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Fﬁ“}I:
CMEREE (RIERE. MYEXE. RESTAAS) MNESERRRENEENAE, 2RI R XLE R A TH R RIE.
2. ABREXAEFLHEACNMEEARERT R, TENERLCNTIRIEIHN .,

> HERTR

ERER REFE LRI lmFRIESEX

® BRCA1/2 MREMAEREANEMNL B IARENINEEN

BRCA1 45.69% BRCA1 EE%E 554 (IAEIBFA MBS, tesh, EftppEamciRE. SIEALBREMETIREAN
E554* e RRTAHERILEBT (Y=g =
e FDA E#tERAIMEBAT BRCA1/2 EFREMAMNINERE,
> RHAR

AJREIRMAIES T AIREIRm A AR PIREIRmAY

7 oA 7 I+
BRER  REFE RFER AT A AT A IR
APC o, APC EEZE 847 (IR TAR
E847* 40.7% BT AR IS F x B
TP53 39 7% TP53 EREZE 195 (U REFE= 5
[195F S0 [RTARAIE
[P

1. REFE  ENERVURANRTREASOENLS, BETFTRTE/ (RTE+HLER) | REFEIMBARSENBMERZNZE, REFES
HYFRMEAR—EMIERX.

2. A5k R R IZRIZBE B ENTUNT R, BRIZREBMERR T AR R EERF | ARENHESE.

3. FDA #t£# CFDA D BIRIEHMAEZEMHEELHWHAE L ™. BT AIERAE X FDA SRS N AE A% .
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FDA #t A3 RmZ R BIZSEI USSR

FOMER ZHTEX (2016 &£ NCCN #5/) M LR
FaR
ALK FDA #itf ALK IMFEIFIZEE. BRERMNNABREATIAT ALK BiEFRIERIE/ AR E 2, Faa
jis Y]
S FDA #t)f BRAF IIHIFIE T IECFIEAIFEE. MEK IFHIFIFREE B+ EE A TIa7r BRAF V600 REFAMEN EERIE P
345, 2016 F£3=E NCCN 5N, BRAF iMHIF S IEEFEHIIEE AT LA TF BRAF V60OE REHIIE/NAREATRES,
BRCAT FDA #tf PARP HEFI B AT 1H/E Al T4 JE % BRCA1 RERINESE, m;/‘;gg
N 3
BRCA2 FDA #tff PARP 307 E2 1 A /2 BB T 478 % BRCA2 R MIGPESE, B4R
EGFR FDA #it)f EGFR MEIFIZIEERE. BRERE. FEBEERT AT EGFR REMA/NAREME27, AR
ERBB2 FDA #t)ff HER2 B8 IR ERANMAZER. HER2/EGFR MFIFIHIIGE fE AT 7a77 HER2 BRMERIZLAREC12, FDA R
SBIAT HER2 AN B ER B E B R EIME. 2016 ££E NCCN iEEREN, MIHRBMMMEZERAMUAT HER2 & AR
(HER2)  axpge AR 14,
KIT FDA #tEFRDERERT KT RENEBEBE. FAR
G 2016 £ NCCN 5N, EGFR BAAEEBNMACEIAT KRAS BFAERILN7E>, FDA #it# EGFR MMFHEIFIEIES e
B. [BEEBRE. FEERERTIENAMATEETT, KRAS RZAlAEXIE/NA BRI EGFR A 3z 16171819
MET 2016 E££E NCCN EHEN, BmWEBET MET I 2% 14 SHNE FUERAIE/ AR HIE202" 22, AR
NRAS 2016 F3=E NCCN BRI, EGFR BiifiZ & BYIFIMAE 27T E T NRAS B AERIZEi7E, AR
PDGFRA  FDA )RS EERE T PDGFRA AR H MK, NCCN EERIFESERE AT PDGFRA REME BEIEE. SR
RET 2016 F=E NCCN EEEIN, FEEEHAT RET m&H3E/ N AREAmE?, FE R
ROST FDA #t T Z BT ROST FRIEIE/ N B AfE. SR
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> AERTR
AR 3 5 B S AT
ERTR R

BRCA1 ERRIE—MIEEH, 1ZEHME DNA ﬂ)zfﬁ%m{WEZ‘* BRCA1/2 R [F{E1SH#ifH DNA
TEERFEEE, NMES T RILEMNEENNG 2, FmBART, w70 % iR e
SNEBRIREA 7.3%F0 0.7%, #E% BRCA1/2 REMILH: 70 2 D31 B I IIEAINEELFIH 87%
1 44% (Myriad Genetics #iE) . ZER2AEBEMRTIRE, ZBEN—RERZRERET 50%1 7188

HEINgE MEFIZER. BRCA1 Fl BRCA2 RRE BB ILARER 20%-25%°, & BZLEREE 5%-10%%
24k, BRCA1 1 BRCA2 SR ZS7E SR AR FhAOLL I 15%2, BRCA] ZeAHl NS MR, 15l
ENERENSENKN82, Y25 DNA BER PARP EHKINEIE, MBAEEA DNA XEHRG L
ij[](i Eﬁg%ﬁ% 2 R DNA WA 18 S BE T B, imﬂ@%;‘irﬁﬂ%ﬁﬁ%ﬁﬁﬁ@ DNA, BAE
HABRE 1

g RELLH  TCGABUBRE (2016 £, cBioPortal) @7, BRCA1 ERZERTERIIALE RLLAIN 0.4%2! 3%,

=2/ BRCA1 EFHZ 554 (IRBTFARRBRT AL ILEBT, NI ZERSSRIEXNEZEZNSH mRNA
i BifR, SHERATARERK,
Yfr3 B8R0, PARP IMEIFIEAIIAE E 4 FDA #ERT BRCA1/2 REHIEVEREATT .

iy JRAR I BBIRE0RAT, BRCA1/2 EIRRLZAVONRRE, FLBRE, BRERREA] A0S B SR A0 LA R 2 45
I%ﬁﬁiﬂg U2, tbSh, BRAIMRE A B ELER EABREBNOTRBERES S, BRMBREERN78, o,
BRCA1 SR3R HYFLEREEIR A XTI EH 5E B

> AR

HAERZRIRKE B @A

ERER R AR

APC EE4RIE APC BEH, B—MIDEER, APC EHLE B-catenin MIFRER, A Wnt 528

. Wnt 5 S @ Y 5%?821)&?9%%EHZJ%‘E?E&E’\JE&SE#““% APC 7EfE R R E AN &

SEAR Wnt ESERTERESYTNEEARINS, METEMEESEANARERATEM

WEIFERC, APC ERAEREELEMBETREINRS, APC AEMREEFEIERECE Wit

EEHAS EEERRERIAEN BE., APC ERE %Hﬁl&ﬁ?ﬁ’légl’ﬂrﬂﬁjﬁlﬁ%o K#9 10%E] 30%HR Ik

° MEREUHEAREERMHETEE, XHRE, APC EFETS LR, £ 5% A AR ETEF

T_ligl%,ﬁ"“'”’%ﬁlaeliﬁixjﬁ_quPC EHEESSHAPC EHK B-catenin & EMIHAME

ERSEGEWREERL, 2205 APC X Wnt :.?LE%%D?*&%% HEQRIEERY . BXBMRE, fEAIRE

APC M Z R APC E’\Jéﬁﬁ S 3 B-catenin KFEF S5, AR, BE+F APC EHNRREAS BE
E847* BENRETGEEMRF,

REHH  TCGA BIERE (2016 &, cBioPortal) E7R, APC ERTEATEHHIZRFLLEIN 2%Z] 3%.
LTREM APC ERZE 847 (IS FARRENLILEG T,

Ay BRIET FDA #EEREER APC REMHY),
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TP53
1195F

PR Il
PRETIESE

ER1hAE

RELEH)

RN

YT

IR PR R I
PRATIESE

APC FTE Wnt {5 S @RI E 2 NIRPREIAR 55 B SRR F BB ImER I GR 47484950,

TP53 ER IS p53 IMEE BB RBAME P ERFEEDAEMTRAY, TP53 85 N InRIU
SEEMIE, DNA S50 R, MREMEMEMN C nEEENE, KEMRIESE p53 EHMNE
SRR S S FIBR R £ X252,

TCGAHUEE (2016 &£, cBioPortal) B, TP53 EREETRIEZRLLFIN 30%% 62%.

T%3§ﬁ%V%ﬁﬁﬂ?%fi@Tﬁﬁﬁﬂﬁﬂw5ﬂ5ﬂ$wB%EmMmmVM HAIE,
FI5 A159, V216 f1 Y234 ZF S RAEMBEIER, %A 1195T BRAMKIF p53 B R EMINREM,
FIIERS DNA FAEEER, EULHIBT 1195F ZRAFEAEEXR R

Bl 7C FDA #EERISEE TP53 HIZ5¥,

AR B R TP53 SR ATAEX Wee 1 HIHIF MK-1775 U5, ZiMEIFIIE# A ISR, Weel &
B RILUEE G2 HAABE BT A, DALt TP53 AT T4t G1 EARES, I TP53 REH
fyE R {E R MK-1775 $EEF G2 BB R AU RIERSBEER. IRRERER, & TP53 AR
LENEEES, MK-1775 FIEBDEMREA 78.6% (11/14) (NCT01357161), TP53 EREZRMIE
RIS R & B

HAGRS
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AIER AT A7

BERERARREY# FDA/CFDA #t AR THERATr 7

WY BIR 1E B UM RE

I

BERAE R AR ZY# FDA/CFDA it &R FH Mg rar A

AEAR i
iR
Lynparza BRCA1/2 REPH  RAMAERE PARP-1/-2/-3 EHRVNAF  IGFRFIFIGREIE B, BRCA1 LRI EAL
BHIMAE Olaparib MEONERIE 5, A SR,
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IREREXRAER

ERAR SZF5 TRFS
NF1 NM_001042492 p.R1325K
KMT2C NM_170606 p.P2103A
APC NM_000038 p.52296N
SPTAT NM 003126 ERY L

EA -
ERBRXAPERZIRAFTNARKREERZTEFNEEZWRIEREX, EEENRERRLR, TRIEHIERTEPXEATRARKE X
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T] fE3REs MR AR e
I HS i il BT AR BRI xR RIS HE S
PARP ZEB#INGIE, ME IR I BB ERN 265 (LB ET
AN DNA X GEHR {4 1 BRCA (RMBFI AR RRTHNEE
NCTO0753545 M, T BRCAZRTIMNE 13611, S DEIMEBNE
NCTO07S3545  ssi WEME  DNARBEGESENE  BHA, BRCAI2XEBERAR £
‘ €, MPTAEBEERE HNBEENEHEREFHN11.2
Eiakvali Dﬂg%,tf'-é%gr?ﬁ(éﬁ ™A, E%%i};?@ﬁﬂéﬁ 4.3 4%
P;ARHP@ % E%&?Eﬂ%%g, {Hﬁlifi’?
SRR DNA TSERAIE o oon i 1o fogiss
PMID:26187614 = =uLH/E & éﬁﬁ@%%ﬂm% éjéj:% maiﬁﬁﬁi)ﬂ;ﬁaggzﬂg 34%, i
F{5 1 DNA, BASHA SXEIES 7.9 T Ao
BB,
NCTO1764477 RIS PRI-724 PRI-724 %%\U’%T ES B reE A £
Wnﬂ?}%ﬁ%
3251 BRAF . N
NCT02278133 V600 283 Sty | N i e £E
KRAS BF 4 BUEY - IR
EEE
MK-1775 2 Weel BBEER < o 5 76 5
BB, Wi co g o VPRSI 76 MARES
BTN, T TP53 L ’ LS TS
NCT01357161 SNEERE MK-1775 :

BT C2IERTIURE  peaahEr, o RmRE,

EZ
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KUERATxR
1. %R BRT RBERNFRAVESEROUTIER, o. NCCN 5L FDA #ER T B MENEXERSN; b.SHMEAYBRERXNER; &
B EIRENEERRA,
2. % @A DT 365 MEENKRRE, BA/MBRK. BEREYIE/EK. HEFRERUNERNMSIES, FoIUDT 25 MEEBIASF ENERRSIE
o
BHMNERNREMNERNEEREFHT 7TIR, HARIIHENERGNERISATLER,
ABLT ABL2 ACVR1B ACVR2A ADAM29 AKT1 AKT2 AKT3 ALK AMER1
APC AR ARAF ARFRP1 ARIDTA ARID1B ARID2 ASXL1T ATM ATR
ATRX AURKA AURKB AXINT AXL BAP1 BARD1 BCL2 BCL2L1 BCL2L2
BCL6 BCOR BCORL1 BIRCS BLK BLM BMX BRAF BRCAT BRCA2
BRD4 BRIP1 BTG1 BTK C110orf30 CARD11 CBFB CBL CCND1 CCND2
CCND3 CCNE1 CD274 CD79A CD79B CDC73 CDH1 CDK12 CDK4 CDK6
CDK8 CDKNTA CDKN1B CDKN2A CDKN2B CDKN2C CEBPA CHD2 CHD4 CHEK1
CHEK2 CIC CRBN CREBBP CRKL CRLF2 CSFIR CSK CSNK1AT CTCF
CTNNA1 CTNNBI1 CuL3 CXCR4 CYLD DAXX DDR1 DDR2 DICER1 DNMT3A
DOTIL EGF EGFR EP300 EPHA2 EPHA3 EPHAS5 EPHA7 EPHBT ERBB2
ERBB3 ERBB4 ERCC1 ERG ERRFIT ESR1 EZH2 FAM135B FAM46C FANCA
FANCC FANCD2 FANCE FANCF FANCG FANCL FAS FAT1 FBXW7 FGF10
FGF14 FGF19 FGF23 FGF3 FGF4 FGFé FGFR1 FGFR2 FGFR3 FGFR4
FGR FH FLCN FLT1 FLT3 FLT4 FOXL2 FOXP1 FRS2 FUBP1
FYN GABRA6 GATA1 GATA2 GATA3 GATA4 GATAS GID4 GLIT GLI2
GLI3 GNAT1 GNA13 GNAQ GNAS GPR124 GRIN2A GRM3 GSK3B H3F3A
HCK HGF HNF1A HRAS HSD3B1 HSP90AAT IDH1 IDH2 IGFIR IGF2
IKBKE IKZF1 IL7R INHBA INPP4B IRF2 IRF4 IRS2 ITK JAKT
JAK2 JAK3 JUN KAT6A KDM5A KDM5C KDM6A KDR KEAP1 KEL
KIT KLHL6 KMT2A KMT2C KMT2D KRAS LCK LIMK1 LMO1 LRP1
LRP1B LYN LZTR1 MAGI2 MAP2K1 MAP2K2 MAP2K4 MAP3K1 MAP4K5 MCL1
MDM2 MDM4 MED12 MEF2B MENT1 MET MITF MLH1 MPL MRETTA
MS4AT MSH2 MSH6 MSTIR MTOR MUTYH MYC MYCL MYCN MYD88
NEKT1 NF1 NF2 NFE2L2 NFKBIA NKX2-1 NOTCHI1 NOTCH2 NOTCH3 NPM1
NRAS NRG1 NRG3 NSD1 NTRK1 NTRK2 NTRK3 NUP93 PAK3 PALB2
PARK2 PAX5 PBRM1 PDCDI1LG2 PDGFRA PDGFRB PDK1 PIK3C2B PIK3CA PIK3CB
PIK3CD PIK3CG PIK3R1 PIK3R2 PKD2 PLA2G1B PLCG2 PMS2 POLD1 POLE
PPP2RTA PRDM1 PREX2 PRKARTA PRKCI PRKDC PRSS8 PTCH1 PTEN PTK2
PTK6 PTPNT1 QKI RACT RAD50 RAD51 RAF1 RANBP2 RARA RB1
RBM10 RET RICTOR RNF43 ROCKT1 ROCK2 ROSI RPTOR RUNX1 RUNXITI
RXRA SDHA SDHB SDHC SDHD SETD2 SF3B1 SIK1 SLIT2 SMAD2
SMAD3 SMADA4 SMARCA4 SMARCB1 SMO SNCAIP SOCS1 SOX10 SOX2 SOX9
SPEN SPOP SPTA1 SRC SRMS STAG2 STAT3 STAT4 STK11 STK24
SUFU SYK TAF1 TBX3 TCF7L2 TEK TET2 TGFBR1 TGFBR2 TIET
TNFAIP3 TNFRSF14 TNFSF11 TNK2 TOP1 TOP2A TP53 TSC1 TSC2 TSHR
TYK2 U2AF1 VEGFA VHL WEET WEE2 WISP3 WT1 XIAP XPO1
YES1 ZBTB2 ZNF217 ZNF703 ZNF750
AMEER
ALK BCR BRAF BRCA1 BRCA2 BRD4 DDR2 ETV1 ETV4 ETV5
ETV6 FGFR1 FGFR2 FGFR3 MET MYB NOTCH2 NTRK1 NTRK2 PDGFRA
RAF1 RARA RET ROS1 TMPRSS2
HARRS
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ey ESEy Ao ERQNIRESET, BT, ESEXERINRRER, RELHIOXERZER HIERRE
RS = B) FBIRREANROEN BT REESE, ROEBERKREENES TRERRE,

By — NEVITSHEROEDATNEREDESNE-—MAYRTEER, EFRERNEEDRSYEFR
RIR—ESNEMAY T EE LK

RESSDIHET  figaseh, (EA—MisHE RS MR TR TR IR,

TMREHIEEER BEIRRR I TR IR RIRHF RAE1TE,
AMRIEImAR 2 ABEPHEMBEREARLISEE AT TER, BREEEX—AWaT LK.

MR K;&%g%ﬁ%@ﬂ%ﬁ, TRAUIMENEST RS, REATREME =ZAFNRASEBEEL L
= DEI]:I ﬁ)ll < o

ARERERFNGY I RENE—REBREHANER. FA— P HAEEEEREYEERITRAYNF
BT ARBEEERE %%BEEIEE'PEEH&EO IRREAELHER BT AREN, FEESGERAVREEEMNBEEMAXE

/SN0

BEWATRELDAETEENEZHIE, TREERIBEFAUMREL, SRBFERENREKE, i, ANEFRNEERBEET, HE
RERGHIIFETE, EERRETEMERBTE -2 MW, MERENNARSPEHOER. FREETRHERS L ELHYENGEN
i, FREGYIINTXE, BIaREERERETNR, AREFRIRKIZEIRS, TESERER, #HEELSE, BIrARHELRE.
LA LR BUESRECISRE, SERIEFEATNTRELTR ., KFEARE, E6FERNTIMEF. RERBAFERAT400pUARE
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