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1. HMBERE (MSS) RREAREHEIM PD-1 MHIFIHIRE.
2. PEEsRZAf (TMB) =6.7 mut/Mb, H7RERIFHEEERM PD-1 1HIFIH3RE.
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iE:

1. RRERAVZIRIRT NMPA/FDA HEEaiitElR ISR,
P AN )3 NEATE S A Lo St S S 1 RE L o =R

3. BERERISYIRIR T 2B BRI S RO R IS FRIE LU ALt Ee R B R BRI ATZSH.

| IERZSIEXFERES
EHE TREE
TERT 5 UTR 535
CBLB BN R
SLIT2 4\ 2835
LATS2 42\ Z8as
RUNX1 Ve
AXINT1 HrERTy
GRIN2A Ve
TP53 BN
PAX7 BN
VTCNT1 Ve

7

€.929G>A(p.S310N)
¢.2504A>T(p.N835I)
c.1823A>T(p.Q608L)
c.974C>G(p.P325R)
c.1734_1737del(p.Y578fs)
€.869C>T(p.A290V)
¢.318C>G(p.S106R)
€.643C>A(p.R215S)

¢.539T>G(p.V180G)

=
18.87%
12.43%
12.38%
11.57%
10.71%
10.45%
10.31%
9.52%

9.5%

5.12%

1. SRERERAY: FENEEE (missense) . [EXZE%E (synonymous mutation) . IEFBIEBREASEE (insertion) . IFFBIGEALEEEE (deletion) . %

i8R (frameshift) | BUJZSET (splice variant) | ¥EIRERBFEL (start lost) . ToXZEEE (nonsense) %,

2. {RUABESREE N AUFRIGHE

TEIERIZREE, AR SRR R R R BRI H,

BEEKABIETHENEERN NERREHRE, BES LN HEHERE, EEARS

HINEL



| HRD 5 MMR X EERRERLER

iE:

1.

2.

3.

e =13) ERKB ERER HER Bt
BRCA1 HRIG HBURIREE
BRCA2 ARG HEREEE

ATM G HERHREE

PALB2 G HBURIREE
RAD50 REHERRE

POLE G HEUHRRE

BRETFRUETERRES, RFRTHFAIPFXEEEMENES, FEES EEREEHmaEXMER, XEPERSHIRRERIA
i, MR T ASAZEREESZSE, RELEERSER, FHIR—LEERNER. BRERBEESR ACMG  (American College of
Medical Genetics and Genomics) H8X{8m, HA "Eumly’ . "TREEURAY" . "EMAEE" . "ERERM . 'RMT R NREH
RE "Buw" 1 TREEURT ARRRTR.

K panel G EERIRETF ACMG 5 NCCN 15rgH#EEFR HRD fBXEE ATM, BRCA1, BRCA2, CDH1, CHEK1, CHEK2, EPCAM,
MUTYH, NBN, NF1, PALB2, RAD51B, RAD51C, RAD51D £,

BEIES (MMR) EREE EPCAM, MLH1, MSH2, MSH6, PMS2, POLE SEH, XUEFSETLSHIERSSERINEE. (AMMR)
MREERERERRE, WAEE (PMMR) . dMMR SEIMSI-H, B2 MSI-H FIAR—E dMMR, &0 MMRBBIF: (1) HBIlRRTE
F MSI-H RERIRE; QEHENIEARFT=0E BB BBMEELSEE (Lynch Syndrome, LS) , MRS, (3) FUNiERERES M PD-
1 HERER,



| R SR HE X EEES

EE ERRB Xt ERER IBFEEX
POLE IRz5R3E FHE%  ktedt POLE EERIIKFNRATEEEINFTIURGME, AIEEXS ICIs MARARYF

# PBRM1 EESKERZRISMABERE TN PD-L1 iafr

PBRMT s %
KiERE IERX  RiGH —

MSH6  RRRE=ZRT  IFEX  Fiel 1E MSH6 MEBURRTMNESEX ICls AT HsUtRm
CD274 EIHES X skiey 3B PD-L1 (CD274) #1BRIBERY ICIs MRS

POLD1 EFEAIIRENSRELATREIE I HURSAR, FI8exT ICls AR

POLD1 gy IERX R 7

NOTCH ERE3352 NSCLC & ICls frYB IR TRl E R,

NOTCH SEZSTE Nz &
RERE X A =t NOTCH ELESESS35H NSCLC BT ICls IREtF

JAK1 SiEDsas % sk JAKT FJAK2 BOTHASHRSERT PD-1 SAFTROmIZHEE
JAK2 SiEDeas % skl JAKT FNJAK2 BOTHASHRSEA] PD-1 SAFTROmIZHEE

MDM2 TS A% kied MDM2/4 BERYIES PD-1 AT AOMHZSHEX
MDM4 2N E e A% ki MDM2/4 EEHES PD-1 8 AOMHZ5HEX

STK11 KRR % kit ¥ STK11 KESRZTAY NSCLC BBEXIHL PD-1 58777 3055
PTEN N tiE%  kied  PTEN NESSEE T 4N SAUBERZNEHIMZS

B2M ERMIhEEERKmIRESSE CTLA4 Hi/AF] PD-1 HfRAarT
B2M LiERE mfEx  REH

[DES]

1. EREREERRRIEERIDSF (ICs) NEMREY, BUTFESIRRRKIET %R, ERRHRSHRERIIEMLHAR (S=HIRR
3HIF)

FEEBMETEARRNENRRIEER, PBRM1 (VERTTUNSERMIER ICls 7738, T B2M {(VERTREREAY ICls Il
AREEFEATTE ICls f7Ra95eEREUATREARE], 41 MDM2/MDM4 (UEMEER SriEx, Btse B E TInREdRR= ST Siax.
POLE 71 POLD1 AI3K=1583 S PT REFE AR S SRR SRR TR T FH S O — 28538,

AREFI R MUREHT ICls FRUERAEXRIRR, BaliEF ICls IR —FuuiEsy, B ICs IrasEivesRE. MREE. PD-L1K
F. MyEEMELN B ASEERENN. RREREEIRREERELRERGSHIE.
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| MBERGEYE (MSI) £

FRIENER: HWBERE (MSS)
MBEARE (MSI-high) RYEE, FJ6EXT PD-1/PD-L1 FEXRETIASUE. FDA E&EHE PD-1 fiufk Keytruda FBF
MSI-H 8% dMMR EBEZFMLRE, PD-1/PD-L1 MHFIZBYWEES: Imfinzi (durvalumab) , Keytruda

(Pembrolizumab) , Opdivo (Nivolumab) , Tecentrig (Atezolizumab) , Bavencio (Avelumab) ,

| FhEsEE i (TMB)
ARIEMER: 6.7 mut/Mb

iE: 2020 & 6 B FDA Hilt Keytruda (pembrolizumab) BZ5FFi&fF TMB-H (TMB>10 mut/Mb) , BEE&TTIEER
HE, BARHEEN AT AERNRBIMBESE. WRIRMET || B3 KEYNOTE-158 e RiXGHIEE, ERER
pembrolizumab £ TMB-H &#& (n=99) FHIERES 30.3%, HPEIE 4.0% T2EMR, ™ TMB-LEE (n=652) 9
NRZEFS 6.8%, JEMSI-H BIAREH, pembrolizumab 7E TMB-H 8% (n=85) FIALIER 27.1%, 2 TMB-L B&EH
41z,

RRFRIARZ DA (TMB) #&, X3 PD-1/PD-L1 EEXBETIHEEUR. (EARARTMSHAMERTRER, MSK
(LS ntE-AEERE D) 98 13.8mut/Mb EEREATE, FMIFFESRERR 10mut/Mb, BT REEERE
REEHERRA (WTE) , TREEEEGLIMEREMSER PD-1/PD-L1 SHEXRRTIE.
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| BEEERNHEE

HEA
BRAF
CCND1
CDK4
CDK6
CDKN2A
EGFR
ERBB2
FGF19
FGF3
FGF4
FGFR1
FGFR2
FGFR3
KRAS
MDM2
MET
MYC
NTRK1
PIK3CA

PTEN

FeFuE

chr7

chr11

chr12

chr7

chr9

chr7

chr17

chr11

chr11

chr11

chr8

chr10

chr4

chr12

chr12

chr7

chr8

chr1

chr3

chr10

E: AREEAULEEZERENNESR, EFMRTIUEER.
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| staEEER

HSMELE HEiNIEER
ALK R
BRAF ARG
EGFR R
FGFRT R H
FGFR2 R
FGFR3 R H
MET R
NRG1 R H
NTRK1 E ot
NTRK2 Z X
NTRK3 RIS
RET ARG
ROST1 KRG

¥ MNREESLUTEXRSERE ALK, BCR, BRAF. BRCA2, BRD4, CD74. EGFR, ETV4, ETV5, ETV6, EWSR1, EZR . FGFR1. FGFR2,
FGFR3. KIT. KMT2A, MSH2, MYB, MYC, NOTCH. NTRK1, NTRK2. NUTM1, PDGFRA, RARA. RET. ROS1, RSPO2, SDC4, SLC34A2,
TMPRSS2 EEERED NS FXIE,,



| PD-L1 ikt

RMER:
o G = A S SR
PD-L1 EREAKE IHC DAKO 22C3 TPS: <1%; CPS: 15
A0 i -

PD-L1 TPSHICPSZiAPRIEE:
B HliETE [F73=3"4

NMPA i /ERERIZRREAZS—EATRIA PD-L1 (TPS21%) |
75 EGFR 71 ALK 2 E =AY S AR R s e R AR AbE B .

IF/NBRERHE PD-L122C3 TPS21%

NMPA fit/EIRERIZRBIAT S ESHAmEE (ESCC) PD-L1
REBPAAIEE PD-L122C3 CPS>10  (CPS) 210) RIBREF—42Biair KM, /SEBEHEIaERitR
EBHAARERE (ESCC) BAEMIATT.

FDA HE/ENRIEFIZRBREX ST (BEREEIZES/ A2/ SErathiE+
=PE3LARE PD-L 22C3 CPS>10 —=%A) FIFiasr PD-L1 RikfEt (CPS>10) FoEIBRSSRHEHAR
HRM=IAMILERE (TNBC) FH&.

FDA HEMREFRIZREAFTIATiaraRIA PD-L1 (CPS>1) AIBREA

SHE PD-L122C3 CPS>1
= 1 RS R AL E T,
FDA H ISR S A TAR25A PD-L1 (CPS>1) fOEIT 2
SREAESR  epuacscest  WRLEATHE (DIERRER. 207 SRR
" S S AR AR EE,
) FDA ISR B B 25— A B hEARINZEA PD- L1CPS>
S IR 55 PD-L122C3 CPS>1
S BRE 1) BRI S R A S s R M,
FDA HLAISRIE R ET AT FEA SIS Ei s
R F R PD-L122C3 CPS>10 1A PD-L1 (CPS 210) , B RESIHAISHAEAYLITHEERR

HA A ETB I RS ERIE .



FDA #UEMEFI/C BT LA AR S =R EAMRED
PD-L 28-8 TPS>1% (LFeiE) SBRREAEBSIA NSCLC &, PD-L1 (TPS21%) Fik
SMETVER N TR Rt BN TRt R AT B TR AR,

References: keytruda.com, fda.gov,nmpa.gov.cn, DAKO PD-L1 IHC 22C3 pharmDx, DAKO PD-L1 IHC 28-8

BRIRERARBEATR/ N
ik

pharmD
| ferresiptEc BB LR
Tt SNER ol v EinER IEHESR
ERCCT rs11615 cC YTREF, BEMXGE level 2B
e GSTP1 rs1695 GG SRIERIK BT level 2A
XPC rs2228001 GG SEMERANKRRS level 2A
EGZIEEA S TS TP53 rs1042522 CG TRy, SEWEFAXKEERS  level 2B
EAVE=TE UGT1A1 rs8175347 (TA)6/(TA)6 SEIFRXBRIET level 1A
MTHFR rs1801133 GG SEIERXSE level 2A
IRBEBRAR
GSTP1 rs1695 GG wopriRE, SEERRIEE  level 2A
HFOME CDA rs2072671 AA SRIWERXBEAE level 3
rs55886062 AA SRIERIKBRAE level 1A
S-S ERIANE DPYD rs67376798 T SEIEFAXERART level 1A
rs3918290 de SRIERIKBEAE level 1A
rs55886062 AA SEIEFXERARE level 1A
KR DPYD rs67376798 T SEIEFAXERART level 1A
rs3918290 de SRIERIKBEAE level 1A
FREIENS MTHFR rs1801133 GG TR, SEIERXBLAET level 2A
REE GSTP1 rs1695 GG YT ERE, SEERRES level 2A
RIBHE DYNC2H1 rs716274 AG SEMERANKRRS level 2B

iE:

1. FFERIERISRA NCBI-Gene BIIEAMA.
2. 1AL rs S0,
3. IHBERAIKIS : #IE PharmGKB i http://www.pharmgkb.org/page/clinAnnLevels
Level 1A: FREETHEFSIATINSEHEFLEATERFATAR,;
Level 1B: [ TRETZMERITEZAIAR,
Level 2A: [FEETEZMESHER, HANKRREUREEBRENAT;
Level 2B: IRETFEZMEESHR, (ERLHRIETRIT BEEAHED,
Level 3: TRXET 1 MBREERIAR RES) HSTHARIBRZPEBIHKEKIME.
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BHER RELER
HARE &g

TS =i
EMRIfRER &g
MFrEE =i
WFFRE &g

1. #&M¥EA: illumina Novaseq/MiseqDx/CN500

GNTTE: REHRHBR—HUUE (NGS)

2% ERH: hg19/GRCh37

HARELEEAR DNA B2RKIE, HREAZER DNA S2XTF 200ng, FIXESEERATF 700ng, FEEHHAER RS EFHATF 10ng,
MEFREEK Q30 XTF 80%. MFREERELAFIIREAT 1000x, ctDNA FEXTF 10000x, STHEID ARSI, LA, BI8=1N%E
%, BREATEEHERHE —EREIREARNESR.
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| BEFIE

ABLT
ABLZ
ACVR1
ACVRI1B
AIMT
AKTT
AKT2
AKT3
ALK
ALOXT12B
ANKRD117
ANKRDZ26
APC
AR
ARAF
ARFRP1
ARIDTA
ARID1B
ARID2
ARID5B
ASXLT
ASXL2
ASXL3
ATGZ2B
ATG5
ATM
ATR
ATRX
AURKA

crc
CIITA
CREBBP
CRKL
CRLF2
CSFIR
CSF3R
CSMD17
CSMD3
CTCF
CTLA4
CTNNAT
CTNNBT
cuL3
CUL4B
CcUxi
CXCR4
CcYLD
CYP2D6
CYP4F3
DAXX
DCUN1DT
DDR2
DDX3X
DDX41
DHX15
DICERT
DIS3
DNAJB1

Bz

FLCN
FLIT
FLTT
FLT3
FLT4
FOXAT
FoxL2
FOXOT
FOXO3
FOXP1
FRG1B
FRS2
FUBPT
FYN
GABRA6
GALNTTZ2
GATAT
GATA2
GATA3
GATA4
GATAG6
GID4
GLIT
GNATT
GNA13
GNAQ
GNAS
GPS2

GREM1

11

KDR
KEAPT
KEL
KIF5B
KIF6
KIR2DL4
KIR3DL2
KIT
KLF2
KLF4
KLHL6
KLRCT
KLRCZ2
KLRKT
KMTZ2A
KMTZ2B
KMT2C
KMT2D
KRAS
LATST
LATSZ
LEFT
LMOT
LRP1B
LYN
LZTRT
MAGI2
MALTT
MAP2KT

PAX5
PAX7
PAX8
PBRM1T
PDCD7T
PDCDILGZ2
PDGFRA
PDGFRB
PDKT
PDPK7
PGR
PHF6
PHOX2B
PIK3C2B
PIK3C2G
PIK3C3
PIK3CA
PIK3CB
PIK3CD
PIK3CG
PIK3RT
PIK3RZ
PIK3R3
PIM1T
PLCGZ
PLK2
PMAIPT
PML
PMST

SF3AT
SF3B1
SGKT
SHZB3
SHZDTA
SHANKZ2
SHQT
SLIT2
SLX4
SMADZ2
SMAD3
SMAD4
SMARCA4
SMARCET
SMARCD1T
SMCTA
SMC3
SMO
SNCAIP
SOCST
SOX710
SOX17
SoxX2
S0X9
SPEN
SPIT
SPOP
SPTAT
SRC



AURKB
AXINT
AXINZ
AXL
B2M
BAPT
BARD1
BBC3
BCL10
BCLT11B
BCLZ2
BcLzL7
BCL2L17
BCL2L2
BCL6
BCOR
BCORLT
BCR
BIRC3
BILM
BMPRTA
BRAF
BRCAT
BRCAZ
BRD4
BRIPT
BTG7
BTK
CT110RF30
EMSY
CALR

CARDT1

DNMZ2
DNMTT
DNMT3A
DNMT3B
DOTIL
DPYD
DTXT1
DUSP22
E2F3
EED
EGFL7
EGFR
EIFTAX
EIF4AZ2
EIF4E
EML4
EP300
EPCAM
EPHAZ
EPHA3
EPHAS
EPHA7
EPHB1
ERBBZ2
ERBB3
ERBB4
ERCCT
ERCCZ2
ERCC3
ERCC4
ERCCS

ERG

GRINZA
GRM3
GSK3B
GSKIP

GSTM1T
GSTTT
H3F3A
H3F3B
H3F3C

HDACT

HDACZ2

HGF
HISTTHTC

HISTTHZBD

HISTTH3A
HISTTH3B
HISTTH3C
HISTTH3F
HISTTH3D
HISTTH3E
HISTTH3G
HISTTH3H
HISTTH3/
HISTTH3J
HIST2H3C
HIST2H3D
HIST3H3
HLA-A
HLA-B
HNFTA
HOXB13

HRAS

12

MAPZKZ2
MAPZK4
MAP3KT
MAP3KT13
MAP3KT14
MAPKT
MAPK3
MAX
MCLT
MDCT
MDM2
MDM4
MED72
MEFZB
MENT
MET
MFHAST
MGA
MITF
MLHT
MLLT3
MPL
MRETTA
MSHZ2
MSH3
MSH6
MSTT
MSTIR
MTOR
MUTYH
MYB

myc

PMS2
PNRCT
POLD7T

POLE
PPARG
PPM1D

PPPZRTA
PPPZRZA

PPP6C
PRDM1
PREXZ2

PRKARTA

PRKCI
PRKDC
PRPF8
PRSS8E
PTCH7

PTEN

PTPNT7
PTPRD

PTPRS

PTPRT
QK1
RAB35

RACT
RAD217
RAD50
RADS5T

RAD51B
RAD571C
RAD51D

RAD52

SRP72
SRSF2
SRY
STAGZ
STAT3
STAT4
STAT5A
STAT5B
STAT6
STK17
STK40
SUFU
suziz
SYK
TBX21
TBX3
TCEBT
TCF12
TCF3
TCF7L2
TEK
TERC
TERT
TETT
TETZ
TGFBRT
TGFBRZ
THADA
TLX3
TMEM127
TMPRSSZ2

TINFAIP3



CASP8
CATZ25
CBFB
CBL
CBLB
CBLC
CCNDT
CCND2
CCND3
CCNET
D274
D276
D28
D58
D74
CD79A
CD79B
cDC73
CDH1
CDK12
CDK4
CDK6
CDKS
CDKNTA
CDKN1T1B
CDKNZA
CDKNZB
CDKNZ2C
CEBPA
CENPA
CHD1

CHDZ2

ERRFIT
ESRT
ETNKT
ETST
ETVT
ETV4
ETV5
ETV6
EWSR1
EZHZ
FAM175A
FAMA6C
FANCA
FANCC
FANCDZ2
FANCE
FANCF
FANCG
FANC/
FANCL
FAS
FATT
FBXW7
FGF10
FGF14
FGF19
FGF23
FGF3
FGF4
FGF6
FGF7

FGFRT

HSD3B7 MYCLT RAD54L
HSPIO0AAT MYCN RAFT
ICOSLG MYD88 RANBPZ
/D3 MYODT RARA
IDHT NBN RASAT
IDHZ NCOA3 RB1
IFNGR1 NCORT RBM10
IGF1 NEGRT RECQL4
IGFTR NFT REL
1GF2 NF2 RET
IGF2BP3 NFE2LZ RFWD2
IGHD NFKBIA RHEB
IGHJ NKX2-1 RHOA
IKBKE NKX3-1 RICTOR
IKZF1 NOTCH1T RITT
IL70 NOTCHZ RNF43
IL7R NOTCH3 ROST
INHA NOTCH4 RPS6KA4
INHBA NPMT RPS6KB17
INPP4A NR4A3 RPS6KB2
INPP4B NRAS RPTOR
INSR NRGT RUNXT
IRFT NSD1 RUNXTTT
IRF2 NTHL1 RSPO2
IRF4 NTRK1 RYBP
IRST NTRKZ SAMD9
IRS2 NTRK3 SAMDSIL
ITK NUP93 SDHA
/TPKB NUTMT SDHAF2
JAKT PAKT SDHB
JAKZ PAK3 SDHC

JAK3 PAK7 SDHD

13

TINFRSF14
TOPT
TOPZA
TP53
TP63
TP73
TRAF2
TRAF3
TRAF7
7SC7
7sc2
TSHR
TTK
UZAFT
UGTTAT
USP7
USPIX
VEGFA
VEGFB
VHL
VICNT
WHSCT
WHSCILT
WISP3
wri
XPC
XPOT
XRCC2
XRCC3
YAPT
ZAP70

ZBTB7A



CHD4 FGFR2 JUN PALB2 SETBP1 ZNF217

CHDS FGFR3 KDM5A PARK2 SETDZ2 ZINF703
CHEKT FGFR4 KDM5C PARPT SF1 ZRSR2
CHEKZ FH KDM6A PAX3
REEFEIF
ALK EGFR FGFRT MYB PDGFRA SLC34A2
BCR ETV4 FGFRZ myc RARA TMPRSS2
BRAF ETVS FGFR3 NOTCH RET
BRCAZ ETV6 KIT NTRKT ROST
BRD4 EWSR1 KMTZA NTRKZ2 RSPOZ2
D74 EZR MSHZ2 NUTMT SDC4

| #8075 E SR A BRI

1.

MNP RRBST BEXERES TERSHREIMEFXE, MEERIEES T EINMRMRASFXE, Bt
TIRN79 SNP i, (ERTERAZEERRSS GC X, SEIRHFEEMRIE 100% (BEAT 98%) B=BARX
i, FE—EXKERI A EEESEEFENURTEGH.

KGN RIRRIZE S AARRNBERANTE, FAERBIRREMEN, BNETrEEEERBRARMIENERSEE
REREERMMEAE
AN EEBXARE, F24IE FDA/CFDA #it/EREEEZY). CSCO. ASCO. NCCN, ESMO F#EXigrm, LAKRE
KRR SHEXIGREANZE M. FEETERAYAIHE, 15mNEST, IRRARIHE, IRENSFEXRIESIE
BEXNBHEFTMZA.
MNBEFRRMBRREERFEAHITIEN, 1RIE ACMG ISR ERETMHBR DT, D ATEEmRR RS 3E
FREN KRB,
BEEART, feERE, #REZREERSEMARINSEFTEX, 1RIE CSCO MEZitEmiEaT NGS &1
RYBLRRA R RE S EERINALAE 20% LA L., GNERAMEMEE SRR, FE—ERIEHAIXEE, 55 ctDNA Mk
AR IZED 10ml, {RIEFEEAYHEE DNA BT NGS &,

| 2R EEEN

RiMEE i &

IDH1(BATIERIREEE 1)BERBECRITEREHE D o-FK 8 (a-KG)HEE X2 =R
(TCABEIAHFRIXELSE, BRTERIGRE BEREFSMIEMIEE R MRAML)SiME-HLEES IDH1
5R35(PMID:19657110,23630074), IDH BRI TR, SUEEEMIEMERIRE. FFREER
fERERYZFMERRE. IDH1/IDH2 SeERTE TR B4R REE PRI ETNELT/S 10% ~ 23%, IDH1 R132
RNRRERAEL. IDH EERRESHRESHIEEREMEREEX, &% IDH1/IDH2 &
ERTHIEE 3 FHEEN 33%, M IDH1/IDH2 BFERREE 3 F17EEN 81%(P=0.0034),

IDH1

14



IDHZ

FGFRT

FGFRZ2

FGFR3

2019 ERMAPREARIZSIRIE, IDH I Ivosidenib ;AT IEE4HiEREER Il HBIGRXIRERET,
SREFIELL, Ivosidenib EEXZMEH IDH1 RERIBEEMIPEBERITHREF(PFS,
P0.001), SEFHAtbEIRE.

IDH2 ERRB ARSI SESNADP], XFhEsmS— AT s @i e, HE
BREE MU ST IS o-FIX 8. |DH1/IDH2 SRB{ERTRIEEAIgE PRI HIR
£979 10% ~ 23%, IDH1 R132 IR AEN. IDH ERRESHNIEEMEEEETE
EEEXR, KR4 IDH1/IDH2 EESRZRIFE 3 F7EE)I 33%, 1 IDH1/IDH2 FFAERRIEE 3
FIFEZES 81%(P=0.0034), 2019 RUMIEARIFRMRE, IDH HDEF] Ivosidenib j&frIEEYH
PR 1 BBIGROR IR R R, SLRFIMELL, Ivosidenib BE M EEES IDH1 SeRIIRE ML
BENFTHEEFHA(PFS, P0.001), RAEFHIBEIRE.

FGFR1 RISEUAEMBERKEFZNR 1, XE—MNBLHENH IR D EENZ AR
8. FGFR1 H=MRZEREERHMIEIMERIRER P a8 & — MNEERSTI—MNET MAPK &R
HEAEFRYME AR R BR BEE 45K 1E (PMID:8622701), FESRkAH MR KEFECIR(EER FGF1
FGF2)& &5 FGFRT BETUE_RUHRENNEMIEZ. AT, &5 AR S IR ARRInT Bt

THL(PMID:16597617), FGFR1 FERRH iZzRIA HEXNTSHINEENMAIAR S B ARE B4
DRREMDUEVTR,M FGFRT 382N S SRR, B TFIHETRIEE X, FGFR1 A 15
BRI SR B IE R, FLAE, RS AR SOET R B EE NN SMEER R E BRTINERR
(PMID:21160078,0919196,14614009,16807070,12147242), {EEEH5 1 SRR FGF (55£S
WIS R M EAMRINRRY VEGF ST Er-43RES M mIZoRRE (PMID:24387233), BRIIF
% FGFR BRI/ FDHIFIEEERS HEBNXBITETRHFMEST FGFR S B Z TS
ESES(RTK)(PMID:23696246,24265351),

FGFR2 fRiS—MER RERHEE IR, ERATAEMIB A KE T SZR(FGFRIFRIFAIARGR. 11%HAFHAEE
HAERERN 3%AIBREERERTIGIUE] FGFR1-3 EEER., 7 11% ~45%HIEEMiEE e NUZ] FGFR2
HEEmRES, ENFREES FGFR2-ZMYM4, FGFR2-BICCT fi&%, FDA EftEEEIXER. ©
KER. WXIER. TWER. EWInBESHM FGFR ASMEsIHIFI BT MENIGHATT. M/
BURFATEDGRNESHRESRE || &aTInRRAK(FIGHT-202)8/x, FGFR2 EEZAH
CCA fB& Pemigatinib(INCB54828)lE AR EE, BMEMREIL 40%, H 40%5P5EHE,
AS%RIEISRE; HRIEHIEA 85%, HUTHBERRA 92 MNF, PuLRERFHA 158 1B
(NCT02924376), 5— FGFR #:5l5) BGJ398 7E FGFR 255(48 5 FGFR2 Bi&. 8 {58250 3 51
ERFIZ) N CCA BEPFREN I LIRRIAK(NCT02150967) B7x, EMEBEES
14.8%(1£ FGFR2 RASEE S 18.8%), HmIzHIZS 75.4%(TE FGFR2 Ri&HEE+ A 83.3%),
PRITCHBEFRR 5.8 N E. SER. WHmiIFEEREmENIGREI BT,

FGFR3 ERRIDMATFHRIEEREFZ 3 X2 — MR B AEEZ K BT FGFR &R (FGFR1-
4), FGFR3 ERSHERIRECREIRAEMIBERREF(FGRHRNEESSHZA R MEEIEHE
TIEE, o A INATEF FaaR(PMID:7542215,20094046), FGFR3 BRI 5%
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NTRKT

AR

ARIDTA

ATM

BRAF

LM EME FGFR3b 1 FGFR3HEBMEBNEARRIEXNERLES /RN
(PMID:8663044,7512569), #% 15%HNEZ Akt BHBEEPIURIBERY 1414245
FGFR3 FYEREIRIA(PMID:17107900), AN TESIX 70%HIBEREEHIZRE FGFR3 AUBLERES,
H,5249C SR SRR 69%.

NTRK1 (#EEFMZARIAURYEE 1) EHE—MERIEHESSZKR, NTRK1 BE&FETZMiNE
., BAEENMENE. SERETIRBEERET 5%, MEFRLAIMEBEEEINE) LA4LERE
(infantile fibrosarcoma) . {HRERYFIRESESERMEHIEESHR (Cellularand mixed congenital
mesoblastic nephromad) . iV BIZLEREE (secretorybreast cancer, SBC) . BERRFLARIES W
2 (mammaryanalogue secretory carcinoma, MASC) FEREARSMEKE. (N Engl)Med)
AREXT 17 MARERMERE NTRK BSERRSKEIER, & 25 I NTRK1 F1, BAEMkEF
LMNA 5 28.00% (7/25) , TPM3 (536.00% (9/25) , IRF2BP2 (58.00% (2/25) , CTRC (§
8.00% (2/25) , @&k TPR, PDE4DIP, SQSTM1, TRIM63, PPL &5 4.00% (1/25) ,
¥ NTRK1 Bt &RIBMERT REXt e B B sk —X TRK HIFIFISNEBEEE (Entrectinib) R ZERE
(Larotrectinib) 8%, m NTRK1 583ZF G595R a]5%{ entrectinib. larotrectinib BY3KEERTZS,
EXIE A TRK #0H5 LOXO-195 BIREEUk.,

HERERZAERIK 90kb, MWIBMNERRE 3 MNEZIIREEMIENER: N i, DNA SE45EH1
BN ESRESERE. X—RAREXEEMRNERRET. ESHRERERRE, ZEN
WENERE LHRE, ERIMRRAE "R, MEMEERERER. BEIRZHEREST 24
SEMN=ERESRFY, XLFIIRmE N mERaSUEIREaRIIRHaREE. RS
SERMRERERBENERR 9~34 MNESY 183 38~62 MEEG, S5EEHETIEIERES
i),

ARID1A 43— SWI/SNF RIFER, BEEIFFFIERE DNA E&5iEYE, 55 DNAMSH. &
. B8, EA%. WHENEME. ERIVE. MRESSHIMEPFERENERSRE, AaeE
i EE P21, P53 KT c-Myc, E2F REERZKIEMNEIER. TRERE, FENRENZES
FfeR, TRERYE ARID1A (OB SeEs, TN EeEE, RINERE. BMRfEASER.

ATM 1 RAD3 1BXEEET#ES(ATM and RAD3 related)ETLUBKA DNA #R(5, FH5 DNA S5(ES
ESITHIEEE, BHNSERS, FEARENIE, MTI5 DNA EEREH BT ER,
Bt ATM 1 ART SS4ESARIBERBAIRERIN LB R EXEE, PAPR MDA
HEATAFEE DNA (EEERRTHREATIRESE  RARIIHBEAHIL AT AT BRCA
RIMOPEE, TES MEFRLWT I BRCA HEESHMIIRENEY, BUNCHTFAEEA
FPECEIERT DNA IS SEIAIRE,

BT KRAS i) RAF BESRIREY BRAF 2R (R V600E 58%) K4)& NSCLC B
B9 1%-3%, ERITRIEE. BIEIEAR (BRF113928) RAAREERIAT BRAF V6OOE 5635
NSCLC BEHUEREIATIT 40%, A MEK IHFIHISEEBAERBEINE 63%, BHR
FIREEEATE, 18 BRAF A9 G466V, GA69A, YAT2C S5EZapeaxt BRAF NG,
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BRCAT

BRCAZ

CDKNZA

EGFR

TP53

FGFR4

BRCA1/2 BIFHEEIIHIERIEIEAERNER, AT AREIRINES. BEEYIR DNA IRMAES.
ERNERERSEEEEFMA. AIEBMIEH, BRCA1/2 RAHHIES DNA 15(5, =4 BRCA1/2
RLKE, DNABRMBAHES, 1EIN T FEENEE. BRCAT/2 BEAIKERETNEBERRERT PARP
IR,

BRCA1/2 B2 EEIIHIERMEMERERER, AT ARMIRNES. EEYE DNA IRMAIES.
MREMIE R KA A EE(ER. EEEMIES, BRCA1/2 RIAFENES DNA 175, 124 BRCA1/2
RLKE, DNARMBTAES, 18T FLERENEE. BRCAT/2 BEAIKERTNEERTREXT PARP
RIS,

RO AR MBS I B E (CDKN2A) SiEER, B r st n] AR ERRIHIEE
p16INK4a 0 p14ARF; & p16INK4a-CDK4 (1 CDK6)-pRb i&12#0 p14ARF-mdm2-p53 i&
BRIZEMEEEEIEER, &0 CDKN2A fhoacak s mIe T HIiNEE B T sERS CDK SEHNHIFISU=E,

EGFR (REAEKETZM) BEEER cerbB1 FREAFY), EREEKETZA (HER) Kk
RZ—, BERATARRKERAERAE, ERERERTEEEFR, FESMASE
MgEhERA. ERMMSNESHSHINESSAN, GEEE. I8, @RS WARINEINEE
%, ASHRIBEMTEIMENALE. KRETIEX. EGFR BERYSITMY BTSSRI EGFR &
HHEESEREAXESBRPRIBEFRETRERENRE. EEEREEZEMNE
(NCCN)EfEiRfTiErR HBBHaEH EGFR 583, STHEINEF 19 RURRLSREZFINEF 21 HI L858R
%, FJSE EFGR BRRSERNE, SIVENBaRAESIIRRINSIFER (Bind) e susdt
BEEXR. A EGFR ANERREENN TESXLEEEFEDEA TKis oy BEEEEX.
EGFRT790M SREZELSERAXEN EGFR IMFIFIESH (Big&Re) Bn) (FEER) =&
MZolt. EGFR EEY IBEISRIAR T EGFR BISREH),

TP53 B—MIEERE AT 17 SHREMRHE 11 MINBFERK, TPS3 EFERIEH P53 EREHEE
K. EERGEENEEFTEF. HiE0 DNA SHER, P53 BEHMELEEELET G1/S HiiER
BIEE MNARESNHEHMIEAET . TP53 EECTLAES MMERELERE TCGA F 12 M Ex
BUHET 3281 FUBEERTINIRRR I TP53 AYEISSETMRERLT A 42%, TP53 EREFEL] 90%HY/NHkE
fibEE (SCLC) #1£9 50%AIF/NAEADE (NSCLC) FR4ENER. KEBD (70%-80%) RERHEN
R MR ZHEM T DNA SEEEE, (5-8 SHNETF) BIUASERK, IR+ TP53 RESIR
WEX, SRR B EEL, EERENIEEE PRI EFEEEEYRSEN G-T AL,
B70,25E FDA @B IT TP53 ASEMZY $3 TP53 SRR RTA. BRAMEZEM
FUEYIEALFIRFRR IR ER X L2598 S APR-246 (PRIMA-1 MET) | MK-1775, ALT-801,
Kevetrin, B#fiFEiRiE KRAS 1 TP53 #B58ZERIESE, (FF PD-1 FAIBEMERRIX 33.3%.

B K EFSAKNE (Fibroblast Growth Factor Receptor) RikEF A0SR
Rik, CEEHUMETIEXNEERRBIONFSZATE (FGFR-1, 2, 3 f] 4) R—&FE5
F. BB SHAEMRERKET (FGF) MBI RIER=T86Y, #HimsIR—RFNE
BESER, SE5RETEMRRNERTRE. FGFR RALBEASSHIFSERIIAE, HbRHERY
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FLCN

JAKT

JAKZ

JAK3

MET

MTOR

NFT1

NFE2LZ

FEMERA MRS, MABSHRARES FGFR NEERTAX. #H FGFR £F
BN ESR IR B A FTRERT FGFR ISRk,

BHD ERET 17 SHRE(R(17p11.2), R FLCN, wBERRINEEZE(folliculin), BT SRE
REWCEMBAMPKES, #HMET mTOR EFSEEAYENE. mTOR B—MIERL/HERE
HiEile, EARER. BE. SUNEREREESSNSEERIEEIFA. i FLCN &Rk, %
TESRALRIPEETRE AT REXS MTOR S4Bk,

JAKT RiS—M BRI, ETMR/B/VESESTEREEFA. MM+ JAKT 8
FIAREBEREMAEMIMEAR PR FHRINIKRMERL. EFERIRE. XKIPEMBESRET,
JAKT BREREG. B BN, TXRER. RNRE. BRMRIHEASFESR.

JAK2 B—RERE, BUETHIJAK/STAT (ESBRSSTERIRE. KR, MEHE. &R
MEBEZSNRT, 25 || BAREFRARKRNESES, REARZRERRSD, AU
YRR, JAK2 RESRAMRES. RREMIMRIES. SHT4ECAIREMhSIBEEE
R, B JAK ELESS RO REE TTREXT JAK HEIFIN ~ZRE B (Ruxolitinib) Bk,

JAK3 AR EEREBEERIRM R RIESLHS S JAK-STAT BIEES1&%,JAK3 EHINEEER
RIBMXTREERERN— N EENER. JAG EHNEEESERIaT PREEXEE
AOVERR ST XS AEB AN HIF ELBIF SRR, SFHDHIRIZRI L T RIFAY JAKS SR AN EE
M AEZERFIHIFIELEE T IRARRIE S ER TR MR RA%aT .

MET BE—MEEER, ERIEEAFN -MET SFHRERKETFSR, BERAaESESEY,
SEEERFYMETEREEEX, S5ARESKS, HREREN, REREEICHNEER
=, MET EREY 1588iE( EGFR (553£55t/a7 ERBB3/PI3K/AKT (55188, (RifitEMmmAiS,
IPHRIEIAT, 51AMMEMIERT EGFR BEERAESIIHIFIRIMIZS. I\ FHIHIFISEE (Crizotinib)
X3 MET EE 1ERIHERRE S B2 IMEEE.

IRFLEIE IS ZREEER (mammalian target of rapamycin, mTOR)2—M42/ BB E H AT,
ERAIK. 1BE. DU, AREREESS N HEERERFA. IEFRAIN mTOR BXANES
BEEFETRESZ, PSP TREEREEHSMEIREZTIERX, mTOR HIFIFIEERED
FIHFZESBESES EAREERNEL. FENERIMENE LN,

NF1 ERESRHERIAIMENHERZ—, B2 GAP &R (GTPase-activating protein) ,
NF1 EERARE LIRS RAS BEERIEN, FEREE RAS NERIESESRESEERITES
K. EBEER. KA—FHREaEBERE NF1 BERRKRE, #5 NF1 BERKSEETHY
BB E T 8EXY PI3K B MEK (E5 @ISR (20 PD0325901) &k,

NFE2L2 i EREFEH, BT RaBRAEORK. X—EAERRALBNTTYE, (2t
ENEINKRAERNE, ERIEE. FEMMESRRT, k% NFE2L2 SEERE. BURE,
BIMERE., EEBNIMREFESR.
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NRAS

PDGFRA

PIK3CA

PTEN

STK17

TERT

NRAS 2— 1M REEE, HAERTSBREEREIXRR, RIBELN p21Ras; p21 2—
[RES G EBH, £5E5ESER. EEEARYT, Ras LEAEEIATE (GDP £E88) FE, 5%
EWNRISSRIEL, Ras RAEBHERIL, MISREEMANIELR GTP £5E, R FNFHESES, &
IERYRE. RAS EEEENATRIEND UM X AR, NRAS BESREFENTE 12, 13,
61 UEHSF, HP/LISE 61 (BB FRERERS. XEURANEBEERREEIRESEHIREH
Ras EEMIBYER, B RAS EEKAR GTP /9 GDP (9580, HEARSE RAS ERS GTP 134
LTINS EEEWIRT, S#E i Raf-Mek-Erk 25870 P13K-Akt FUAT(ES(E B FELE
AE, R T EREFATEEE, NMRLSEIMERNRE. NRAS ERRES5EH
. BBREMEHREEE. Noonan SEELINS O EIPZABAMRERX. #H NRAS
RYBMvER & TI REXY RAF fIDHIFIFD MEK HDHIFIERRE,

PDGFRA ER/RRBMEDREMIMRITEERKEATZAR, I—MpisEEED, 5KITRETE
SMEANERK, BEWHANLL. PDGFRA S5Ek PDGF &4 EHRZHEAESYHEN
PDGFRA, MTISERIEELANES, cCAMP REMECRIHERILIARE, BUISMESRSIEELY
LSRN, FEEEFL, (B DNA &5k, SIS RANILE, PDGFRA EHEZEEE
FERETINEF 127018, 12 SHNBFRLHBUHEREE, PDGFRA £F 18 /MNBF D842V 5838
RSN EmEAREEE N RSB RMAENEERE,

PIK3CA 2/REER, M5/ 3-BisEtERES 13K FMEWIZE p110a, JS5SMARIRAE
DIREET AN ETIAT . PIK3CA BEBEMEce SEAMEIENE, FaliE NirEs, AIfE
PEARRATRY, RIEEEN, SOANSEERERE. 71 EGFR BITIZSAX. i PIK3CA
BERZNIMEBEETTREXS PI3K/AKT/MTOR (SSBESHDHIFIEU.

PTEN 2— i2HEilHIEF, sTLABS BRIBHEES R RIERT PIBK (5518, %] MAPK
B, PTEN SEBBEES, He C2 9IRS PTEN HHIRR GBI E AR,
PTEN B9 NiFFE—1 P53 BEiES T, TTi4xs P53 BiE PTEN 2447089, FIRTtB7ZERG Lk PTEN
SRR P53 IRKHIETTHF. 5 P53 SSE4BEEMELL, P53 BFA-AIEREIER PTEN IURIAKE,
¥ PTEN SKiERTHIMEERRE TREXT PI3K 8 PARP I8,

STK11 2—MEiFIERE. STK11 faifiE mTOR E518E, EERRERASKERSHES
BERFFEREIE. ZUEARER, STK11 GREEELE mTOR (ES@IEANE, MTIRIEEXS mTOR #!
R, STK11 B AMPK (SSIBIEAI_LilFMES. STK1130E AMPK, AIfEREBRFIEFRZAIRT,
R IRAYER.

TERT RISIRALTHREEEBIIERIEE, X—EBESSIRNESFY TTAGGG 1, BT inkEs
R, TimREsRIPA G, RIS, STUWARIER TERT BEREMNFRFIIRESSH
fpEtEX, RTESH TERT EalF XL RHRREFIFESUR, BUEEREMEEM,
MRS TERT A9RIX, IEREMITIRIEIERYSE. MR AT SYEEE S TERT BEEEF
XERERAEMSREE, C288T #1 C250T,28%F) 55%, HizKHHNRTSBENTUEEX. IR
& TERT SR BEHITD FH0 BT,
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TSC1 EREAIREXFH(TSC1)E TSC2 BERMFIAY(TSC2)g54& iZpk TSC1/TSC2 E&4.
TSC1/TSC2 EEYIETH GTPase jEHEREERIFE Rheb, MiE#EBIIE mTOR, MEER

75CT1
TSC1 8E TSC2 2835055 TSC1/TSC2 SEYITHREESL BRAS {2 mTOR MR EBHWAIAZ = HAY
MM KANREILTE. #H TSC1 ESTAIBE R E TTAERT mTOR @REHIHIFI B,
TSC1 EREMIREXFH(TSC)E TSC2 BERMRFRIAYI(TSC)EE, iZpk TSC1/TSC2 E&4.
TSC1/TSC2 EEWIEIHE GTPase JEHERIEMRIFE Rheb, M EIH mTOR, EER
7sc2

TSC1 8 TSC2 5RZAISEL TSC1/TSC2 SEEHITNRERR &5 e mTOR MR EEHAARZIEHIRY
MRREAEANAREIESE. #ET TSCT STERERAIMME A FTHEXS mTOR @ERHNEIFIERE,

IEERE VHL RIS VHL ZRE1E. METHIER VHL SRS 2REESEFEER
VHL fER. VHL SSZERTEIRY HIF JE(C SEIMEMELR. IMEMIgEs, SEMEEIRE. KREY
X AN B HRER AT IR —,

SLIT2 fwig s i AMEERARIERE SRR F Slit KRRIRR, HEREIKERZ AR Robo ZRIRAIES
K. HESEEF Slit xRS S TERHRESERTHER, FEESRERMIEER
ERREMETRIIRER AR AR, HESMAEF Slit MNREAFEET N KiES
K, INESREBRNESERY, WMERREKEFESFFIF— Cin+HaBREaE.

| SmEHIaT AR

SLIT2

=M NMPA/NMPA/iSFBIEEFESY)  IGITHREEF Y {EFEE
EXAVE|S —% 1. FAYISRAAIBERNTERE
2. [RERIMYEREL AR R
eikER —5 MUMEER FFoNERSRIBRE RS
e 3. ImAMERBELRIDIE AT AR
InicdFe % ERBHREAES

c-Met/ RET/ c-Kit/ R TRAAFRIAT AIIEEART AL

= 5 —p
RRER — FUMEER, EEE
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| &5

T
=

T &XE B (Lenvatinib)

Kf#E B (Cabozantinib)

H3AEfB(Regorafenib)

ATG-008

REF/CEFL(Nivolumab)

ZhidEfB (Sorafenib)

ERIfE
CEEIR FDA fitif, BT iar SRR R MET I SRS (B KBRS,
BREWKERE, BTEERZNMEERSTHIMESHEE, RAT—4%iar
FAIRAETE. SABRR—MSIERZNERBAMEEIHIR, BRSNS
atEl, ERHIRMERRERET (VEGF) RNHEEEME, LINERTHD
S SRR E R I &4 AN SRS SE R AR S B A,

FIEEEIR FDA #tiE, BT iardiTi. ERHRRIREEE, BTargts
B, BT "&iar e,
REERRE—MESZERRBRES IR

xAFBT 2012 £ 9 A 27 B3R FDA b £, BREWTRMIATBREE
FREERARIERE. AIYIRREAEERI B IpERRE, AR ZRAIFBHZSHIFTER
&, 2015 FHERN 3.47 {Z555T.
InXkAFBR—MS IR Z B RERAESIHIR, XLREs SRR M E 4R,
“RRRIESERIIMETER.

2018 6 B, RHHEHNSEM, NEFARNATETRIFMHEEHCON—E
## ATG-008 B ERAG RN EEEBIFAHRBISHIT, IRFEREIRRI
4. ATG-008 2FEEMEAT mTOR Ei&AYHT— TORC1/TORC2 E#EEWN
EAUHEIR, 1B "REAEHRER ERSOFHER 1805, HORITRIERIL,
FEDI T BRI TR IR RIS,

IRECFI7CERST (Nivolumab) 2—FhEaTaZiiR, (EARERFIEIETRR 1 (PD-
1) PEMFFI, BELES PD-1 7Rk PD-1 @YY T BARAGHPHEIER.
NEETER FDA U, ATZMIMERT, BIAT:
- BEERGRLRETAT ARSI RERE,

2. SAKMST BRIAIE B T SRR R ARG ERE RS M A F/ R RS

3. BHEEZMIME4ER AT FGEIEAE R S,
4. BINSMT4ERE (HSCT) REXNHRENEHBESSMERE;

- ST BRI E (T IR At R e E S AT RIS EERE IR fR .

6. $ARWITHRRIEE WIT R A REE S AR SR ERE TR MRS £ 57
.
7. MREFRRE (MSI) SEBERIESHRE (AMMR) REBHEERRE.
8. RAAFBIRTERIATE

—

FRERRAAFERE— M RSB NMESY), BREFERZSATIMGI
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{R4EEIT](Everolimus)

Tibosovo (ivosidenib)

Pemazyre (pemigatinib)

I, SJREMERTIMEMRAMENE. CEENERME(ER: BrEdE
T RAF/MEK/ERK N SRIBIRESESERMERIDHIMEMIRAIEE,
FIEE VEGF M/ MRETAESE KR F(PDGF) 2R TRERTATERTE M ERIAZ
B, (BN B4R R A K.

ElRRAIEIAIE R ER T T2, ESEEMEME TRYETT IR
SEERY 11| BAREHUIRAREAZTH, 903 HIESS —IRRSG AT (EMRREIT)R
THORSEER S EER A BB LD E , —EE2 RRERRZRAAFE (B#R Sorafenib),
B—HEERLRAGT. PSR ERE 222 fIFbTSH, EREFPEREN
EMBERED BN 10%H 2%, BHHE 74%H 53%EIBAINERIHSE.
VEGF 5 VEGFR2 BT Z&MAIRESRAAFBIIT B X.

ERTR&GFRER[sunitinib]skZHIAEE[sorafenibliafr KSR HA S 4HARE
BENAT. ESMSHPOBINEREFIXIER | HBIGFARFTT RECORD-1, )
THRAEERT mRCC RYTR, ERER, TRFAFAMPFSAH 1. 91, &K
HEENRTASAL PFS B 4. 9B, KBEEFNATFEPAL PFS TKEE, K
HETINITRETES PIK3CA KRAS SEERIRITREE X,

Ivosidenib 3% FDA #iti, 1IEATIA7A IDH1 RENS R USSR
BRI AEE. Ivosidenib 2—FOMR IDHT EEHIHIFI, XIF 6-10%HY
AML B, IDH1 EgsRTIEMEENMBRTHES L, NS MFE
K.

Agios Pharmaceuticals AFA\%, EHEZaY) Tibsovo (ivosidenib) HI—IR
LKIGER 3 BdIAZIFELS, &% IDH1 ERRTNEEREEEWTRE
5kF3 Tibosovo (ivosidenib) j&fy, FTHREFIIELZEFIEBEEENE.

Pemigatinib 2—FHEEHMEEMERY NS FRESIDHEIF]. BEasHIHIpeT4EA

FRAEREFZIR(FGFRs), RNEiEMEMERESBIENERERAEEZIK,

2020 F 4 B, XERBHMITEEER (FDA) fitA Incyte 258 Pemazyre
(pemigatinib) £, ATEEMATHET FGFR2 ERRSEERHISEREE

BRI EERARE.

| MMR EESWHEESHE (Lynch Syndrome, LS) BI%ER

MEFLRAETE (Lynch Syndrome, LS) REEMEEMETRENNRE, B—XERBABHEEE, BARKRERE.
SUERHTE. BEEEERNMERT/MEERSENSA [PMID:14970275, 28693799] (Genetic/Familial
High-Risk Assessment: Colorectal. Version 3.2017) ., LS EiSHPLBEBIRRREEERR, NEHEESERKRRE
(MMR 18XERFEZRE) KA1, MEPLHFESRIERR A VEERGUESEEESERMRRENNGE AREHEER
X, SEER LS PRENNTMHIERE, XA FERERE, £INBE. IPEE. WERRSIE. N\NpEFE

BRI,
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