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HEDZES R6 XEFRE:A

JIFL T AP ek g 4 4% JFF P9 IR 4595 (intrahepatic cholangio-
carcinoma ) JF7MHEEJE (extrahepatic cholangiocarcinoma ) &
A% 93 (gallbladder cancer) , 2 /5 T 75 1 fL 18 2Pk e 1)
3%, TAFR AR EE LIS 50% 0 AR B I i A
TERIZ I C kI, AP < V4R AU 10% 4247 1R
N2 BA F AR, R HEN R E KR EE
67%, SHFLEAF AN 5% ~ 15%

T R U B2 AR T R 2 5 2 ) [ Y A AR E
PG e g R 1) S S YR T O S BRI I RS A 7
FHAFRR R, 227 5] A A MRE DG I PRATF I8 28 TT 5 A (Kt
(% 2022-12-01) , #0375 [ N 27 BTN 207 % S 4T
VR, % bR A ) 750 P 00 E 1% 2 Al R A At B RS 46
il 58 1 e 0 DI E T S PR 8 1) B S e T 4R T
(2022))%, W?‘E’Tﬁﬁﬁﬂﬂﬂ%lﬂﬂifﬂﬁ%ﬁﬁ i B HIE
i & BRI G KT e S5 KA, 5 (RIAHE R &

T A 5 2 e P I 0 S LT e o N e R B 25 15
E

ARFE R AR A A TAS il 5 PPN (grading of rec-
ommendations assessment, development and evaluation,
GRADE ) bR e 43 20 R G0 FIHERF 38 B L X AR DGR YT 7
RO TIRM I . T8 M XA CIEE#£17 A (B .C.D 42K

AT H . B P ZE R BRI
(No.2019CXJQ03)
BAEMEE : Z2/NE , E-mail : jxq1225@sina.com;

ligiang@tjmuch.com

2558 E—mail ;

JR g, Horpr A IR B 25 ST B R RS , B oM EIE R 2
JR AR , C WAEIE 22 B A S5 UE S , D A AEIE PR 2%
JOT e e SRR 5 AR UE IR T i - GO8 B R I, 1A FRR
Wede 2 AR EMEAR . 45 A EdE T AR I T Al
AR HR P X JIF T U P S ) B G B VR YT 48 1AL 1BL1C
1D 2 2A 2B.2C 2D % HAK S Z 2= W, .

E—#S HFICERE

1 PEERMERIEHAFS R

FELE e b R P R g i, LT SO P e )
BYCH 1), MEAS s sl A 48 e o 289020 2019 4F
WHO J 2127 70 FEbR e Hofg IS S IHAE 2R SE R e
FLIOPRIET A5 R R U T A2

2 PEEERMAES FREFMRER

HETE S B R R P A OK B FE DR | G B A 4 o 1
BB 5 IEE R TR 45 R Al R ) o B 2 ke s e T
TEVEAT IR o143 107 B R, A 8% 3% fe H g B ~F 4%
T 1) T L 5 AR TE I R AN [ (A A T 2R B I R
5o 96 K Bk B T PR G S O S R E IR K E R
PR, ST VT & 3 T A T A9 43T 53 8 R 0 2 P A
BT I ARG UE LS I A AL BT TE

TFFFE LS S R 30, JIPLTE A P B R 4 2 P R R ok
G IiIgE R YR L IAA T A R DR 3R B I PR BRI A5 22
D7 IR G
2.1 R RGEANIR] DK I R T R P T (] 09 43 R A
R B EES  RIEIIR ARG 2R 50 R IR X IR 24 5
JIFL S R e Ay Ol I R L PN IR R AT AP IR
I o Pt e B (high—throughput sequencing) 4% A )
I, Z2 BT 25 5 AN AT T S [ A A7 A S e e ) 35 P
A U0 FGFR2 B Ay (IDH1/2 F BRAF V60OE 5875 22 WL T T
N HAE & , 11 TPS53 . KRAS Fll BRCAI **zm RN AN
Jii , ERBB2 ¥ B 58 A A N s oy 2 il o
2.2 VR[] X3 ) AEL S SO g =22 190 43T ?H?E%%’

WFFEEs A o , B[R] — IR 2R 5 Xl iy I v g

Oy FHRAEALAE A 25 5, 8 76 A BT 9 I8 g o
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IDH1/2 578 TN FGFR2 @il G728 S/ UL il R R e T 22 0L 1
NI SN R A
2.3 AT R IR GE T R A T RRE R A
Tt TRA TN 7 FG 6 R 38 ) ) 22 57, 7T 45 T e e g
NN 53 TR 0F 22 S B AR 56 o T ] I 2 v o g
TR LT (51 1 BB 4 850 S AT IR FE B R R
W 7o JIEL T g T A QU5 iE I B T 8 RN Y
SEWATIF E AR R, WA eI i aE 25 R A T
SAT D | BRSSP A S AR P SR 2 B FGFR2
Tl 55 v RS AT AH S R0 50, IDH T 2878 1 - s
e, Hof FGFR2 Gl & R RAEBRE E K R 5.5% ~
16.0%">" YEFRE K 5.5% ~ 12.5% > IDHI 5878 K H: 3R
TERRSE T NHIE Ibgs AFE N 19% ~ 309225724 YE 3k [# I
TR ATET N 6.5% ~ 2009 3535730

JIEAEF 2R 5 AN ) it R 3 A 9 £ P ) 1 201 S O S B AL
— S MY 2E 5 AT RE -5 AN [R) 2 70 AH T AR A T S B
R R R 22 EAHDE . HRT, Tid T PR 28 AT
I e 53§ RFAE R AR DG 98 Z2 4R v T I PN I A8 e, 17 JE 309
FVTF M FE A I T AR 35 T P IR AE g
2.4 PR I TE R MR A TR IR AR B R

P E S HAMRL S 2023 4E5 H 4543 3 45 53]

() FIEL T S o i s A TRAA B8 % SR O 45 B B, 70 T4 AIE
HFAE—EZS ., WEIFEYILL iR AR, TPS3 KRAS F: [
FEAF TR h 22 Lol

3 BEEERMMEBIEATIREN S THRAMRHE

I 2022-12-01, B A 2425973 ERA0 R TR
T G PR s L A SR g 8 I AR 7 o HE
I SR ] 3 9 A S e AR S R R A T i 2 A
2,

4 BEEEMEMNE R T INR AR X EiRie Y

FIAT, AR AL TR~ 1 (PD-L1) H 33k i
J83 28 75 471 faf (tumor mutation burden, TMB) 5 it 46 &2 i 4
(mismatch repair— deficiency, dMMR) Fl f3f T 2 A % e
(microsatellite instability , MSI) %575 P 1) Z R A Yibric 9
BIAE S 5 SR g S ety 7 A 4 AR G , 7 JEE A e 7
AT Z I FE WAl S5 7 AR OG> T AR e W ROAGE o
4.1 MSIHIAMMR  MSIJEHE7E DNA & il i iy 542 Ak
SR T EF I EECE RIS, H AR G 5O
(PCR)+FE 4148 vk i 2 A MSI I H R G451, dMMR

Fz 1 WHOMGE RE0EME TRz M 4 21244325 (2019 )

JieEg By AGME TR MR
IR ERES KNBERY /NIRRT TR A V20— JH P IR s pf 2 N D g (1 ~ 3 450) R ol 28 P 00

I NI ZE SRR RS TR 2 N S - R 2 N 3 AR LAl /D DL Y
R K HFAMIRAE JRdEE AERRTR Wt 2 W 200 g, o T P R AR IR T T i, VBN L 2 TN PN LS R R A DG TR

PRI, SRR AN , AR, RIS (BR80T > 25% ) , A Z AT MAIRE (1 ~ 39%) , RANMARZE 95008 , /]

AUAEAHZE N i , TR A PRI 28 N A3 I i 2 N A U e

F2 JHECEE M AR T AR 25 10 4T S AT
P RS ERERmRE s RS IZANIERES L Bk
53 FHHE
Wi 5 M| [NeSEPI i
FGFR2filvey (HHE 5.5% ~ 16.0%" > 5.5% ~ 12.5%'** 0/ 0
IDH 1 5R%% 19% ~ 309 12202324341 6.5% ~ 20.09 '#32333573045] 0~ 5.49 127 0~ 8.7% 322
BRAF 587% 3% ~ 7% 19" 1% ~ 3%+ 8%+
ERBB2(HER2) %78 i3 #ik 3.0% ~ 3.7%**" 8% 1.3% ~ 11.0% 4" 5% ~ 6% ¥
NTRKI-3fl 4 FHE 1.2% ~ 3.6%'*2" 29" — —
RETTl (HHE 1.19%"" 1.8%"" — —
i grs IR EL L 5

ST T M e o ik
FGFR2 Aty EEHE 0~3%" 0~ 1.7%" FISH & K
IDH 1 5875 0~ 1.5%"*" 0.5% ~ 1.7%"**' BEPRI
BRAF 7% 1.0%*! 5.9%'"" PCR &R 7
ERBB2(HER2)%E7% it ik 8.3% ~ 16.0% % 13.3% ~ 14.8%'* IHC FISH J& 5 )5
NTRKI-3 4 EHE — 1.7%" FISH PCR JE& K7
RETHLE: THE _ — FISH JE

L ER IR A 2022-12-01 5 “—" U = A BOR IR AR

o FISH:9OERMI 2458 PCR:BABHEESN,  THC: fed1 4k
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] B0 B A TR AR AR E (microsatellite instability—high,
MSI-H) B4, PRIl PR3E 5 SR 3 R (B A S e 4 24k 2
(IHC) , 38 < K60 g £ 214 MLH 1\ MSH2 \MSH6 . PMS2 %5
FERCLE S B IR RS AMMR AT MST,

Wi 25 o 0 A 1) 2 e (S LA L 41
TLHLI Y T ) o 3 ARG MST B A3k, 4 L
PCR HAT 5 A AG I 8 52t | o A S PRI 8 S R L o v i 2R
R R S B AR

LIPS TSR Ry % AN ER R N
dMMR/MSI-H & A= 2353 o o [ AR S e i ogg N REDF
FEHE MSI-HAY 7 1.29% ™, JFF P9 IR S AU A IR A2 0 o
HE 53 5024 R 6.0% 1 4.0% o RS 7o IEE % 4 Afies T
WF 5T A MSI-H B EL R 2.0% , JF 9 IB4E 9 A IBAE
P FNABREIEE 20 T 2.5% . 2.09% K2 1.0% ', 93 —IRIERFETF A
FEOT 73 400 S P9 A 8 JFF 11350 I /87988 MSI-H 43 511 24
1.3%11.9% , it fIH 9534 03 22 E (microsatellite in-
stability, MSS) 3 1*¢
42 PD-L1 ik dad IHC A PD-L1 2 [ 35 7K - 1
DUs N A2 32 G B 1R 9T 97 2, FLAN (B © A2 AR /Nt e 8
6 IRIE b EO A 2R T ARARHIERT . H PD-L1 & A
F IR IK - 5 JIELTE P e G 8 A I T A DG B A 5 5 A
YA B, R oh e 45 R 22 AR, M A TR ARFIE . ok
FI 3% [ 1) — JGURIF 5 2 30 IE T8 P g PD-1L1 2K 1 THC 3%
KA BHPE R Ny 8.6% (MHHESE 12.3% JIF N AR 7.3% T
HMIRAE N 5.2% ) 75 5 — Ik 25 [ AT 5 45 SR 4G
b gRE SR PD-L1 46 [ THC 235 B B R 29 7.9%
CHF N IR 98 2R 8.19% , JIF AP IS 9 o 6.9% , 10 38 98 R
8.0%) ' HE A —IRHFFTR PD-L1 B 2635 THC FHE R
58 CRBEAE BHETE S (combined positive score, CPS)=1,
RN TE A Rg ABE T CPS=1 1 i 329%™
43 TMB TMBZ&F845E K N R4 A A [ L2828 A4~
B, 38 H B IR TR 3L P 28 AR B H 7R (xx AN 2 4E/Mb)
TMB H{F T fsz B g P 7 A i B Bt i 19 75 07 91 5 DNA
&5 BB VIAHSG , 7R 25 M6 55 AMMR F1 MSI-H & i
PR L AR ) TMB.,

TMB 7 Z2 Rl SR g Cnfiides R 6308 25 5
A5 ) T C AR UE S 5 SRR YT IR N A G, {H i T TMB 5 i1
TE W IR G TR T I 28 U AR S AT 9 A R L L4 /IR
AT RE , S 4 T 2L Z IR AT

AN TN ARG I TMB A S e B A s (H R T
P B S ARSI A ARG IR AR LR A v ORIt 20)
PR A 1 DA H 1 FH 32 B o o a0 3 BR300 P 14 43— A
TR OGO 45N BT H NP A 08 AR 2 (HE 5
Fl;=1.0Mb , S A1 R0 7 TR BE ) =500 £

5 MESEESTFRUER
F2 B B HIUAL) I R PR 7 10 A6 36 512 36 2 4 B
%) (AP BEEL A (201011945 ), X 3 [R5 P9 g A Si2ite
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T 30 5 R0 P 1) A DG ML 5 38 3k A R T AR AT BB 1A
N AR T AR IC 25 G205 , 7 v] T R g v o 35 PR
AR IR v A e 3 PR P 4 R AN AT AR R
AR [P BT IR PR AR TIAL B RSk i B Ty A
AT XA FH AR 0 X SlAL P38 SO A T SR AT
o DRI 55, B4 A B v A5V R R 0 35 P B A
sk,

TR e v 308 2 PR DN PP 3 22 ) o A
T 2 B S A BN IS VS ) A SO 3R 2% e S e s
SR DA B, 5 N T3 ) LA ARG o = 43Ry T B, F
A ey g 30 3 PRI 194 098 5 P S R 5 1) 2 U
N BSHAR 2 072 5 AR 5 ARSI A2 25 1 3 2 35 PR A
15 8 AT A AR BT 14 R A RN S S5 R R A
B IF AT TSI A SR PR

SRR [R) A ST AR DG N 25 T, I 7 4 R 5 30t ik
PRI 1 92 KA i e R 2 FH 00 (6 A0 Jmy BR 2 , 338 45
9o N B LA S 110 72 2 A ARG T 45 SR 2 785 ) I e A ofe
AMRAIRY T LA G R BRI 275 e

VIR [ 8 SO A T B T 7 B AS AT LAR) IO T A% $A0F 7 5%
N B B I IRAR B, 3 RS DA B i) 38 R (2
it , A B A SR B MR AR A AR A AT

JUELTE SO 9 e P 2 A A I A AR I A 21 1 D ik 4
SURRAS AT 355 FH P 88 I — A R A L I 2 B s R
B S o S0 N TS L E R — R 2RI AR AR B
P RN ORAF 10 25 BT AR fE B LR , W e A 20k
FE U bRIE , FE ST TS AW RE A 32 S A PR AE A T B A 5 Bk I
FPEAS SR DNA \RNA Fb , FLABAEAS N (E B A 1198 2
Wbt — eI, SR R e a8 35 Rl ) e A
ZH LVREAS Hp e 40t i A 31 20% LA L IR AR R
HE /D 8mL, FEACRAEL AR MHTHT, 85 b B DL R
o T2 DA 2 SR S S8 AT IR I R o IV P e
TR IREA IO R AP A L2 3

JIFL S SO e 7 3 43 ARG RS Ak R T A R
WL 3 A 453 P 5 L B 5 1 e 5 e B AR B & 7 51 &
bk S BRI 7 90 L | 25 A A Bl ok 5 AT HRT e
FETT AR ATIE SAR U R IR SR R AP TR .
PR A BB R RV E U HG S T A A T2 SR
Yabrif

Jie g v 30 £ A I RS AR AR B N7 8 B 500 £ LA
o RN S 5 5 A AR FH 48 R A BB R PR 07 A
AR5 AR CEHE(RA) TR0 AR S
BB A7 A% 200 R T8 F (R FASTQ . BAM  VCF A% X,
{5 B8 A8 I S50 2 [P , % BT SR FH A 8508 431
TH GO HATRE ST I0AUE o R X 1A 40 i 15 R 22 8 114
AR S XA R HLAT B I AR SR SR AR
ST SIS MR UL A o G I 45 AR R i ST A R S
AT LA B

iR 5 3 AT R A T R W B2 R
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T3 NHIE MR 3 o R AR AR BR
FEARZE OB 5 i) PRAF 2%
L ZUREA BIRJE 30 min P SERL WA R -80°CYKAS
FR RS [T 2 A S A A B AR A 40 7E 30 min N, 100 mL ) 4928 b H B T 1 2 (P AR DIBRAL A7 M Bk IR AR RS, SRAFIN RIS . > 3
AUFEAR 216~ 48 h, ML 72 h; 1416 ~ 12 h) A ARG R 5 5 A 1] S 5 )
I HAEA 8 ~ 10 mL A MIAEAS : (D WRFAMF NIz, & £ WiV L TRbiE Ezs Rl -80°CYKFE
4,2 h N B IR U B DNA ; (2) 544 T iskin, i B DNA FEAS
LA E A3 ~7d
I AR L 2B RS 30 min Y, IR ; R Z-80°CYKAA PTT 5 A M Wiy

B S PR A ZH S UNTE 30 min A, 1 8 Y RS 6 5 — 4 W E A AR 5 AR
WA AU 30 min Y, SRIBCCAA L35 AR FRTE DNA

MRS, PRAF I B A B > 347, L kE
DX Z5 5™ A W] R

(Lo RS S Pl ) L A7 A 2 2 2R A5 ) b 4 it
P B 43 LRV BCRE: (Gl ), At s A J5 6 7 R 26 (A
WL IRFE A SR R DA AL B ) A PRGN T 52 S5 4G T Kk
P ARAT Bl S B AR G, S50 2 1 %t IR A 2 i Bk
PR 9 A8 114 o 38 A W 7 7 A TR A A A dE : (D EAR T
S8 R A A0 I | 4 SRR A R A 5 (2) Rl
VB FEA il BT PR (3) BRR XS £k, £
T PCR 243 AR A 5 (4) RGNS R , 205 A 0 1 3 BH AG
FHE PR AT ARG 2 A 2 A0 Tl LR i A S S8 A SR G AR
RIRZ AT T MBESEAR B LME A )5 (5) AR5 B2
3R WP IR B S5 T LS () Rl M REFN SR BR-AE

JiekRE v 3 43 A 0 A 5 N S 1 UL T BH L 25 SR
W RS AR AR B T 1 JE I At A 2R P 2 T b
b BB IGRIAITHE T2 AR 45 5 T 2500 1t 5
e A0 5 DR RS 0) &45 SR 2 0 I A i 4, %ot i R 58 SO B
SCHEAE S AN T 1 3 AR AR 25 T RRER RS LA
TR

EEEL: 2 AR aEd BARLARFIHERRG S
BEMFEECARDG ARARLETREE S0 /MKL
o FAZ B AR I A2 e il B B 98 5T 4R AR RO B 1T
B2 NT TR R L, B R REE 482 4m
R B B RE RO M R T FHARKGIREANG
R, ARSI B IR LR S F oA e s R
W AT B R FARAE R IR A T oA, F IR Tk Y R 4
ARG T o

BAKT E, .46 PD-L1 & & . TMB.dMMR #= MSI-H %
% HF A M ARidy, TR A28 B IV 9B S 95 08 T R R 64
6 R B R A AF B A IR 5, & K IMMR/MSI-H f& f2 i
THMNBETERFADAEZARKES B B RAZT
E & FEHIAK A2 % F AMMR/MSI-H A28 TP B 555 52,95 40
& B AR NG 9T 04 Fva B R AR YE AIMMR/MSI-H 45 5 &
IR AR B GG K s T AR TR AEE, EE
E WS, MSI8G K A T LA AR 1) £ 5T, Bk, ¥ E
TR R ARE MSI A 4% Sk R Bt — F IR E K
BRI BB L0 14 PD-L1 Fok st Reid oM ik 5 74

I7 v 0 FRM AR, A% A5 B % HHE RAE 52 A Fe i 4
AR T —Fh—AFk, T E2E BB A B TMB-
H 849 B4R B A8 A S5 — A7 42 69 %) 2 2 P B 3T TMB 9 187 %,
Ay o B f i T b AR s RS AR VB WO AR, AL A T
A TFRERFRERE—TAH,

AT AEAC W AOMC SR o ) B A BT RS B LA AR
EBREAR T EN FIEET TG R A& K
V&R E 12 BT RN B S TN R
B EFEA TR FRRA, R RIS SEE A
BREGF o ThmsRAEARAL T 7 Rk —Rh K
R, b 9 5 F Mo AR5 72 R s Ao 25 AR R 3L B L
TR, TR ENEBEERAIKIER HELE
FE B F FREREALSTFHMEREERIZL,
LR T IFARAHIIT I T T &,

FE#y WEETRE

| B RS AR AT YIBRFRNEEE, T
FGFR2 EFE L& EHE

AT 2 A K R P 3Z 4R (fibroblast growth factor receptor,
FGFR) J2& — 2% B (1% 52 A 1% 220 1 67 , G R 1% A 466 FG-
FR1.FGFR2 .FGFR3 I FGFR4 PUFh3Z{K . FGFRI .FGFR2.
FGFR3 1 FGFR4 78 N 2L 434 25 S K, Horpr FGFR2
TR A4 BT P A g R o

fiAKES JE (pemigatinib) (1B ZEHEEE) .

25797 % IR, BK 13.5 mg, 5 H 1K, #2214 d
AP 7 d 621 d S VAP R RN RREAYT , H B Rm
Jr Bk A AT TR 52 (W 254 B S N4 2

YA RV < Fe s DL IAS B RN (2 A2 %6 =20% ) f2
O ILAE VA TS 8 EEE 0T THIEAR R OB
B R CTHRAE L T AR K OG5 R R
AR AR 532 0 B kT8

M EFI (DIERITHTIRYT G 1A 34
TIIREMG A , 52258 34 H AT IG5 (2) =B InLE - i
TS5 75 1 0 I, A8 AR 701 AR B v ol L 114 45 52 )
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T E R B K AZ LIGIT s Q)RR -G LT - fl 5 R
ILE s

2 ¥ IDH] BEERENARAIYIBRAT A B E

IDH & [H 2 Tt 5 A7 168 2 JBd %18 (isocitrate dehydroge-
nase, IDH) , 28748 (9 IDH ¥ o [ 36 — FR I Ak hy 2323 1% —
%, 55 R FEER MR AL A DNA B 2 BoA 20 X
R AR E I KA

ARJE A (ivosidenib) (1A ZEHEEE)

2% DR, BK 500 mg, B H 10 FR2EIRA, H
TP R B BUAS W] 0t 52 ) 25 R e S 24

YRR i WA RSN (R AE #6=20% ) A
Z 7 TR PRI I 22 S K B IR
XE B Lo E ELO IR BT ] (QT) FE K 28 IR L B
[/ CSENIRE R U 1Y &

FHZ5 1 200 (1) W IUCo H PRI H A B, 5 A H
Pl B QT I AE A, BRI 245 70) o i T 42 45 247, R LI
S R SR P2 500, 5 T 7K A5 247 5 (2) % 243
[i] HH B2 B R R GERE R AR AR HEA T W, i)
TG LR &2 W2 - E R A E (Guillain-Barré
syndrome ) 5 7K ASE24

3 1EW BRAF B FE 3R 9 N BT 1Bk RE 18 R B yeg

BRAF 3£ H 4ty RAF 2R P 50 I 22 2 R/ 9 B RR B 1
ity , 38 2F MAPK 3 B% 2 515 5 7 S 00020 o 1) A= 4 R A7
o BRAFV6OOE 2875 v] SEUMERG AL , 51 Z RrEe i 55538
PTG A IR A A G R I RE BRAF 3 [H 5878
IR SRR, A HGE R 1% ~ 7%

53R JE (dabrafenib ) BE-5 i 35 25 JE (trametinib) (1C
KIEE).

2505 % (DBREESE , TR, AFK 150 mg, 5 H 2 1%
(IR 12 h) s ()i ER e, MM, BRK 2 me, B H 1R, URAT
/0 haiiJG 202 Wik . FREe 2y, B pamit ek
BN AT i A2 (4 25 SN

YR R R« LA AR LA B SR (R HER=
20%) R R Z 1 B % RIE S i kX
RS VS VU &R A LB A S5 LA
KON (R A3 =20%) R K3 3% IR = 7 R kT4
N TS EE R R R B L i B AL
R,

FZE BRI (1) Wi (2) 45 0 9 F S s 28 fL
(3) VR Jk A A2 T2 1l R i e 5 5 (4) foi MBRERE , o488 I o 9
I 0 IS A 5 (5) WU TR ET JRIT LA G W2
JEHE2 ~ 3 H L NP A2 O = ST A A (6) IR BB, &
A R ) B Ik L S 3 7 A5 P SERR 2 5 (7) Fia) o 1 s
XoF 7 ) A P S B D R S bR A5 P i SRR 2, 24
T T S22 TR 7R DG 1] S A sl il 48 B, Kk A 52
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fh SR e 5 (8) 7™ HE A AR 5 (9) 7™ HERY B2 K751k, ik it
S22 ~ 4GB AR T SR 3 JH N BEA B, K
A5 L5 (10) X AT AR B S I Lo PE R 5 4, T i 2 T8
A RESE ;s (LD IR

4 W RETERER S K S AR R B s B s R RT YRR AE
SRy kb

RET H K il & 5 BUNI BC AR 19 — R AL TN RET A
AIFFELE0% , RASIMARK \ PI3K/AKT JAK/STAT . PLCy % F
TR 5 38 B TG ) 3 A 4 P ot B 1 B, 17 7T g S B
KA,

4.1 EHiEFJE (pralsetinib, BLU-667) (1C 2K3#EH)

FHZE )% TR, YR 400 mg, 5 H 1 0GR 2E IR, &
PR R R AT it 52 1 25 ) B SO 424

YA BRIV - S5 LR R RN (K AE R =25%)
L I 2 BRI ANETS . 5w W3 ~4
PR B R A LGRS H (R AR R =2%) itk L 40 RIS L
PR A8 M R ARG L I 2T 1 AR R R R R A L A (R
1E) MANREG  R ARG 2 BT T = IR = R T e
M/ INB B D R P i R T 5

JHZGTE R (1) (] BPEfe , 1 ~ 2 8 s 1
FRAEARIE 5 AT A T 25, e R PR R A 35 K A8 T 5 3 ~
AR FE AN (2) B I, 3 R {5 25, R E 2
P 25 AT 25570 & o 4 AR A . (3) it
FLEE A H B 2 AT RLOKF R k3 ~ 4
AR R 2G o (4) H i, 0 R 45 FH 24 1 8 11
52, KA A A S
42  FEEFJE (selpercatinib ) (1C FEHEFF)

FAZG % M. AR 12 % L F L AR IS AR
YT RN 2 AR < S0kg, BEIK 120 mg, B H 29K 146
H=50kg, K 120 mg, & H 2 U Fr2e I, st
BRI 32 i 2 B Pk R .

YA RN - i UL SE G A A TR AR R (kA
H=25%) A R A ARG 7 T8 2 R = e T e | oA
PAN I Rk e v N AN S I e S 11 3 N 1K 2 R E R (N
SNASAE TV S LT s ek R e 5 I
ST KL/ INER S A 5 BIE T L S e
g,

FHZ5 1 20 (1) 3 G IBE -G oy FH B A4 ikl 5] (B8
ZERTMESE ) | H A2 PR BHWTH ik 588 T 46 ) Fdeime 24 (i
iR SRS IR PR EE A5 ) o IR T 3k A b B SR B A
it , JIR O JBT 5 A SR e, A M e B A 11 I 5 IR £
¥z Ho 32 AR BELFT A0 BT 2 hali 10 b, IR 2835 Je e 2 5 IR
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$>2%)ﬁ7i% JE S BCLAE R K | BT 214 FIRX
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NOTE-158 {36 ) 45 4 7, HELZMATE A Bk 5457 (pembrolizum-
ab) BAZGIATFAE 9 AMMR 5 MSI-H A AT a1 7 403 A
RN —ZRIIT T R (1A EHE) . mERIENS %2
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