 22 137 38 o
o, DB A ES 40 DNA (cell-free DNA, cfDNA) A5G
INZE o (2) T “BRIE P I WS TE VR YT 35 25 10 23 S0 S E 58
PR HR A3 BN “KRASS 3 X PTEN F£ R 58 25 5 %6 A
AT o (3) 8 NHAE A e BB 1) R 97 30 43, B 4t
THIRIT 5 BAEE P KRAS ™ J PR 5 A% () E T8 2% 1: Ao Jgd
RIT TR PTEN F ik 8 W) IF IR RIT 47, LA
T JIEL T S e 7 A o S S AT R R T AR
(4) F oK AT SR 70056 Ak 7 28738 4 v, B4 4
A2 IR BR AP TEA 2 PE AL (GCARIT) T %7

TRIT IR 25 U - (1) 36 B AU 9 A 1 28—
24575 58 HL O AR5 v 6] [ 5 24t W B A 3Ry (NMPA) AL HE |
T (IR | IV 2R GE s ) 1) 1 IRIAY T 259, 45 T 24
FrF A 277 58 N B RN B 24 A
A5 B Ui . (2) X4k A IRIGIT 299 B IRIT A T &
HIAROC 2 , ANVE L 250, 2 5 28 25 AR R
K2 F BRI R T 2GR LRI #E A
AL DESRFNHITT , IR AT 2598 5.

F—Ea SFICHE
1 PEEPPERIEARZE S
JIELTE P T R e iy T L O P g ) 2 2k
RS 1), R4S Mg w98 s o R 283843 2019 4R
DA 41 (World Health Organization, WHO ) J 2 432
Pt oK I 9 K I R SRR 2 R LSRR A R
JivIg A T 98 HT R 7
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iR A A b BRI

I IBAE DRNEAE AL 5 /AR 5 R 7 A 5 5 T T 20— DA I 2 A A IR (1~3 500 5 Al 28 P9 20000 5 /1N
JHUAH 22 PN 53 WA s TR A PR 2 N S0 B —AR A 22 P9 23 BB g 5 LA/ L2 7

R RFAMIAE R AR I 2 5 12 W A M SRR 5 T S0 P R AR OGS R 88 5 RIIRR 5 2 P/ PN LSS bR IR AR G B T i 5

PRAMELR 5 A>T 5 IR (BRI 20 > 25% ) 5 22 9 230 Rg (1~3 £0%) s AR ML o £ P 23000 5 /DN ML 22 P -

i L R 22D S B8 P AR

2 BEEMMES TREMRHRE

JIELTEE R PR e FE P 1 K Bl R | G B PR S A A
W A PO 5 O O 8 2658 g o R P B 2 R A, TR
SE T AEZEAT MR <437 40 B B TR A, 4 SR B A R L g
3L EE B 5 JIEE R R A TR A IR A TR e BOR I R
5 SR IR B e DR R MR G R T A B AR AR R K 2
o PR, ST R A B RTAT 4T R R G e I
PEIRETETT TS e S £ IR ) ST 7

F9 22 B, JIELTES e Ao 3 8] 2 22 v R S 5
SRR VIR AT I 27 6 R 2 B A B IE 25 24
T2 VIR G
2.1 JHAE RGeS ] X IR R L B g ) £ o0 F R AE A7
TR E S ARIEIR e AL 2 G0 R IR X SR 22 5%
JOEL T SO e e =y Sy IR AR S T P IR A g A I A R A
Jii o B /=38 )3 (high—throughput sequencing ) £ A )
N, Z UG8 A T[] 5467 JIEL T fiek g ) 5 DR el
A5, W FGFR2 B4y (IDH1/2 F BRAF'™" 587 2 WL T T A JlH
R, T TP53 . KRAS Fl BRCAT 5878 22 WLF I 7P H A% 98
ERBB2Y HAE IR P o Ry 2 L
2.2 R[] X3 14 RE T G P R =2 ) 43 T AR A AR 25 57

FFT s S o, RRE [vi)— IR 22 0 X dak Ay AL S S0

Oy TR AFAE 22 57, 305 78 R AS o 3500 760 i P IR0
W IDH1/2 5878 F FGFR2 fil A 78 5/ W, , T _L SR RFAE B 22 D
T/ NI i BT R0 T PN R S
2.3 GRATIREE DR T REE A iR 43R E B S M
231 AR AT G R B2 S AT RE S I0E
PR o AN HERLY 43 FHRRIE 22 B YA OG . b [ IR GE
A IR AT T LR = 0 LRI R (S5O SRR A TR A R
B BRI gs AR P AR 2R B AE T B
S RN S AT A = SR 2R, XA S F 9 4l 4%
SEEATIC R RS 78 I P A 88 8 R v S S22 3
FGFR2 filG 55 v I N AHIE (9555, IDH 5378 i T
FE N BER, o FOFR2 il K M AR N 5.5%~
16.0%""1 W E K 5.5%~12.5% > ; IDHI 5878 5 1 %
TERR S T IEE g AT R 1990~309% %2723 i v i
T ANTET R 6.5%~20.09%'7 21323473
232 R RGO R IR AL 4L SR 4 5ol 2 )
2S5 AT AR AN [ 20 T S IR A T
2 B0 AR R R (0 22 ARG . WA 2 PR 3 RN IR
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JIRIRE o3 T4 HEAH SCHIF 9T Z2 4 vp T I PO RSP 9 , i E 298 A
FFAMIBAS AR I FE R T 28/ T P A g 208
2.4 BRI IR X M Ak R o FARAE P A R AN
(i) JIEL T SO o o s A TERAA B 008 % JR O 45 B B, 40 T4RRAIE
HFAE—E 25, IEIEEYILL R A, TPS3  KRAS F:[H
TRAFTE N L LT,

3 BBEERMGMEEERTREN S FHRAMRHE

HE 2024-04-30, O 24259 7E p ERRA N FH FIH
T S g sl A S A g 1 W DR (R YR Y o IETE
i T 0 1] 3 97 A 5 430 70 S 3 R T ik 4 D,
%2,

4 RBIEE IS AT N M AR X £ MARIC

F R, L35 20 AR e P T - e AR 1 (PD-L1) 2 11 %
ik MIRE 28 75 471 fnf (tumor mutation burden, TMB) 4Bl & &
B4 (mismatch repair—deficiency , d(MMR ) Mg T EATE
T (microsatellite instability , MSI) S5 7E P 1) Z2 A= Wi kRic
TR S 55 SR i S B VR Y 7 AR R DG, 6 S P g
J7 AT Z I 5T DAl G RE TR YT A TR i 1 ke
4.1 MSIFIAMMR  MSIZF67E DNA S i i 852 Ak
SEAM TR I MO PSR, H 175 A Bk 2
(PCR) + B 0% B UK i J2AG I MST (3 AR 4 brifiE . dIMMR
] 5 B0 B TR AR FRE (microsatellite instability—high,
MSI-H) B4, PRt , I DA 30 &6 >R FH O A B 11 G e ZH 44k
24 (THC) , 38 5 4600 g 20 20 s MLH T, MSH2 \MSH6 . PMS2
SRR B R RO PPAG AMMR AT MST B 25 v
DU 3 AR & e (L SE R 200 7 | 4 9 S 2L 0 9 g )
), e A w0 RS MST S A 53 , A b PCR ELAT T
ARG 0300 B e P O Y R L v 1) SR A AR S
E 27

AHSEHIFSE B & B, [ P A MIEE S i AR dMMR/
MSI-H % Az SR EEAR . vl [ R A Jogs A BEF o 41
MSI-H (7 FACH 1.29% ™, TP IR RS RIS 5 ey
29K 6.0%H14.0% " W& T IEE G s A RERITFE 4T
T8 MSI-H s A LR 2.0% , JFF P IS 38 A MBS 36 A
PRI INN 2.5% 2.0% K 1.0% " o 37 —THRRE B ABHIFSE
HR BN IR s R TR AH A e MSI-H. L9153 30 2928 1.3%
1 1.9% , ot i 0 A8 98 24y st TR £ € (microsatellite
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T2 NHIEEME MR B AEIRYT AR 85 1 TR A s O
P JH P I AS i 7 S JHAMIAE i 7R S
les eS| Wi G|
FGFR2 A 1 HE 5.5%~16.0%"""> 5.5%~12.5%"" 00 o
IDH 1 5878 199%-~309 1225 6.5%~20.09' 731323435441 0~5.49'"" 2" 0~8.7%"7 144
BRAF 7% 3%~7%"""2* 1% 19%~3%" 8%
ERBB2(HER2) 778 /1d #e 1k 3.0%~3.7%"+* 8% 1.3%~11.0%"* 5%~6% Y
NTRKI-3 &/ HE 1.2%~3.6%"" 29 - -
RET G /= 4k 119" 1.8%" - -
KRAS®™¢ 5875 <1% <2.3%" <19 <2.3%
PTEN %45 2%~5% 5 196~30% " 2.1%~3.7%"* -
e R B ke 2
ST o U 0 Ry
FGFR2 il /i HE 0~3%""' 0~1.7%""**/ FISH/FE K
IDH 1 %375 0~1.5%"* 0.5%~1.7%"* FE PRI
BRAF 575 1% 5.99%" PCR/FE R 7
ERBB2(HER2) 2781 #1k 8.3%~16.0%"*"-*" 13.3%~14.8%'" THC/FISH/JE R
NTRK -3 &/ 5k - 1.7%+ FISH/PCR/FE I F
RETRIG /= HE - - FISH/ZE T
KRAS 5878 <19 <2.3% PCR/JE DRI
PTEN 7% 3%~5% ' 0~57%" 0 THC/HER T
e -REH B ARCREEIE  FISH, %GR A4 PCR, BRAMHER N THC 81k

instability, MSS) ZEH*
42 PD-L1ZEiE it IHC AR PD-11 2E 1 &35 7K - 1
DR N2 S BETRTT 17 30, © e AR/ INAH M Pt 9 5
PRI b B 9 A5 22 R AE TR UERA T B . A PD-L1 K 15R
TR KT IR TE S 1 T G B VR 7 A DA I 9 B A A %
AR, B g R 2 R HRAR, MARRRAMR . KA
5 [ (1 — TR 5% 4138 AR A R PD-L1 26 11 THC 3236
JMRBAMER Ny 8.6% (NRAES: 12.3% TN R4S 7.3% AT41
R J 5.2% )7 5 I3 — T 5 [ AR 5T A0 JIE T 08 g Ak
PD-L1 2 [ THC 3R 35 SR BHPE SR 2578 7.9% (JIH 7 8.0% .
JHF PIRRAS R 8.1% JHFAMIBAE I 6.9%) . TR A — T A 5%
5 PD-L1 2 (H 35 THC FHMIR 252 R4 BT P4y
(combined positive score, CPS)=1, A M JH T W4 ed A
o CPS=1 IR A LR 329
43 TMB TMB 45 E DXk P A4 g A1 ] S 2 28 iy A
B, 38 H R B IR P 22 AR B H R (xx >R AE/Mb) o
TMB £ {8 T Sz e i P9 77 2B g b B 1499 71 915 DNA
16 52 e B 2 VAR G, #E 285 9 55 AMMR 1 MST-H % s
P L R 1) TMB .

TMB 76 2 Ff G SR e Can i B 3008 25
P S ) T LB IE SR 5 B IR T A R AT 56, (H R T TMB 511
TE R IR G TR T IO 2 IO AR DRI S A R, L8 /IR
AR AR , LS 0 T B 2 TR AT A

AT AL PRI TMB B e L AR D i (R R+
M B S ARSI T A GG DA A SR A v R4 40
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IR, el PR P R FH A2 B v a5 DR 1) 41 )
T2 A o T AL A SR, (8 15 Y L
=1.0 Mb, FefIRA 50 P R BE N =500,

5 EERUMESEES FRNESR

F22 M e A N\ IR [l I 7 BTG AR PR ™ e G 5
o MK ) (DIMEEUR (2010]194 5) , X e AR SE
00 S5 A e TR N 2 it e 308 ik DX 00 e 40 AR S AL 5 3
AR TAEATEC T A R AR A I s 5 m , D7l IF
o R e v R PRI P T o R o DR P 4 U
FEAE AR IR, RAFARAR 2/ i PRAIE REAS TIIAR B
SR T SRR XA AR AR IX il RS
PR A o i il R PR PP 4 35 A B A
MRS R R %

TETT JE e 23 i 16 525 PRI P 30T 22 i, 07 ) g A B
e 1) S A BN AR () 8 SO I 3 2 g 2 e e
SEARSAR L 5 I 0 i) LA A AT v B 2T B, 2
A7 P68 R DRI e 1) A 3 P L 5 97 1) 0
NECHAR E 175 AR RS I 60 55 (14 9K 2l 5 D R |
{5 B AR YR BRI B R AEE R S B A S B
KN TEFEI 5 RGN Fr)Jeg B A

R ) FE SO AR DG A o O S S B A v
DRI B i LA e DR IS P A0 B A g R , I 58 23455 A
I N ECHR R TR A G 235 SR 75 1 T B e s oA
MRS I R EE IS R
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RV TR) T SCAF s AU At P B ARG BT RO 7 s AT X
o NS O (5 B I PRAR B 3 PRGN 2L A O A8 A (R 4
Jith , A SRR SCAR B G N AR FH B T DA

UL S8 A1 i 96 2 DR 2 A ARSI AR AR 7 8 e 1 i i 2
ZURA A1 AT 38 P PR I — £ B REAS LML B PR R I
JEE RS o S0 8 IO A ) R — PR AR A R £ s
i ORI R AT B2 PR AT BB e SRR | B A AR 01
AIFE WS bR , S L PR A G i R DR AF PR T A 5 Bk
IAEA KT DNA/RNA Zh, A AR A 107 T 85 Al 31 [ 6 240
J e e — RO, H TSI TE e v 3 AT e A
LLZUREAS v fir e 240 M 75 10 1K 3 209 AL, BOREAR SR A
HED 8 mL, FEARERE I HraTis f  Ab B LR
o BT A 45 SR 45 45 L AT R S o AR S M e e s
IR AR A O B AR A 2 IR 3

52 BR T JIELE A P e o8 A PR AL R M A 2 T 4
O3 MR LA S e e S 22 M IR R e R o A
X AR A BE A% il AL e 3k 00 0K v o AR 4
21, ofDNA J& i1 40 MUBERICA LA A DNA 73 )1 B, K8
4 50~300 M REERT , 7E AR A ML P MR EEAF 1 . 2408
PEMET A 20 DNA B LS , He ol DNA T (el 4
o — A R A ) W AR o T AR R AR ST E E J A
B, > ELTE e % A 2 P el o A G gl
PG EER I, 35 A DNA FEARTT LU I IS5 A A
9 DNA 731 R Bt AT NGS e £ Fy BE A R B e 2 [
AFRTIFE AT o DNA JE MR RSB ALBE% AL,
P, AT 5 S 4 i 35 ORI 23 A il R S o
fIET L HAMIF ST A B, B S3 AT I ofDNA RER i )
iR HE AL AP 25 69 K A2 LI, of DNA 2543 BE A
g 16 e ) AR A A A T R e R R R T O SR AT
ANBh S W AR BT R B

UL S8 9 e A 0 A 0 R Y A i e A
Py IS 2] PN NG LI 21 PN (90 A 1IFS
W S ML DI P8 LU XS | 25 o 4 A sl 2% 552 L X | ik
SR AR E ARG TR G BRI SRR D
FERS I BRI SR R S B AT DA A, AT 52 SR
Yt

+ 973 -

Jie g v 30 £ A RS AR AACTR B N7 8 B 500 £ LA
o I S 5 E AR A AR A BRI T R L 0
A5 AR CEHE(RS) TR0 F A S
BB A7 A% =X SR 38 A Y FASTQ \BAM , VCF A% 5,
{5 B 58 o B S50 2 [P, X BT SR FH A 85080 43
TH M) BATRE I IR UE o 1 X 43 A 40 e 5 00 R R TR Y
AR S XA TRE R R ELAT B Rl I AR SR S R AR
SEUEAT IR HT AN o R0 255 SR AR i ST A N B A
AT RITE AL B

Jiek 3 v 3 43 A A v, T R S ES W R
(o RS S P e A LA L 28 T4 ) | Jioa 2 e A
4 AR (GG RS ), A 5 e A AR 5 o %) PR 25 (A i
I IRBE 27 R IO 5 A B ) 45 PRGN 7 8 S5 A B
HIARAT o BT 25 SR ELHE AR DG, S50 28 I %o e A 200 i 3k P
S 748 1) v 3 o I 3 O AT R AN A A (D FEEAR DT
S8 MR A A I | A SE PR A R A (2) Rl
T, FEA P A AR (3) BAR X E ik, 2
T PCR 243 AR A o (4) RS R , 5 R A -0 1y 3 BH AG
FEPR AT RGN 28 A 2 A0 Tl LR i A S S AR IR G AR A7
RIRZ AT T M hESE 425 B LU A ) (5) AR5 B2
A3HT WP IR 25 T B S (6) KM REFN =y BRAE:

Jiek 3 v 3 43 A 0 T N TG 1T T BH L 25 SR
W RIS AE AR B T 1 SR 4 A 2R P 2 b
o BAWRIAIT I8 S B X RIAG I &5 50 K H 2 500 1 o
A5, A0 32 R ARG T 235 SR Z0T B A 41 4, %o I PR B SR
SR E S PN T 1 R AR AL N 25 T RRER RS, LA
TEEy 8

IEEEEER LA Bk IREFIT I A IRy 2
YIRTT BV | A T S T PR e S G SR
f£ FGFR2. IDHI, BRAF"™™ . HER2., NTRKI- 3. RET,
KRAS®™ \PTEN %57, K 77 12 L3¢ 2 N 25 (1A 24
PN

PRI AT RPBEIGRTT 7 A, PD-L1 FRiRIRE |
TMB 43 M {2 J2& 5 A7 1E S e 1R Y7 b8 i R SE H 25 5 B R A%
AL ZHIRYT T RIRK S (5 B (H TMB M5y 7
HE R R BT B K panel 15 38 A7 LAW A (2A 24

3 MHEEAE R R D AR AR IR

A

JEURA o 1]

PRAF A1

B SRR A BARJE 30 min 52K

WA -80 “CYKA

R T A B A TR B IR ZHZUN A 30 min N, 100 mL ) 4%l SR (T A0 BRI , (R AF I RN EL > 3 4

RYIGA L 6~48 h,<72 h;1EHZHE16~12 h)

DASHE S X ARG I 45 5™ A W] el 5

8~10 mL & MFEAS : (DR JACIE Fighiy, & & W L igbit —80 CrkAH

MAEFEA
FLASRMAE 2 h 5 B 3R HLHGHE B DNAL (2) B iR AT
sk, i DNAREA L IS, AN >3~7 d

Bl N

BT L 2L RS 30 min A, SERACTR ;i 6 B R K 2 GUNIAE 30 AETRZA L1 -80 CUKARIRAT s A7 B B

min PN 1l 0P (82 — £ A s RO A BT DR, GRAF I TRANEL > 345 | LA S

30 min P, SRICTCANML L35 AR R DNA

e SRa R iR A Al
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ERAZEN : BARERGEL BRI A R
e I P AE AL AR M AN RGEIRYT AL TE 2 AR
53 F-15 SRR, (FJEE T 3 4017 A0F 1 A B A
BN TIZINAT 4> T 43 B R ST, BRI, AR 75 1 B
PRI B S o R 4 AR A SRR TR A
WF5E , HE S IR R g I U 2527 40 TR 1 i i LS
S W iIRE A A R A T 40740 78, SRR T A e
WIS HEZYT

BRI, 4045 PD-L1 235 [ TMB .dMMR 1 MSI-H 4§
SR EYIRRICY) , O A T T A R S IR YT R Y
Il RN AR EAS B 90 2R 5 . Rk AMMR/MSI-H 7 JIH i
AR e A B A AR B R DA R RR 36 A P O R R R R
I FIARAR (H ST AMMR/MSI-H JHE 21 I8 S e 4
A P EIFNAYT R R R AR HE IMMR/MSI-H $8 51t
el A7 v R S T e S 2R T HA T . R
TERLAYE , MST 1 & A AT REAFAEFpIE [H) 25 52, IR ok, o AR
TE WA PR AT MSTASHIN (7 e PR 75 i — 2 AR AR AR S K
REARIG AR SS S 0 S . PD-L1 0 IH T R i v
7 0 7 (8 T 00, AT e BT 2 5 R TR S, S 43
RGN T — G —hriE . I P R AR TMB-
H 19 ELRE(E NG — bR i, 2 B H BT TMB 2 7 1
oAy F RO e TR A 17 FH AR Al ) LT, A5 15 1
T RAEAMIF T 45 R0t — A W

T A R A AT A R A DU % 5 5 s (R B
W VE IR 58 35 1Y SE 0 22 R Ak ARG 7 2 | 9 25 I 8K
I T 4 ) S e ARZATLAL SR O e e v A 4 2R
FOWES AT . T LR, AS L R e i I
PRI/ 11 56 431 R D 45 AR i FR 2T T 38 I E— DR SR AR
I, eI 23T ARG R e LS bG8 SR TR B
SERRER , YA B VR TR ZELE A A ARTE IR e AR & R
SRR R B A DL A TR A S AR I R AE R L 28
BEEIUHFITIRIT T E.

FTES WEETRE

1 EEHERR

MR 4E ClinicalTrials 7 i} #fF 58 NCT02924376 7 |
NCT04256980 7 | NCT02989857 ™ */ | NCT02034110 *'
NCT02465060 ' | NCT03037385 ' | NCT03157128 '**' |
NCT02122913 HI NCT02637687 LA 2 NCT02576431 ' |
NCT02097810 1 NCT02568267 “* | NCT04482309 “" |
NCT02091141 ' | NCT04579380 *' | NCT03345303 ' |
NCT03785249"", L J NIPH Clinical Trials ¥ HIJF 5% IMA-
11A00423" 56 45 0L , 418 pi g BUIH TE G e #8101 ¥Ry 7
ARG 4 NPT

2 EEEENGEIT AR
2.1 FGFREHESFNE  FOFR &— M 4 57 (A % 42 1
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P, R RALEE 4 2R (FGFRI 2.3 . 4) , 15 AR
Oy AR, Hoh FOFR2 TEHES Rl & 48 h BT
B

TRIT Y ROKE e, BEPRPE RT3 FGFR $II571

HZ 7% 1R, 13.5 me/ik, 1R/, 322 R 14 d 515
2457 d,21 d R U FRERYT , BB R R AN
AT 52 1 25 RV SO 5224

YR BRI < B DL IAS B RN (& A %6 =20% ) Ry
AT & BT 48 AR 5T AN RO il
B, FURE A, THRAE , T, S AORYE , MKnt:, SC159 L 189
AR IILAE , 5302 1 R JR 042

M2 EFI (DIERITHTSIRYT G 1A 34 B
TTHRBMG A | S5 2 hg 34 H A TR ARG A . (2) R IUE < 15
D 50 75 g B9 IOLAE , 938 AR 700 i b 0 v ol A 198 45 52 F [
F™ E L 7K A ARIRYT o (3) BRI - R LEEbE AT 5 iR
IR GiE Iy SE
2.2 IDHIEHZAE  IDH LR Gt 5 Fr 88 B I & B , 2878
) IDH ¥4 o B [ R %5 A0k 2—-F2 3 1% 1R | 22 3 iR
B 2 G B R4 2 AE  DNA 8 42 52 50 A 4 A Qi 5
AR R A

WBITEEY) : AR AR  IDHT 78 /N5y FAmif )

FHZ 7 % TR, 500 mg/ik , 1 W/d; FRs iR, B & 95
PR TR BB BN T it 52 () 25 e e RN A5 2

WA RN < Foe LS BRIV (=20%) 7 2 11, 5%
IR, R A £ RS Kb s, IR DRI , 76k
2,0 HL LD IR 1) (QT) ZEK: | Ji2 92 , N4k , AR
UL , AL A& 3R

FAZGTERE ST (1) Wi)Co e P AR R A 5, 2 A FR
P B QT (R AE A, AR AR 24 7 it sl B 4 25 24 1O LI
A R FA 255005, A5 D0 1 7k A5 24 . (2) % 253
[i] HE B 132 B R R G R R AR AEHEA T W, L]
g LR 22 e 22 - B ZEAE (Guillain-Barré
syndrome ) 75 K AIF2
23 BRAFR:HZEAE  BRAF 3L 4t RAF B A K iR 1 2
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HRCZ T S B REIE S i R fiE
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JOELE 53 P e S5 P DD o A TERARYRIT 2C
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JUEL T SO P P B P DD R AR TERRGRIT 1C
TBTERGE & S
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TE AR
JOELTE SO P e S5 P D R A ZERRGRYT 2C
TATEARG B & B
HER2 ¥ uli5e &1k (1) 1 Z BT+ IA Z BR AT RIS AT DI B Rt TRARYRIT 2C
(2) i Z Pk BA 47 + Tucatinib 3B WEME
JOELE SO e 9 S P LD R kAR ZHRARGIRIT 2C
ARG E K R
PTEN ik R A K SRR R AT IR SRR R R AT 2C
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JIELTE S PR S ol ST BR AR IR R GRYT 2C
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QRENLFKR TEEPERR — R R SRR
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IBIT ) P RET 5

2% DR (5518 , 400 mg/ik , 1 R/d; FR2L IR A
B AP S IS T i 57 A 254 P S N A2

YA BN - B DL R KRR (R AR R=25% )
fERL IR 2 RS IA PR A TS . B UL 3~4
WL ER A LGRS H (REFR=2%) Mtk AR b
PR 20 6 ALK L I 2T 26 1 AT Ll R R AL L A R AIC (R
1E) MAMREAR R A R 2 BT T R 2 T =
/IR R R i T 5
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SERIE 2R I TR A FH2Y |, SRR & A 5 7 A5 5 3~4 2%
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PR 25 AR 25700 . 4 Zmd Ak A5 L (3) T4 2%
B2 H EWE 2 AR LK, FRROE A 3~4 T
PAEFAE 1L 20 . (4) i, e B 25 B 2 ik &
S P I A A A

TRYT Y SRR 2 RET 46

2% DR (S HEaREE) . A 128 U LE
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EJR T AN P 32 1) 25 ) R 1 S
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25% ) , BLFE R A AR A M N AR A T | wE T
N R e e i UM RN S e S N1 K2 2 PR R (W N B8
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£
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Jiti, R FH - S Al 70 e, S B A A 11 IR 5 R A
JHie Ho 2 AR BELBT )T 2 h 510 b, R FH 28585 Je Jre e s IR
PURRZTT2 h 32 h )i, IR 235 B JE IS . (2) QT [a] 31 4E
Ko ) #1125 B2 E 2 25T 340K, 1
R 3~4 BT T A5 1L 25 . (4) M I, e B 4 FH 2
HEMBIMKE , kAT H i H A A
2.5 NTRKIEHELG  NTRK R gty JE LR EE 1 32 1R 35%
i, &A= 5 I NTRK S K 5 HAB L R Gl 5 B3 302 Rk
ZLCHE T MAPK |, PI3K I PKC 25 R 745 53 B0 L v
PR E R A= I R NTRK 3R il A S AR
25°40.25%" , FEFF IR SR 290 3.5%™

TRITE) PP B JE , NTRK Il 51

FAZ575 % TR, 100 me/¥K , 2 WR/d; RRLE AR, BLE PR
ot R Bl T BN T it 52 1) 2 d P SR

AN RN < I AN RN (220% ) 4 9% 55, %
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5. B WL R RN (22%) A &3 HETE WL E | 5
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TRITESY IR JE , NTRK HI 71
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R BRI Z R -
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AN R R WA A IETRYT o
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ot G I A T S T o (3) g S ki A R R ST
I 25 CYP3A S 500 [ Bof i FH o A Lo A 155 i B
NEFH CYP3A MG, F5 B A e LR R i 7 T s Bt & e
FRZ50 4 o (4) 2200 By L 30 0 2 o ke A IR A
2.6 HER2FERP Wit £k  HER2 R 4utdr=4) HER2
FEHBTEGFRFEM A Z—. HER2FE A FEHET HEK
W HAt % A (945 EGFR  HER3 5 HER4) JE i 53 — 5 {4
545 FABCIARES 6, 5 RS2 R A0 B 5T A 15 24 FR i
i DX E B R AL, PO SRR S . BRSO R B, AR
BT HER2 SERIY 18 R A0 18%

TRYT Y TE N Z R BT, FE ] HER2 LR B 29
22k BT, HER2 B va BEPTLR . A2 R 4T, HER2 HL3%
BEBLIR . Tucatinib, =5 e B 11 Ml HER2 1% 22 9% 1 it 10 161
o

2577 % : BRI 25 LR I 225 25 fd B iE
il , IEAEEAT I T RHETT o BT BT AL AT
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R A B R, LA I N 2 2 5 AR i R s il
WEAEM . 4 PTEN BN 5848 5l JC i, PI3K/Akt 55 38
BB TR AL, S ECR R ARG SRR I R T . AR
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2577 % : BAR 25 LR I 225 25 Y FH i iH 1
il , I 7E HAT i & BHAY 7% ) BRI AL AT
2.8 KRASHEHZRAE  KRAS J& e A W3R B v 1) 93 i 3K o
FEH, >80% M A8 K A AL 125 %5 T, KRAS® 587
65 1] T 03 B9 GTP 45 5 1% 3% KRAS, 5 AL 20 o 384 58 77 3
CEWA

TBIT 259 : Adagrasib , KRAS®C SEBEME IS 551

2505 % BRI 25 th LR IS 25 25l FH U6 45
il , I BA b B RHATT 3 ) BRI T AL AT
2.9 V7R A5 SRR AT I 3R

BRI F AR, TR O A5 I S R BT 4 75

FHZ 5% IR (BEET R D < 309% MR I Il 2 ) B %)
MR, 160 mg/¥, 1 0/, ZELEMR 21 dJ515257 d,28 d R
LANT R FFEIRYT , R BOR R Bk AEAS T 3Z (W 254
BN

YN R RN : Je i WL 250N B R (=20% ) R 9%
i TR RN TE 1% = MRS BT R s
o I B g

FHZSTE R0 . (1) ATFEIAE Child—Pugh 739% A 943 JoH
PE A& P 25505 . FFIIfE Child-Pugh 432% B 2% il iR R
i 2t 2 LA TP ) BB AR T B 155 10, DR 2 75 1 2 ]
2558 . JTFIIAE Child-Pugh 4> 2% C 2% 137 8 0 0 FH . (2)
B o EE B URE AN, TR R (3B Rk
T IR Fz 58 %5 Bz WRag vk, PR 1 ik s g mT A B
RITHIER  HFA T R R G R . B2 34
BEME RN, AR & A B L Bt/ i SRR IR 22
fif R i S A RS SR A v T 2 8k At IR 24 . R
JE AR FE A U8 /0 40 me/d, B B AR T A 80 mg/d.
(). (S FEEAR LRGN e kA R E #L
WA HEAT 24 h PREE [ RS 2 . (6) = I g A 2535
Vi) 7 285 L0 A0 5 o R K- (7) 18 B Lo (8) Sk i 7 i 26
MG RGAER. (9) 0T R S5  H RS S WiEAE
FER . (10) IR B

TRITEGY) R IUERJE , 10 B 300 o5 S P Y AT o1 551
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I7 , BB PRI R SR AN T i 52 (4 25 ) M S R 452

YA RN < B LS B R IBE (=20% ) Ay i L P
R AR T WS | 2 AR H = R
Fhw e FR RS E TR 22y SR AN E K 1
PRIERT 5 Il

M. ()R iR 2 (FY6e
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I35 N 2 30 ) g7 2% 70 W) g R 7K o (4) B R o
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SERA L (5) B UIRe i, hEE REA R AR
FLER SR HEAF 7 B 08 28 150 mg . 1 YR/, T8 5 5 T RE R 22
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(6) B/ ik A o (7) AT 306V I 3 B s 25 45 1iF . (8) 18 i 5
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JEHol TCP-CL-00301 3 46 25 57, 43 51 in s A1t 7 futiba-
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SRR F I R R ) AR, TR IR 4% FGFR 450 (1)
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I PRAJF 5 LEE 21 IDH T 306 700 3L AR J& A v] REAF AR TR 24
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IDHT ¥ A= TR 40 M Ak 7R > 10 % A 40 i 28 R )
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g A, AT BRIA PR e A il SE R JE i TRYT i A5
3 [F FDA i K 5 [ [ G 28 A I 265 (NCCN) 5 4177
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FHEAANE . IRTE A e v & A= NTRK I R R 119995 191
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A B Z R SRR 24y SRR YT HER2 T (BRI 4 it
IR ) 110 VL T ek o S, I 58 O 25 T TR 2 2 s
AR THC 3+ 255 . B i 2R b+ I PR i 6
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IBIT T RAERME T LRIBYT . 98 & B KRAS 5875 i ia
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5 AE XU o 7T S A A i G ST T S e
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({EM 5 : PREPARE-2022CN735; 4 i} B [i - 2022- 11-
16) o WU H 23R 2 s WL, I AT A TR AR .
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