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Chinese expert consensus on next generation sequencing for gastrointestinal cancers
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[ Abstract] Gastrointestinal cancers are a group of solid tumors with high incidence and mortality rates. With the growing
understanding of precision medicine and the continuous generation of clinical evidence, molecular marker testing is required for
the diagnosis and treatment of gastrointestinal cancers. Next-generation sequencing (NGS) technology has significantly evolved
to provide increased data output and efficiencies, and has been more and more widely used in gastrointestinal cancers. In order to
improve the standardization of the clinical application of NGS technology in gastrointestinal cancers, an expert panel organized by
the Society of Cancer Precision Medicine of the Chinese Anti-Cancer Association has formulated the Chinese expert consensus on
next generation sequencing for gastrointestinal cancers based on current evidence and clinical studies. This expert consensus aims to
provide guidance for Chinese clinicians on NGS technology in gastrointestinal cancers.
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SRR R—F. TR, 3 TRHEEIT IR
f, RGBT FBRAFE T IRFE, &
BTG KRS . FEHELRTT /& DAMBL R ST 9 5E
fith, P& D2 7 BRI o R R REig T A . —
AR ¥ (next-generation sequencing, NGS) AR
(R S — AR BE 1 e 3K 3 5 PR 3% S AT 58 R AH 5
PRI, R R ER 22 1 B ) 245 P R G T 25 )
I IR E T R S B, kT AR TR R 4y
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JHRg 2T R, b EL R A R G MR . DA
i e ), REE KL ERAEM %% (National
Comprehensive Cancer Network, NCCN) Flr [H Il
PRIJEE 2% 4> (Chinese Society of Clinical Oncology,
CSCO) “5 [ WAMEFIEIHER T APC. MMRIER 55
JV 22 5k [R] PRSI FH T 45 B s A I s A R A, 4
#KRAS. NRAS. BRAFEE DR R T A & JE AR €
% (microsatellite instability-high, MSI-H) 4§ #5 &
VI T8 W 25 B s R IR 1R) YR YT R S R
J7 o SR, TR S BN 12 1A% G R DR s
J7iE R a5 R R B E AN SRR, AEE TR B AT
REE + L Ah 22 Fhobs Z5 4 2 Sl A DN 22 T i A A A
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RN, HMEDLFE 20 2 H AT R Im R 5 K. PR,
NGSHAAE AR P87 i) i PR B FH BBz,
W TIEZ TR, W QmR 7 PR B sl =
TARIE DRI RS TN SR P AR R AR L i
FORGUE LR 2 W7 b i L & 73800 B (CARIF B
ARFENSCLCH Pl PR R FH e [ % FR AR (2020/50)) 45
THA R G B B SRR S R s, B
MBS e, WReR K2R, 2ME 518
FEIAR S, X0 T NGS I b F 5 PT343 A e il
SERM st 7Rk . R, xR HEH
fa R R G IMIENGSIE IR N A SR, DTG S
FANGSHIYISEH B A R g e i, v B Rl
G Fh AN . BT, ACERE TENEN RS
JIeo e AT A I DR S B 2 56 R (R P A TR, 11
PR EZ LRSI RS LR, BENREHAR
G IR Im PR 297 VS AL FINGSHAR IR 45 2
1 HURBMEEESTEXIREY
L1 ARG B AR 677 B RS SRR &
1.1 MSI-H MSLZIREREMU LR fkAEEE
BICIIE AN BRI R, H TR B B R
DIRe R H PG e, H AT, 3% [ 6 5 25 o e B
J& (Food and Drug Administration, FDA) £ it
EW R 2R BT T4 OB B R Ak (deficient
mismatch repair, dMMR) /MSI-HSE/AJR % . NCCN.
CSCOZE KA )45 B 35K o 2 b A il 4 SRR 9
dMMR/MSI-HSEARSE & AR IR 5 58, AN
HEFE AR BB AT MSI-HA A . e 4k, MSI-H
HII. NIR4 BB e, H2 a8
T A BE AN 80 BR 1 W Ay B VR 9T TR s R AE AR A
WA DM R A SR S AR BT 0 T B

AR IR IT TEMSI-H S AR B8 25 H (17 03k
fl CAHUESE, (HEAE —F e 1) B ek ia
J7TC R IX A G ] DLUH BT I PR AT e N 2EL 1)
S MST-HLIR 7 ) W A7 5 v 22 FIAE 76 785 £E (R T 24 411
™. 2 WA 75 % MST-H B i i 88 28 38 7 300 26 4
ThREMHAT TIRE, ERER, PTENRAZ., K
Jif 8 98 A% 47 faf  (tumor mutation burden, TMB) %
JEMSI-H 5 iz o83 G 2 36 7 98 E 10 S d Y.
Wang25 i 5t B, FHAKTI. CDHIZH R %
I RIS A RE A AR 4 s 32~ MST-H B I i 8 S %0
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ST, AKTISXCDHIZ7E [FIMSI-H & % % 7 % 1A
K B 22 19 B UE B 48 56 AF INGS panel 1]
DLAE R RS MIMSDIR 2. 20224F2 5, 3 [EFDAE v
T — KNGS~ i ——F1CDxfE i 18 7 2 5 bt 72
MSI-HZ SEAAJRE e 1697 I AEBE 2 W 7 . NGS
I B 3E FH T 75 2 [F] B A I B FEMS IR TE N I 2
T AR ED A TE PR . b4, NGSHE I H
SR AR S REg 3t — D HIBIMST-HUR 2, RUNES I E
FHUHIBRIG S S EMSI-HEE R A 5 R %
IR AR, X —4FAE 82 X F E B RN
I AR 7 A TMB S (TMB-high, TMB-H) ()% .
HTHE MG IEDNA  (circulating tumor DNA,
ctDNA)  FIMSIA Il 7772 fit 96 25 23 HURE PR sl A
SR SR bR R R AT R — TR TN
IMctDNA FINGSH MIMSL7 s 0 1 1004 i T & 7
A, H5HSIRAREEE N (polymerase chain reaction,
PCR) rilIMSIy L AH b, L RUE 5 Ry 53 5 433l
H82.5%H196.2%!" o I PRIT ZLIRAE BA S o, HE T
7 VE AR I FToMST-H B iy b8 58 35 MR A T L2
feaod B A H S E W FE (objective response
rate, ORR) (38.1% : 6.9%, P = 0.005), HEALMH
rh 7 JeHE A A7 (median progression-free survival,
mPFS) i) (HR = 0431, P = 0.005) FIHf7 5
4% (median overall survival, mOS) a8 (HR =
0.489, P = 0.034). [Kt, %FxF s 4l SR A Fa
RS RT ZH ZUAN A S R 75 SR ) e S Ak R e R
B3, LA T T AM A M ctDNA NG S«
i — . MSIZ L4 1416 2 G0 s 76 M I IZ 98
P A M AR E Y, NGSH AR ] DL IR B 6 Il MMR
FEPAE 5. MSEIR SR SCT 25 0L, BRI 2 pe 3
TR AR T (MEE SR - T R
1.1.2 TMB  TMB2 i & il J8 2 PR 25 7 4 £ [X 35
(P20 i G L 5 A8 S AR 4R AR . TMBZ iR T
Wi 87 () Y 7E 2B Wb . 3 FKEYNOTE-158f 11
Wil R # 45", TMB-H (TMB = 10 4R 45/MB)
2 SEARR R HORR (29%) 3% & T AETMB-HiZ
SRR (6%), FEFDACHEHEN R Bkt
M TIEI7TMB-H (= 10 RAE/MB) ¥ (BB
BT R R R LGS N B B AR T T RIA
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A TR B B8 1 1 A N R L B SR ). NCCNAN
CSCOHE R B A7 HE T b R e (35 T TMB
R, LSRR R T T 2.

AAMNETHMF (whole exome sequencing, WES)
FETMBRIIEArit, 20 H ARG RIS IE ¥ panel
B TT DO TMBEE AT A #1957 H AT TMBAE
IR G SR T FE bR B IEAT AT — L8 0] R 5 A
R, IITMBYFAL Z FEA T & (JUHZ 82 it e 20
ZUMELLIRED M. Rl BRI RN AE R
Iy W7 R A 2 P R 2R R  AE A SN T SIS DL
28 3 I PR 36 4IE 1) Iy TMBAS I v LA B AR 4 2 TMB
ol o

R TMBR W45 14k R G Mg AE N iz
Pl RS I AR 54, T R FINGSE TN (M7 52 -
TR+
1.13 MR E T2 EATREE (neurotrophic tropo-
myosin receptor kinase, NTRK) ffi & NTRKZ%:
{4 NTRK]. NTRK2HINTRK3, 43 5l 6 35 4w S5 L
BREE 52 R 3 (tropomyosin receptor kinase, TRK)
K2R HTRKA. TRKBFITRKCH & K. TRK
EME RGN KB EREELZNIEN. MEE
K7 5TRKES & J5 A 5 3 52 4k — 2Rk, Bk
I 0% T FPI3K. RAS/MAPK/ERKA! i i fECy
(phospholipase Cy, PLC-y) {5 5 Zeicimpg!,

H AT ¢ HFDA b 1 NTRKGR & 1011 75 42
B e MR JE ] TR T 1% A NTRK R R it & H.
7o CRNERTG IR 24 JE A F) SRR A . 20184F2
New England Journal of Medicineti& | 1 %' % Je 1t
NTRKF & SRS IT R AES5BINTRKRL A (1)
#HHORRFIAT75%!" o FENTRKF A BH M S AR SR 3,
Bt & JEIIORRAST%, i He 7 i3 [FIORRA50%" "
20224E4 7 13 H , v [ [F 2K 25 fh M E B R (National
Medical Products Administration, NMPA) H#t#E T i
B ¥ Jé FH TR Y7 NTRK R & R SR8 45 . NCCN4i
B FICSCOHR B P15 S A4 R 6 B AT NTRKRR &
FLI LR 51697 77 k.

NTRKREAE LRI h R AR BUR, 90.18% ~
0.30%"""". 184 LR SE A58 i 3% "I NTRKRE 75 LL
BIE R, K F11.34% 5 8N SE AR B T NTRK
& L FE MR IR (2.62%) HUIRBUE (1.60% )+

o TE AR HIR o TI

WHLRE (1.51%) B W (1.00%) 8
TH AL R S0 I8 P NTRKRR A L A7) 2 0] o 45 L
0.22%- B J#0.16%- B 718 8] J519870.55% i 0.06%
fIEIE /P JR10.20% JRIRIEO.17% BB HE0.24%. /N
Jaf0.14%" . F4h, (ELEE R, NTRKRA 5
FEE 0 THRIEAH DG, — TN N2 31441 45 B W)
BER TR, NTRKFG XK A AERAS/BRAFET
R, SINTRKRR G BH 1 45 H i o 741
FEAMMR/MSI-H™ . 554 — TSR 57 i 7
NTRKFt & #2245 E i de v 5 IR 3 R (AL FEKRAS.
NRAS.BRAF\HER2.MET%) "% 5 H [ [t # Lt Codds
ratio, OR) 40.207, P = 1.39X107) "™, [Ep—
TR IIRE TN T ENGSKLI 167 883451 r [ 72 512
PgR B s, RIE T [ Se AR S NTRK1/2/3
RIE o) A 5 R AR AE, S5 R BoR, HpE sk
I8 5 E R NTRKRl A H A5 250.18%,  NTRKRh & 5 3
M BRENAFAE B RIS, M EMSI-HZS B s o
B RN, 1% 7T R R ctDN A RE A% 1 iff G 1
NTRKG, FF A X8 SNTRKH I 2521
AW FiHEIN, NTRKPHM: B35 18 F NTRKH 1771
J&i AT RE P AR 4k R PRI 25 67 A . NTRKA 1 751} 25 v]
PASY AT FALE] : — RNTRKIER [ & KL 7S
B2, S 2567 S EFENTRKT G595R. NTRKI
G667S. NTRKI F589L. NTRKI A608D. NTRK3
G623R. NTRK3 G6964. NTRK3 F617L%5!"* . —
2 H At A B B 0% 5 BINTRKAN ) 77 it 245, 045
METY $. KRASFAL ., BRAFFRAFEP,
NTRKGRhA K 7 15 S 6 AL 242 (fluor-
escence in situ hybridization, FISH). #4214k %
(immunohistochemistry, THC). & T DNAB{RNAFK]
NGSHK M. THCHK: MNTRK R A (1 85U NT75% ~
100%, 5 BE N93% ~ 100%7, I MINTRK3
UK EANS5% . THCH RS M AR E %, o]
YEINTREKG & A= 26 v (R8P i e 1 SR L BR 2
AR B (tropomyosin receptor kinase, TRK) £&
IR IE PHE NBEIC 07T 7778, R TRK R [ 3R9A FH
P, 33— 5 R FINGS J7 v 52 b & 7 s 2512
FISH & — ks I w5y & A= 26 O 0 w6 25 DRLRTRA DA 7%
TERNE P B AT SE B0, H B TFISHAE A RE
I TR R R A SR, B R 3B 48 R IN [ BRCAS
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— A HERE XS NTRKR & 04T T & . A W 5 R,
DNA-based NGSH; Il 5% B Ay 57 B2 43 1) 83.3%
$199.9% ; RNA-based NGSFITHCAHH Eb, & s FE A1l
5 5 B ) 9 87.9%F181.1%, H A lEDNA-based
NGSHEW I 1 2 kA A2 7 Hah, #m2 kit
INGS panel A] LA [F] B s I NTRK ) £ 0 A1 A 0 il
G, LA 25 3 R AR Tt L. S FHEAR
A R k2 5 2 [ A0 R A e TR A S A o, AR
DNA-basedZ{RNA-based NGS /7 12 i# 17 NTRK il &
JiiE, UINTRKH: R Fh & BA M, 03— 28 R FHIHC
I UFTRK AR [ R IA 5

U= . NTRKRI A T 1E 9 18 L 2 50 e 5
BMbR Gy (HEHFED . | %ifet ). NTRKRL &
KR, HNTRKMWHIFIAEENTRKH 578 5
55 B BTG SR 25 UL, T DNAFIRNARINGSH:
T2 156 A 5 WL 9% 25 NTREKR 75 e T AT 5 i (Mt
s Rt
1.14 N E EA KK 73 2 (human epidermal
growth factor receptor-2, HER-2) HER-2X#{ERBB2,
REEKHEFZEFER N — 5, wmig—fHE
A T SRR R TV IR O B . HER-25 HiAth K
TR R AR, SRR A S A, P
SR BTG PO, TR B NS S
HER-2 ¥ 2 2 5 4 g & 5 #H 5% [V RAS/RAF/MEK/
ERKG# #% FIPI3K/AKT/mTORIE %, X 4415 5@
5 %2 FRIE (V1 8 A R a5 DA 960,

] N A1 F5 B 9 7 2295 B2 T E 52 B R 1)
B T B THER-2KC M . HER-2PH M B e & — 2%
MURFRBR AL, FFREUCA R T HER-2[91 1 B
BITRIE . 2 OB BRI G R BT (ToGA
7LD FRHTHER-2BH LG 0 B 96 2w Mt 2 ks
UGy IR, Rl 2 2R s R] S HER-2FH 4
B bR vR T 7 =P I TR AL T A RS
(DESTINY-Gastric01) %8, HER-2FHPEH 8 H &
EEE A I R e 2 B 2Bk T (trastuz-
umab deruxtecan, T-DXd) Bfty7, mOSH][a] 47K
125 HF8.9H (HR = 0.60), ORR%}5HI42.0%
H112.5%, mPFSI 8] 5351 5.6 H #13.54 H (HR =
0.47) P, BT BT, 20214F1)7 16 H T-DXdIE 3K
1555 [EFDA#LAE A T HER-2FH 11 B e 2 E 3697 . 4k
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T PEZ G (RC48) & Hh [ [ A2 AIF K 1 Bt A4 A B
23, IRIT BT A = AT I HHER-2 A 1 B
ol B IRE B 4, ORRIAF24.8%, KK
FE#% (disease control rate, DCR) iA $41.7%,
mPFSI 4.1 H, mOSIa] A7.90 A, FHitt,
NMPA 4 it 75 Z i T 20 2 i 2 R 4t
1EF7 FIHER-23d %% /3 s s o v B e (L9
HAaEEAHIE) BEIRIT .

20214E5 H5H, S5 I FDA N v b 8 51 2k
PUICA 1 Z 2R BB TR 28 + SR s e 247 259 F
T HER-2PH 4 7 0 M A o] ) ok sl % 1 S sl A
FEEAME B E N —REIT . FN, Xth2EE
FDARLHE R N2 PN M6 T- 8 H 1 (program-
med cell death protein 1, PD-1) J7ikEcA HitHER-2
7RI 2297 1 THER-2BA P B 2l B & & 4 &
HigeE R 1) — R T ik

45 M W e FHER-24 39/3d 08 1) K AR E
5%, A 0902 RHER-29™ /it %3k = 45 B W
i PU R B AR KK 7 32 K (epidermal growth factor
receptor, EGFR) VA J7 [ 25 b5 & 0%, 8 —
T 44 N98BIRAS/BRAFET A= AL 5 5 1tk 45 1 i 9 i
Hts, B2 PIEGFRINGIFA T, 4% HER-2
1 5 R 5 Y HER-23 1 £ % mPFSIN 7] & 3%
WA 281 1 814 H, HR = 17.05, 95%CIH
3.4 ~14.9,P < 0.001)P, %-FMyPathwayfff 52",
HERACLESHF 5t " fIDESTINY-CRCO 1% 5t %, %
ENCCN¥E F #E FFHER-29" 3/id 3% & HRAS/BRAF
B A T 4 L W A B i 2 R U T-DX A A
2 ER P BL A B e va T . bAh, A5 2 I T
INEE B I HER- 29 18 58S R AZS310F . L7558,
V777L. V842IF1L866 5 HEGFRIATT N 2441 =044,

WA RIALI19% A0S . 17%FHMEE 5%
T JFF P LA 9 77 FEHER =23 26 381, — 13 JIE 3
Jo 5 52 HTHER-2I0 97 (1) /N A 0 9% 7R, HER-2
B DR 48 w3 1o 2R 0 1) H 2 9 HR 3 A8 A PTHER-2
BT 3R 25, MyPathway It 78 $L 445 A\ 39HER-2
P EE KA MR BRI R S, il
Bk P A M 2% Bk SR BUIR JT JEORRM23%.
SUMMITHT 58t 94| HER-258 A% 1) JIH 45 Je e 35 45 %
HHE AT, 4R EIRORRN22.2%, DCR
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188.9% . TE20194F X e i AT I — T« T
RS I 98 ” (Know Your Tumor, KYT) s AT 72 A7,
1514332 32 DU 283967 FHER -2 [ 1 £ 3% 32 52 FOLFOX
B B Z R BT, 45 B ORmPFSI [l 244 H LA
™ 20234 3 W1 R MR 2% 2> (American Society
of Clinical Oncology, ASCO) A T DESTINY-
PanTumor02 (—Ii4zBRME. L. LRSI, FFiK
RS TTIEE T IR as R CRAE 24 2D,
JF v IR T i e R R B 4 i N T 4145 25401 S 4%
TRIT IR, BT PPl I ORR 3 A1 N 22% F14%1

P E 9 B A R M HER-2Y ¥ 8 Rk (e
g . | Bkt ), HER-2Y WS F KR H WM
g R I BRI T A IA T S (HER S 2
1 2 Hed7 ). HER-29 W4 s 3006 R 38 5 85 H i i
EGFRIAIT M 25 AH G (HEf7 9« MR HEH ). 1
T2 E 2 55 b8 & LK IHER-2, NGSH[ LAE A
HER-29 ¥EWMIGK HE AR W TF B (SR . 14
). EADFEAALTRIHER T, NGSHATLL
151 A i ctDNAH HER-29 B4 6 I F Bt (¢
oo Tt .
1.1.5 RAS KRASHINRASHE [X % i52F GTPaseitd
FE K& F i, RAS/RAF/MEK/ERK FFIMAPK
& 5@ A TEGFR Fif, Z25EGFRIE5H 3. 1
HATAT O A KRASEUNRASFHE K2 . 3. 45 4h 158
AR 1) 5B 35 35 AN BB MY 22 1 L 4T B panitumumabif T
Hak R 5 PRIMER 58 F 1% ) S 41 40 BT 45 SR 2o
A EE T B gk 32 SZFOLFOXIA J7, 1% 4P KRAS/NRAS
RAR ) 25 B e JB 5 He 32 0 Jé B Bt 5 FOLFOX 1Y)
mPFS(HR = 1.31,95%CI’)¥1.07 ~ 1.60, P = 0.008)
MmOS(HR = 1.21,95%CIN1.01 ~ 1.45,P = 0.04)
BT 2P, FIRE-3WF AL 45 R R, #5317 KRAS/NRAS
SRAR Y 48 W BB FOLFIRIEE & T 25 S Hi6 9T
mPFSH [A] 5 2% 56 TFOLFIRIEX & VAR Bk B H0VR 9T
(6.1 H 12240 H, P =0.004) ; MKRAS/NRAS
5 A R 45 e SR B SZ P AR 9T J7 S mPF S
B 25 (1040 A 0 10240H,P = 0.54) %,
NCCN#5 R CSCOFE R HEFERAS/BRAFEY A= 1Y i
BV BURYT .

KRAS GI2CTAE (fEEB12N %050 F b A H &=
R 2 R R & AR B SR AL BB E

o PE AR HIR o 73

Jir i v R R ON3% ~ 4%, SRR ZE
TGS, B XFKRAS G12CHIRE )16 Y7 28 il vh
CUILTE T 3, sotorasibfl 55 [ FDAfL#E F T4 i
KRAS GI12CHAE/ N M it S8 35 (36T o g e
M KRAS GI2CH)RIT WS [k, sotorasib 2
BT #H A KRAS G12CH W WA 245 1 J F8 45 ORRAY
9.7%"", adagrasibH124 {597 #11 KRAS G12CIfH A
4 H i B ORRN22%,  Ifjadagrasibik & it 2 &
BLPTORRIA F43%",

HUEGFRFFHRARIATT SR 0T ) 4R RASTE A Y 16 14
45 H s 2B MARAGIR T A 2 H . CRICKET
W90 45 SR 7R, 281 RAS/BRAFET A Y 46 #4 1tk 45
[ 8 E RASSF AR (332 76 % & AR & B L
FEFBRER A TT J5 PPk AR AL LR ctDNAKT D fFImPFS %
FZETRASHRAA S (mPFSHF[AIA4.00H @ 1.9
ANH, HR = 0.44, 95%CIN0.18 ~ 0.98, P = 0.03) ¥,
2021 ASCOA AT | #1155 T-ctDNAK I 45 SR 48 34t
EGFR kARG YT TR s AR B 5T——CHRONOS
WHFREE R, Bz ctDNAK I 52491 2B 364 (69%)
CtDNA i 7R RAS/BRAF/EGFREF AL, %5 F panitumumab
BB IE T IR0 IR B E EA T, ORRA30%™,
T2 T ctDNATR 5 T IR AH LU PR 20 56 1) P
Pesia T I3RS — AR R ) SE B 1R
DIEFEEFE, SNRIREIRG TG R ¢ — /R 2130%0H
HET T 24 AR [ B F B2 W REC RGBT 5 =R 4R
HIORR. 31 25 7 e £ 28 VT AR SENGSTR AR I A
AT AR, BRHATE, W25

B T Mk, TEHAWIE LRGN S, RASEER
A 5 EIERIIRRE Lo > 95% [ I &5 46
W KRASHRAS,  # [i] KRAST I PR 2k 56 78 Jiok i 9 A
il A7 A AR I R « TEKRASH | Flsotorasib
RITHETTKRAS GI12CTAE MG IR ) T+ T
RIGH, 9N T 386V (1 i i 25, ORR
1% 321%, mPFSI 7] 944 H , mOSH 8] 496.94~ H Y,
KRASET A= B Jigé i s 8 5 vhr, B0 ) G At B0 R AR
(ALK@ & . BRAFFAE . NTRKFES MINRG I 445
HI25097 3B E R e, IS RE R AR S A S 10
G Bl o Y SR R SN i Ry ol B
FRRBAEIRIT T 5. ERF IR, TP53987%
KRASTRAZ FMCDKN2AFR 5 5 7 (1) 7 s 1 504
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M HTP53MKRASILRAZ ¥, R T 455 R AR
(0 JFF P IR g £ R S 2 A7 B 220,

FE A, P HAE FE VR4S T refametinib 5
IR G R PR SR VR TT X RASTRAL I AN o] ) bR 8%
R L B 7 2 Herh — D Sl I NG S #EAT
CtDNAKT M i i RASTRAS F 3, 45 W 7R4.4% ) &
FHEUTRASHKAE ; refametinib®k & &+ 4F JE [FJORR
N6.3%, DCRAN43.8%, mPFSH} A N1.57H, mOS
P RIA 12,74 B 5 — T 50 /R RASHEA i i
5 $2 % refametiniblX & F i 4 JE 16T ORR N T5%,
1T RASHEY A= B4 £ 3 ORRIUA 1.5%

R H g5 E e LR RS MKRAS.
NRASHEAE 5 (MEFSFH - 1 it ). RASE S
J& T KITFAPDGFRART H: %Y 15 38 [] ot 983 1) 75 AE et
kR Y. KRAS GI2CZE75 R 45 H s . B
g PR IG TT W A bR . R T AL R G R
UK MRASZEAE , NGSW] LAEARASZEEE WG IR ¥
AN TF B (MERF SR - LT RAEFE )

1.1.6  BRAF BRAFH: R 4t — Fh 5 2 G, %
o e 22 2 )50 A0 AR F U8 (mitogen-activated
protein kinase, MAPK) JEEH T EH. 2440
RAR600NL i (V600) KARATK, 1% A A
A SRS, XK T ORI MAPKIE B (1) #7825
SALH . WEHFBRAF V60OE 3 FE AT it Bl M /G
% 5 P B panitumumabiA T 3R, BRAE R 8
SZBRAFHIHIFG T, H4h, BRAFHEN 9878
J2 4 L W A TS 25 I O AR 4. CRYSTAL
I T R, A BRAFIE AL
FERS I 55 L9 AH L T BRAFRE R B A 0 g 2 7
2Pl AGITG MAXIR 36 45 S 57K, ##71F BRAF
B DR R AR (1) 5 7% 1 45 L I AH LG T BRAFEE [R B AR
R, mOSH A % (HR = 0.49, 95%CIH0.33 ~
0.73, P =0.001) ", F45 — T T2 1008 7% 1)
Meta 7 H 45 R IR, BRAFFEAL 5555 58 1) iy XU I
PR3 B PR 25 R ) A7 7 B AT REME G v, Ul i v 3 3
K (OR = 5.22, 95%CI}3.80 ~ 7.17, P < 0.001).
T, (OR = 1.76, 95%CI A 1.16 ~ 2.66, P =
0.007) AU /04K COR = 3.82,95%CIN2.71 ~ 5.36,
P <0.000) "o FTA RS E e R S N
17 BRAF A B AG  8E J9NGS panel i) — #7313k
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ATREIN . &5 W IR Rk R0 G 7 1 BRAF5E R 98 A8 A
AT, DRI A A R k38 T A ™)

BRAFJE [F] 58748 27 [H 18 8 5% ~ 7%, 1E
JFF P B T w5 BRAF VE0OEZRAS T A IS
Jid FR A AEVIBRISS iR 7y MR iy, mOS®E %", BRAF
V60OETE RHAE i Jed 1 48 [a) Ve o7 43 32 2 5L T 1D
DLATEE 5T (rare oncology agnostic research, ROAR)
RIS . AR e A 225 R B AR T TEBRAF
V60OEZRAZ 1) IR TE [ 8 2% HORRNS51%, mPFSH
8594 A, mOSH A 144~ A7,

BRAFFEAZ TR A A AFAE T 1% ~ 3% JB i
W, V600EFE7E & BRAFFE7 A b 5 DL — 2K 58
B, 211590% 7. GHF SR, BRAFFEA/G4
F14 JR e £ T LM DG B AR R 770 3R 2 149
— LR KA b T R W TR e R, AR 4
BRAF V600EFRE A%, 4% %% 4 5 |E JE Flcobimetinib4E
FVATT, SAR S VAL A B30 7 22 fif 3T 4 Rre > H A
by SRR R . RS LRI B A AR R 38 4 N
TE 5 — DUl RBE T, V5] R i BRAF SR 2 578 £
2ot 355 e MR T A B AR

TN ¢ G H W B DL IS I BRAFR:
Ly (MEHESR . [ Rt ). BRAFESETKIT
FIPDGFRAYY H: %) 5 i 3 18] J5% 988 1) 7% 15 it 245 2
bR BRAFZEEE JE MG PR . BRI PR 76 9T
TAER A bR W . HE T 19 1k 5 50 b i 15 0 AS: 0]
BRAF5EAE, NGSH] LIAE N BRAFZEAE 1)1 K M
B TFB (HERF SR TR
1.1.7  BeF 44K R 152442 (recombinant fibroblast
growth factor receptor-2, FGFR-2) FGFR2& —
M BRI 2 A, BT AT 4R an AR K IR T2 Rk XX
W, T IRAGTTE A BRI T i ST AERIA
To. WEICR 3% ~ 16%1 fF N IHE 8 B3 2
WLFGER2G A, 20204E4 H 3% E FDA N 38 1t 4E il
KB e H T 496 W 3 8O 7T U1 B (M FGER2 5 i iR
ERAIT B . 20224F4 H ok & etk Akt
1E BT . FGER2@MG BN i 18 38 16 #2532
K JEIRITJREORRN37%, mOSH & A17.54 H™,
20214F5 H 2% EFDA i it #Einfigratinib H T BEAE 4%
A EIT I  ASRT DR IR S e B B A% 1% FGER2
R N I R R, TR R F 45 R o
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108514571 FGER2fh & (W) IH & i 18 3% H2 % infigratinib
HEITHIORR A23.1%, mPFSHFIA]7.34 ™, futiba-
tinib (TAS-120) 7£20214F4 H L3k 1535 E FDA S,
PEZIY) Bi A%, FH TR T 4% FGER23E R # HE/fik
B BRI EE S IR e R . AE T
FOENIX-CCA2WF 7, 1034 #¢H FGER2E Hi/fh &
() IE 3 98 £ ORR N41.7%, mPFSHF [E] 9.0 H ,
mOSIF [8] N2 1.7~ A, thah, % 2 8 ik a4 1
Ffllderazantinibflerdafitinib E 3 5. 1 JH 18 i g s PR A
7t P 520 H R (R B R v

FARFGFRAN 77 OV & 7E AL e 1697 P R I
T RIFHITRL ARIGIT M AEH KAE, NGSK
MR LAY 25 5 10T kBRI 2 5% . 2441
8 B 7R infigratinib 3R 45 14 i 24 ) JiR A 2 FGER 23
Fify 45 Wy 3 AE 3 PR i 2 B 2 AN ] R s AR
Ub4h, 2fFlinfigratinibia ¥ 5 it B3 BRI P S oR
FGER2 W 25 M3 R 4= T ES65SARIL6 I TMAR:, S
Hinfigratinib PSR HEMT 25 . 1X A4 57 567 HABFGFR
57 (AZD4547. erdafitinib. dovitinibs ponatinib
FTAS120) i 25 P4 7E 14 S S 56 b 3545 21 5k,
A HHFGFRANFT AL 30 ) 7 0 25 R AR . (mamm-
alian target of rapamycin, mTOR) 1|71 A] 72 AR iX
FARAF LN 245 5B WG K W #EFGER2 HI67_
NI736 5 578 R T A AR s 26 12 52 FGFR A i) 571
Debio-134774 7 J& F¢ 8LV 5 7y Ak 1A H IS i 25
NGSKM K ILFGER2 L617FHIX RAF 5, BHEEZ
T URFGFRAMIFE ST IR 10 S R AR ) > 28 H I,
[F] FE, TAS-1207E4%1 %} BGJ398 8k Debiol3477% A= fiff
ZGPEIFGER2F -G BRI A IR/ 53 7
PR kA T 25 ENGS K H FGER25AE™),

BRI % ~ 10% 5 I B H 51 FGER2
Y AR BEAL RUE 2R R TG R
(FIGHTHF %) &7, FGER2b#1 % 7bemarituzumab
X A5 mFOLFOX6X bt %2 18 71 % 5 mFOLFOX6— 4;
1BITFGER2b (FGER2W.AY) jd5Rik (FGER2b THC
2+/3+EKctDNA FGER2Y™ 1) [0 ok B i 4
A B , mOSI ] 2 2 2K (1920 H 1 1351 H,
HR = 0.60, 95%CI50.38 ~ 0.94) ',

L . FGER2RE A & MH 8 i 8 s IR 16 97 1Y
ki (EHEES . 1 Rt ). FGER2Y 34

o PTE AR HIR o 75

& TS ALIETT S . HETR I AL ZR G0 8 i B A TN
FGER2% 5%, NGSH UMAEAFGER2EE 5 i)l R
AT B (MERF SR - TR
1.1.8 ST AN (isocitrate dehydrogenase 1,
IDH1)  IDH A 48 Jitd 7] 2 4% AR 6 Hh 2o AT 2D (1) Bl
FLGEAR £ 2 Wi 41 o 189 BE AN I AR K. IDHERARAENH
B R AANR N16% ~ 36%, oA 7E R 4 I
S P B Ry, TR TD ORI v 1D AELE R % E e At
DL, ClarIDHy#F 7t 45 5 B 7s AR Je AT g 5 25 0k
S IDHHE R 9748 () iH 4 i 52 3 (PFSAIOS™Y, A
k2021458 H 3¢ EFDAHLHE AR Je A FH T BEfE 8252
VR TT HLA% T IDH1EE K 28 38 1) BN Ja) 308 1 0] A
ML e R

AU\« IDHI%E7E 7 RH 8 I3 I PR 36 7 B AR
ki, NGSH[UIEAIDHIZS S il IR B K
MFBE GEFEHER . TR,
1.1.9 KIT/PDGFRA KT [l 4 5 (f) 5 1 & — Fh
75 JBE (P TITZRY s 2 BRI S2 A4, LTS AA D9 T4t M A 1
(stem cell factor, SCF). IEHIRA N, SCFECiAkZ:
AKITE S H ZRIFBOE NS 58K, WIAK-
STAT3.PI3K-AKT-mTORFIRAS-MAPK %5 . 20024F,
% EFDAMAE S & B e BN SN H T AT AR M
% B i A PUR B — IR IT 4. R e 2
A KIT/PDGFRA ) % 2 B2 ik g 411 1) 5%, mPFSH [H]
18 ~ 20 H, KITAS RAFAEF70% ~ 85%
g s, BRABRAEAENINE T (90%)
HRYSMNE T (8%), BULRAAEEIZINET (1%)
BTN T (1%). 5 AR RAZ K AAF L,
KITAM &7 11 R A 7 5 8 Je v I 7 s iUk, e 48
I o X T2 RER AT PIBREEAT R TG TT FIKIT
F5HMNE T R RAL B piE F) e /e
¥ JE400 mg/d ;X T E KB/ AT UIFR FIKITE
95 AT R R RAL H JiE (] pUg B, HEFRG D
% JE600 mg/d. KZHEFHEHFLE JEIRIT 2
Pl 25 Ko I 28 R R AR T R B 2. 4k R R AR S
FEKITHE G S IR IS X3, — Pl ATPEE 548,
H 135 f145 /M2 9mhs, HRA HETIRAY4Ls
A A FOREIE A, H175 185 AR T4l
H A Al DARS E KITHE A 5077,

PDGFRAZw S 1) 8 [H A /MR AT A AR K R 752
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o 5% ~ 10% H [l 18 [A] )51 J83 47 7/EPDGFRA TG 14 32
5, AR E R RN . 2020551 H, Btk ek
5% EFDAL#E FH T A v] B 50 4% # 1 PDGFRA 4 i
TI8RAE (BFEDS42VIAL) B it [a) e i o Bl
B Je & —Fh IR S AL B KITHIPDGFRa
7). TNAVIGATORFE, (EPDGFRA D842V
SR (1141 1 88%FKAFORR™ 1,

¥R | KITSPDGFRAXN41, SDHx (SDHA. SDHB.
SDHC. SDHD). NFI. BRAF. RAS. PIK3CAFN
FGFRI“Z 3L, JEKITMIPDGFRA A7 1 Jigy i i)
IR TE SRR R, A5 & SRV R i 24 ML)
FH O St T KITHIPDGFRABE R, #Sanger
R 75 B T BURBEAN i, AFEAE— 58 IR A KURS -
AW IRE, 7264 BE 1E £ Sangeril] /7 FITHC 4
5E KIT/IPDGFRA/SDH/RASY:) 5 B 1 71 & i it 8] Joi
o B, NGSH R I R I 2£920% 1) i 3 1% 717
KITSUp %A%, Fohafgl oy “ksm” =42 (FFEH
12% ~ 16%), 1FIAKITE ) 555881 L4141
FEDRRIN, B RS AT LA R R ) S S A A
HH AN A ZURE AR v o R B I L Ath 5 AR FE TR
IHENGS ] R 5 1 & i 38 8] /57 988 1) I PR 5 FAsr il
O SR R G N 2 2L PR W ) A RN T

R JL . KIT% 3. PDGFRA%E S & B W i
(i) J5% 98 ) A W bR B4, NFI. SDHx. BRAF.
RAS. PIK3CA. FGFRI%Z 5 )& T KITFPDGFRA
T A= Y W 3 () O R T R 25 E bR, —AR
W7 K MKITFIPDGFRAZZS U E AR, HEH
NGSHEy ' Wi [] J5e 98 i PR o IO AS: I - B (M7 5%
G . NGt
1.2 KRG B T R EARE Y
1.2.1 MET METH: K 9a b5 1) 5 58 T -4 fo A
K T2 Kk AR 2% ~ 3% 5 e & E
e METY 3", 20194F # [F VIK TORY #F 7
IIMETY ¥4 R W], FEIRE e 25907 METY™
18 i R E IORRN50%, METHE L= 19T 4%
B — IR A 3 IR R HEAT R VA T R R R
SR AR BN, WEHIMETY ¥ 5 & 5% %
o Je BRI JeiRTT, ORRN27%, mOSH
643,74 BUPL ghAh, — T bR 2l
[/ T bIAW FEPPAG T S8IR & JE A5 S 4008 J 3 1)
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ZAVERAE R, 7B T AEMETY 14 1) 5%
i R 2 21 i N, ORRA35.7%, DCRN64.3%"Y,
20234F 3 [E 9 JiE W %5 ¥ & (American Association
for Cancer Research, AACR) RN T 3Rk E:
JE 2GR YT T EMETY 14 (%) J5) e S Bl # v B
o R Al A w0 TG R et 3, e
2011 75 IIORRA45%,  H 16451 /K- METY 1
B EHORRIL 250%, 4GIIK/KTFMETY 14 &% U0
SR VIR 4> R

78 B B, METH: N1 £ HGF/MET#
6 1 S WS 1 R E RN, HGF/MET I #% 1) 5
WWOE S ANH AR T, (R ARG T
PR . Metady B 2% B 41 i 1) Jo b 3% 7% 7% R+
(cellular-mesenchymal epithelial transition factor,
c-Met) mRIBEZHMOSHEZ (HR = 2.112, 95%CI
N1.622 ~ 2.748) ", — Tk [ A Y [ 8
FLONN23 251 B ) 15 0 B, 8.3% W SR AR {EMET
SEYHE, 9.6%01) A7 (Ec-MetR [ i &£,
METHERY 38 5 8 A o0 B I8 2 [ A7 A2 2. 25 R AH
KM (r=0378, P <0.001). METH:RH 5
FARILZE (P < 0.001) AR o010 FE E AR AR O
(P =0.001 5). HH LA METHE: K915 1) B34
R METHE Y14 (1) B mOSH /] (5.7 H & 15.5
ANH) RImPESHSTE] (3.6 H @ 6.9MH) B,

R . METY 842 BB R AR T s (i
TS Mt METY ¥R B EHEARMN
Wb EY (HEFESER - R,
1.2.2 EGFR EGFRZJE X It 4 b5 1) 25 (A /2 3R AR
K724k, J&TEDBZIEKIER —Fh. £15%MH)
B A e A EGFRY 351w B PR AT
FRY], ML R, 8 RIS EGFRA)
il 71 J& % BR B PTUIE A e 28 K B E 23R YT I mPFS
I 6] FImOSH 8] o #RTAT, [ 5 4 i 7~, EGFR
A (IHC2+. 3+) 1§ W 4H 5 A BB M JE % Bk
PRI TR AE IR BT O ANEEAR IR PR
FA B K I EGFRY 341X B £ 8 e I e (858 RE % M\
EGFRAMEIFIF 3R, ORRAST%!,

A FHRIE, EGFRZR A PH M e & 2% O
kGRS B LG, BE RFHEGFRA i 7 3% 4F
B RAH W JFT R g 2548, A Rl e 2k R,
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ORRH1£33.3%". 4 R 1 & 7n 45 H M EGFRY”
B B AP S5 MR A . PDGFRAGRAY . FGFRIY 1
)5 HIEGFRIAIT i 2541 212124,

EGFRY Y8 R AETELI 6% M & E B 3, JF
H S5EGFRig Fik W MO, J& & B e 5 18
FER T #E 5 0, — T 1T A AR 0 R JE s B e
BB TR A T 0T £ A e B 2 A A, ORRIA |
85.6%". 1E R Hb—TRIIAIGRIF 7, 5 i
ST, RIS E BB TBGTT B K T R
E I 5 ImOSH 7] (39.440H & 274D,
DL = 7 TUAFF 78 4 % BHEGFRIE R 1A 5 JE % & Je 197
MOREAR . BRI B AR TEGFRIT RIA S 1
F BSE 3U 5 8Je FB 2 IORRIL £1)16.7%!"Y . T3 7
B Je B 0T 78 BB i SR T R R R (T
M, SROTHML, BRI RGBT BE G T
B B MmOSK ] (2440 H 16340 H) ',

i+ — . EGFRY W s M 45 ¥ 3 548 55 45
HIHREDIEGFRIGIT I A H G (M7 552 - 112
18). EGFRY 3472 B & B Wi V8 (1A 7 i 5 (M
T - RIS .
123 ALK/NRGI/ROSI“ER: [N fit&  NRGIFL& 17
F£T0.5% ~ 1.5%H) Bl . 20204E7 H 22 EFDA
% T zenocutuzumabZE WL 2547, F T NRGIRLE 1)
[ BB VRTT » 20214EASCOR R I — T 5T+,
10%INRG 1 FH 4 i it e 5 5 $%2 % zenocutuzumabif
J7, ORRIL#40%, HFrAPEZEPTE19-9 (carbohy-
drate antigen, 19-9) 5 & 1) & # £ 9097 CA19-9()
TP > 50%!" 20194E 5 Bl vE & 2 (1) — T sk
IR AT T8 R 2 BINRG 1Rk -& i i 8 3 R LB 32 06
IT 5 15 BIHR oy R MR — TR A PRt A v
Forh, G340 5 NRG IR & 1) B 35 v 2 s 457
TREE JRiR T YR B MY, NRGIRA R AT
RE A B8 1 JR i A AR R e I 0 TR, 17491
50% AN i 58 s P Al KRASET AR R, Forp
3 B FH S NRGIF G, 20182 ¥ 1A¥6 9T 5 3R AFI
PR S AL 67 2

ALKFl & 72 R IR R AR R8I, (B2 T 7
WERH 7 HCEE )R T AR SR vh A A, an20174F
() — JUAF 7 S F3 17045 Fit gt £ 3 1R AT SRR T
S99l 4% Hr ALK 75 B D) 58 35 v 4491 45 52 AR R BE 1) R T

o TEGHEAHIR o T7

FE3 i g AR Y EBEKY T B, 15145
WALKE & 206 B, MW RSB A
mPFSH 8] > 244~ A, Z il Wi R 2645 ALK
7 1) A R FE 3 R ALK 7703 97 ke

ROSI & 7 Jo i Jees v 56 Wi R GIE 488 SR Y 32 52
PRI AT 5 Hb 1) S e 22 49 o A TR B JE SRALNTRK
Rl SRR I ML IE S T I STARTRK -2 7t o, 1451
T SCL4-ROS T Filt 5 JRAZ A [ i s 58 3 1 32 Ll
JeJE IR E o . BREKYTIE o, 13
2t IR TT IROSfit & H ¥ brigatinibifJT 5 PFS
i ) > 44~ ™,

RETH & BIVEAE R o B 0F Ay, H— T
KT HEE [ Z5LOXO-292 1132 Jé P 5 AT HIE
FLFRETHRL & W60 97 £ 1Bl h B e iR T i
fHo AHEFARITEAOH 5 RETRE& 1 o T R4S
BB ORRIL 2N77%, 25 R i e (3 7 42 17 A
A2 H A4S ] i6 7 (B MR 28 A R AR FE /R
45, 1P WRLOXO0-292% #5 75 RE T & (1) 1% it 468
B B TR,

LT NRGIR A . ALKRESY . ROSTRLAY
RETRI & R R FEIG R IG TT TR M bn iy (A
R - R . JE TDNAFIRNAKINGSIH] A
S DN AT 4 v ke 5 A S RS DB R Rk i (e 5
9« RS
1.2.4 EBYi# (Epstein-Barr virus, EBV) EBVZ#!
B T AR > Y, TS R, SRR
B T N IR T IR 2t K — R #h [
AEARRTFERY], EBVEHYE HARFIE4iIAE T4 1
(programmed cell death 1 ligand 1, PD-L1) BH{%
Bk B B e R AR R T R U R
R ER BHTIA T, ORRIZFI100% ™. — I/ NEE
AWFFLR IR, AGIEBVERTE 5 i 58 22 4 i 5 A1) B
PUIRIT, ORRMN25%". 55—k | o [ [ = i
PEWEST, JEIENGSITVER 9S4 52 a2 1R IT I
BB B F MEBVRE, SR RIERACERIES
(mismatch repair proficient, pMMR) £ # HEBV
BH £ 28 FJORR 2. 2 5 TEBVI HE 4L (P = 0.008),
mPFIF[A] . mOSIN Al B 2 T, £ HZ &R
EBVIRZ 21532 S iR 7 B i [ % PESHI A AL Fil
PR 22019
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L+ = . EBVEHTE R B 98 2 6T I e T

MEMbREY HEHFER - NIRHERED.
12.5 %BES IR FGF3/4/19F1CCNDIf T 4%
ik11q13, EZ PSR R ALY, 2950%
)£ i BB IR A 11q13 9 1M, 11q13% 1Y
(8 e B TR 2, T T e PR
11qI34 38 5 S8 e 2 in T 7 Aok, HE S
g VR TT R R R AH S, A R pRE R I B
B2 57 S 2 ¥R T e R AR HE RIS, H AR
B HE7REGFRNG X 5 1K HE 52 Wl e 5 £ 8 i f0 )%
TRYT R A OGN,

TP B A PUIMLAE VR I7 Otk S W6 A PP 240 e 1)
—EITIE, BRER BFEA RS . AR
JFF 401 e 56 o 385 s MDM4Y 8 5LF GF3/4/ 199 86455
T DU TR 7 R R Y mT REIE T RN s BT
TEIEM 4 CCNDI. FGF3. FGF4FIFGFI19%53E K )
11q. 13X 354 484 5 JFHe G e v 7 1k ik Je g o7,
WL BB AN, JAKI/2. B2MBEEDR A% . MDM23%:
DRI 184 51 W] R 5 IR G002 YR 9797 R U K

LU - I R SR R O TE S IR T
mbREY) (ERE S TR
1.2.6 ANEAMMEHE (human leukocyte antigen,
HLA) 702 HLAJRAFEAE T i 5 0% 4 i 3 1 171
TPUR EH M E A F. HLAM TRREA65 4
f6p21 A REEZ3 M XA o BRI 51 b s B ] AR,
FEHLAE AR 7 R B HLASE 7 3
DRI AT 2 L HR S5 [ — 387 A e 5 A [0 11 5 A 52 08
— IURIE SR AT T S A A S AR YE T I T 535
e e i R (W HLA-DEREAT 0 L, 45 R o,
AR T BN HLASE R R 2L 1 5, HLA-IEA
A4 S A B ) BB 2 S IR T TS LR AR A I
BK. Ji4h, HLAZR G VBRI 2 S VR I W8 1% Al
i 275 (¥ 2 ZEAL AT

BRUL_EAREDISL, NGSTEH L R Gk
29PBsT N RIS TR . BT R
HEFIMEERATRER, @R EN
AL BB R A A 1) MR S IR ST AR R AR
BPERIT M EER BT M. EENGSEA, 4%k
PEVRIT  MMECHT PR R B S AR T R
AR A R G IR VR IT TS R .
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1.3 ARG BAT M T AR AT TR
13.1 DDR{Z5i@# (BRCA. HRR. POLE/POLDI)
20214 3% [EFDAIE st #E BRI A F T #5577 BRCAL/2
JIR 22 278 (IR i BB — 2R S LT S IR RE IR T
—IiZ e BEALS R R CERT 5T (POLOR 7t
SR, BURLMARIE ABRCALI2NE F 575 1 7 Ve ik
JEE — 4R BT S M ERR IR T A L e BRI Rl e
MEEmMPFSH IR (7440 H @ 3.8 H) ", rucaparib
(1200 I PRI 9T Hh K BRI V6 77 Y6 Bl 9 K BIBRCA L/ 24
Y1 g 52 AR FIPALB2WE 22 5878 1) i i 9 JE 3%, rucaparib
AR Sy 485 i 16 L S A F B0 UK R 0 e A S T 4
FF R 9764 A IPFS# 2459.5%, mPFSHY ] 413.1
AN A, mOSH A& #)23.50 A, rucaparibff] T 5
TG I/ R M P R FR S 2R TR TTORR N 16%
—IfiMeta ) 1 S 7 154 BRCA /2 [Tk 22 578 (1 Jik i
R T BEUR, AR LR SR AT
BT BRAFEMOSE K (23.710 A & 12240 H) P,
FRBRCAI/BRCA2/PALB23: X, FAth [R]YR 8 412 5
(homologous recombination repair, HRR) 7 [K4F 5
5 W 3k e 0 ¥ 5 AR T 9T RCAE G, HRRAZ 53¢
(1 & % B A K mOSI /], #8252 & 814k T 2 26
BRI — TR BRI F3E@ X 1 080451 i [ i i
S B EATNGSH #5227 b [ B JBR IR S DDR Y
RAFRFIE BT, 45 S R B3 1.4% 10 i i £ #E s
T DDR{5 5l A,

— T8 N T 185 BRCAI/253 A% 1 T 79 JIH 45 88
[ A AR AT 9 R, 3B SR VR YT, MBI
TPARPINHIFNAYT, 1. 1B E ImOSHT A
4034 H, TI/IV #1282 1mOSH 7] 254~ 51,
BRCA1/29875 445 # 5MSI-H/dAMMR A & & [ TMB
FHIG, PARPHIHI 1) 55 G 35 46 B s SR IG5 V8 97
] 25 58 F T 1 A E S I PR R8T

POLE/POLDIBER FRAG vl A iz S M 5 ¥ I 7
7R TMAR BN 2 RPEIRTT Mz (BLFE
SiE ) B, 55 POLE/POLDIAETR] SURAR
(1) £ E mOS I /] & 3 A1+ POLE/POLD1¥7 A= B i 3%
(3470 H T 1810 H, P=0.004) ¥, 55 —TisfF R
PN % 0 (I BA POLE SR A () S AR IR 5 (45
Bk e W, PhghER e B
7 SNy IR i i U s EAt 3B b B o o o
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WA A% B2 A1 1) Bl 45 ) 45k ¥ A8 S K1) 73 9 A T DNASS
HALRL AL SR X 73 BL B4 iU S R S
PETG R B AL A, 43 BT R ILDNAZE & A7 sl B
AT R AR 7 1) BB R S VR T S BU, ORRIA 2|
50%, 1M R PEA R S IR S ORRIN AT 14%,  [RII
DNAZE A A s B AL A7 5038 5 1) A8 3t e B H 8
R IPFSFIOS! ™,

Nt F . BRCAL/2%87% 2 WG R 16 97 10
AW bR, R MELTE IR I PR 36 7 T AL I A s
Y (%S . TR . 5 W 55 B L
K:MPOLE. POLDIFHWE s (HHEFER . IR
et
1.3.2 PI3K-mTORfE 5 i@ % PIK3CAKEF j& —Ff
JE g R, LI SR AN 1 AT R TR X PI3K
B NS 5 A R UK . TR BRI T% E
I B PIK3CARE R AR 51 — TR Rt
5% (GRANITE-18F5T) R 1K 4 5 =] 0 b 22 Bt
R R =R W B TR FEF LA R
mOSHRIFER AT LR E 257 (5410 H 1 4341 H,
P =0.124 4), {HEAKYE 5L 7] ZHmPFSI [A] B & 4E
(L7ANA T 14N A, P<0.000 1D ", KXF A4
BT A5 W TRIE 7T Be & E B A UK
EBIR N 2 —. B OB PIK3CAZAS ) & 5 &
WA AR LR IRIT IR 28 A S 4R

WAL RPIK3CATE AR 1) 45 B g i 1 38 M
FH B =] VT AR e 52 imOS %,  Fo i 72 ML 7T g 2 18
I PI3K/AKT/Raptor{s 5 3@ #% i 5 {9, PI3K/
PTEN/AKT/E SiB% . HER-29 W05 543 . MET
14, NFIRAZFEGFRF: B OS2 5 3552 45 B
Ji#: PLEGFRYA J7 M 24 A2 W b 011 FE 8252
75 2 H B HTIR IT (I KRASES 4= 1 45 Bl e B & v,
PIK3CAHML 1209878 5 5 2 1 L f AR 5T

FHAE e A 4 Mg B FH IR IR 25, 450
PI3K/mTOR{E 5 i iHf 545 (1 JFF 40 3 78 3 7T R )
ZA AR JE AR R i 24, PI3K/mTORZE AR X bt
R RAR B e 2 R AR Je 1097 ImOSI 18] 43 7]
10.4. 1791 HU,

BT 55 5 I 1457 ik 390 0 s 6 2 JE %% BR BRI
24 J5 ZENGSK I B PIK3CAGR A MIRICTORY 14, 1
JRPI3K/AKT/mTORIE ¥ 0 7] it 55 J& 2% Bk S it

o TEGHEAHHIR o 79

AN, TPS3RIPIK3CA S £ Wi e AR S Ik
K, WIS S B8 e U B R AR —
THURIE 58 < I 85. 7% 1) B & Wi Jiet S 3 K AE TPS3 AR,
#5157 TP5 375 53 1) F F mPFSAImOSH 7] i 3 4 &,
$ERTPS3HE N A8 5 5 6 i il i JR 38 R 1) oL AH
SO0 5 — TR 5 R IR TPS 34k 1 ¢ A8 p R213%
e B MR RS R Tl
96151 F- AT ik 1) £ 7 68 e B 9 Y IR PIK3CAZE ¢
B N12.5%, TEAEIREL 255 7 o AR S5 A s 1 itk
4578 . PIK3CAZRAL B35 1 OSIN [A] Bl & 4E K,
$& IR PIK3CARE R A2 7 W] e 2 £ 8 i J o A A
g R 5 T s R AR I, 5 A R A
L, PIK3CAZRZ (1) 35 OSAI LI 447 (disease-free
survival, DFS) I [AJ}) 502 58K, $27mPIK3CA%E
DRI S ] i e R e AR 3 V0 R S TR
R +75 - PIBK-mTORSS 5l % 5 45 B i
PEGFRIG T Mt 2 HH O (HEHF 9« [T,
PIK3CAZE 5t BRI AEIRIT S (HER S . 1T
ZoffetE). PISK-mTORME 5 3 A8 S 5 B
Tk A2 Sl AV 1 T i 24 R G (AR 2 2 - T e 1) o
133 WNT{E 58 WNT/CTNNBIZR A 2 It 41
Jf g B S IR IT R R bR B . — DU AL R
1014% 45 WNT/CTNNB 15375 ¥ 40 g Ji £ % 22 PD-1
s R, HERE AR EEEZE, K
mOSH A 435 49.1. 1520 H (P < 0.000 1) ",
X W] §e 5 WNT/CTNNBIZE78 1) )40 e i A 5
ZW AR IR A 5. WEFIEW], WNT/CTNNBI
RAF PRI 2 “ R, MR R IE R I
R IR FE A ¥ gy~ U
134 HARESERE 2O RER, EEZH
HER-2J6 7 1) B i B3 v, JioRg 0 ve e B = HER-2
A5 5 HER-2 16°5 7ME T 52k . RTK-RASIE B4R 57
PI3KIE B% A8 7 ] BE -5 22 BR B0 19 J5 R R A5 ek i
2y A SR FEHER-24% ULEL (1) 3h 2 I Wik AR
RIVHTHER-2JF K TN 245 1) 7, VR 97 ik & P etDNA
HER-2#% VUG 8 38 hnia %, 4k K Iif 25 & &5 tDNA
HER-2¥% DB R REFaAY . 26 S A HIHER-215
71, RTK-RASHE #% Jk K A8 7 5 40 2 K & HTHER-2
TEIT A A T 4 A AR U™, Hofth 52 A Rt
HIFIAE B 9 B S AROE T RTK-RASIE 2% B R A2
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S5 RAN 28 0%, RTKAHGAS 5 i@ (FEMET
Y1) FE R AR 8 T FGER2AMHI 77 AT 7E IR A B3k
BVER 2RI, KRAS NRASTEAS . PTEN#2R |
MYCY 1. HER-2¥ ¥ MGNASHE J& T HiEGFRIA
ST 25 HLA™ . METZ 48 8 $% DU BIMETY
. FGER2¥ 1 LA K FLAth R Ui A1 5% 8% {5 510 g SE [
(1072 S S METH) 1) 750 (0 85 7 T 24 b 4050 DA
b 45 B R WIRTK-RAS. PI3K%: 15 5 il % 5 [N 4 57
5 15 e T SRRV T 81 SR 97 i 244 O

201443k H fiE 3 K 4 1% (The Cancer Genome
Atlas, TCGA) HIHWFFE N R #ENature R 2 00 B
S BIRE T, 295615k B BRI BB, w2k E
JifgE 4 NEBVEHPE . MSIL 3 R 418 58 1 e iR
fase B, OEBVA! : HK8.8%, FEILT HIKM
H AR PIK3CAm % RAE (80%), CDKN2Af H
FAb (pl6il) FHECDKN2AMEThAE T %, %
YA MUAS 5 BRPD-L12/m R 1A, R EHE T
MNPI3K A7) 1 i 5 2 AR B 4/6 (eyclin-
dependent kinase 4 and 6, CDK4/6) Il 7. %)
BT IR 2 ITEE N, @QMSIE « (5 Hoh22%, 4F
KT HSEE ], DNAE F 31k, GHEPIK3CA.
ERBB3. HER-2ETE N RALE, =z HE[H 54,
TBYT MG AT LU iRy FR AR )
D] AR J ) 7 G PI3KCA 1 77145 . @RI AR Y
2)1520%, KEZHETvReE R, i CDHITRA
(37%)+ RHOAZRAFBRHOZ JtGTPEEH AL AL A
i (CLDNIS-ARHGAP) (30%), CDHIFIRHOA
SEIBTERL A, @A el . 401550%, HE
EZXRRMT1 2R, ZRHE, HHTPS3IRA
BURTK-RASIH % (0%, 7] #2 M [AIRTK-RASIE
I A T TR 25 . TCGAZY RUTT LLHERA X 4>
HMSI-HFEBVIE GRS, AR 7 T br ED3ET RS
HETRIT IR AL T HcHls . BEENGSIIN A, 7% CDHI .
RHOAFIRTK-RAS( "5 181t 22 B DR AR RS A6 B T4 )
HEETCGAZ AL, I B i S TR TT SRk dE .
2 REREREECRAMEEEETPHINE
2.1 RAREAAE RS

i JE 25 2R A (10 25 DR ARSI 7 1 PR 552 B 2 FH HR AT
FAEE 2 IR, EREERERAE A G . AR
A PR BRI AL SRR AR 0T B AN G B DR AR P 25K
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FfIRE P S R S TEVA X BT A R L T R
ST BRI I JC IR, JE i3S I PR AR 5
WTAESR, RIS R HOA 1) & D e J s e it
T AR A A I B4, Hodh i R ctDNA
T+ AR e N, [ 41 2 FoundationOne Liquid
CDx. Guardant 360 CDx%5 = i #% 55 [E FD AL 1
TR IZ T . MECT4HZ, ctDNAEFE A LA
R DEEDR () s RAR . Hl R . 8 DI AL, kG
LX2MAF, WA LGEHT I EMSL. TMBIFIE
Mo I, 20 R KE I ctDNAK I AT LA AR 4121
YE WA R G ) . i yT PR 2 W 5 5K
b (R ZUAS W] B AR T 2k DL 17
BUT, ATLAR FA G 3k 7™ ks 45 A il A 50 31F ) I A4
TRNGSF= A ERN e (HEFEHES - TR
22 RAREAEZSEN
221 FMOR A R sh A I 5L R R
J&i ML CtDN AR 2 B 225 1 I %o AR 5 T f AU T
W ARERIT 7T RGN E L CAS B RET T
WESE, CHENT [ ~THAS B e . — AT
Z DRI N130%] T ~TIASE B e B, R
J5 ZENGSH) S A M tDNAR S 1Z0F 745 1 EoR,
A5 ctDNAPH M 8 25 A1 R S5 ot DNAB P 3 4l
WIiB J7 J5 tDNARH P 8 25 AH L 4 Bl VR 97 /5 ctDNA
B PE . RS 3h ASctDNAFH 1 B 41t R J5 3
ActDNAM L8, WHREEEZENLE KL
(HR =172, P<0.001; HR = 17.5, P < 0.001 ;
HR = 43.5, P <0.001) "™, F—Iaiaet:mr e
AN 150451 Je 38 e B 25 e A, RS ENGSBh A
MtDNARA . ZF AL R BoR, RJGctDNAPH
BEM ARG DNAIPE B . KR53 ctDNARH
HEEM LR EHSDNAME B E, WERER
# [(JDFS (HR = 17.56, P = 0.001 ; HR = 11.33,
P < 0.001) " Jm i, B — I R E T 4R E
TR E 5 e R AR R AR BT IR 4 L e
ZINBR AR R 0 TR T U 45 L e R R R KR
W PERE, BURE N49.6%, FF 57T N4 7%, 4
25 W ARAFAE R A% J5 U B 32 T 2297.5%"" . H #l,
A 2 TR BY [ BE M T T T IR AR IR R R S IR
ctDNAXS T 5 HI 45 E W f 4l Bt 7 7 R4 § =
. DYNAMICHF 7t 45 B 2 77 R J5 ctDNARZS 7] LA
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155 114 e 8 IR A B A7 e 2™

I\ BN B ] DOl AR S5 AR s
KNGS ™ it o 3 Bl b 1515 DA S il Bh i T ook (i
TR . NRHEE.
222 ERMIOR A A B0 A R W OB &R
VLR YT ] (1) ctDNAZN A A8 W] g S A 7 1T
R AU R TT N . otDNARIBAARL T
BRI AE S5 AL B K % (variant allele frequency,
VAF) 18T H G A4, FH R TR0 e 391 e g i o7 L
EUSEE AR TR T oRESAN T I
S92 A% G 470 W PR 6 1) 1 6 GG 3] S A4 988 ¥ O I
HHETT A ctDNA VAFI) 2246 5 AR 777 2%
MRR, 4 RIERIBTT HctDNAK5 & TS A1
KU, YR IT BT A ctDNA VAF/K V22 1k 5 BEAR A
09T BN UG A5, JCHEXS THIRPEY
ITRONP R E (1, otDNABZ 0] DLEE AT
FW BB AT IR B B 5 TR, A
6145145 32 M 1 A Bk B pT IR T B0 R 1k B s A8 o,
1077 )5 5565 ctDNAZK - BE S Tl 223 T 7 RN PFSI
6], ctDNAZK T BEACHE R 3 WS B ™. EH K
— TR 7T R L i Bl ia 9T 55 1A A 9T HT S B ctDNA
BN AR s A Bl BhG T T RO AR,
$2& N ctDNAZ]) A A8 40 7T BRI 5z B 37 % B 97 97
21, ctDNAZS) 25 U 7E I 339 10 28 G g b i
PRI IS A 5 T R B R B PRI 78 HEAT BOAIE

o TE AR HIR o 8l

L WU R B e R GRS,
AT I o IR S AN GS B 25 M 0 A1 I IR 1R T i
Z UL BIGIRIGIT Ok (MR F 0 . Y.
Wk 301 45 B o R 38 AT AR SENGS IR I8 k8 BE1T 2 F2
B (EEHER - NIRRT,
3 HURRIMBINEETFE

THAL RGN AT — o R AE VAL RS
o, AR B S BUR IR R R, T HLAEYS
BUEL EA. IR RAL RGNS R RIS
B Wk B AR EURESE, IWAME— At 4
wRAE R, AT E A Xl TR
Jt, WRRAERIRERE T EMIERE R JEit
FERTRITRAT, 72 M 2B A A 1R 38, AR
BELE JEAR WA R G MR H WL IR AH D I8 A% P g
CRENEA AT SRE AR O I IR It B R . 13
R B4R A E. Peutz-JeghersZi &1 Li-
Fraumeni%i & fif . CowdenZi & fiE 183 4% M FL I
IR AR . X T RAREL . KIRFREER
TERTHAL R G R B, HE AT B T A, UL
i E . B, BERUE. R R,
WAL AL RGP R OC IR R R BB 2 (R,
NGS2& B A& 7 2 T B

IR T A e R R R R R KR R A
B, Wb, B, B e B R Tk
AR Mtz wife & (EFEHER : 1 RHERE).

x|

=l

F1 EREECRRNEEXNERESER

WAE LA AL HA K R 7K A F Gl T8 AR WAER X
WA LA AE LA B WA MLHI. MSH2. MSH6. PMS2. EPCAM R G IR R
R VIR I T B A R LHMRE. R APC R BRI A
e NS PE i LR B SMAD4. BMPRIA g G AR R
2 58 8 ] 47 AR EHAMRE. AR WRE STK11 R G IR R
FAE PR E B CDHI Y G AR R
SRR B IR SH R B R ATM R G ARG A
A )5 W iR AR AWM. BE BLM/RECQL3 g ARG P A

TP SUI R o I SR 4R A AR

Li-Fraumeni%z &-4E

MR S HME. B
LHMRE B R AR

F R gt A AE SHMRE. BR
Cowden#z 4-4E ZHME. BE
MUTYHAR % & K& 2 A %
RAMEMIE K MR

2 & E - E 4 A AE MR

[ A Ah 22 2 Y4 95 LR ZEARY ]
H Al & B

BRCAI. BRCA2. PALB2 R G IR BT
TP53 R AR R A

XPA. ERCC3/XPB. XPC. ERCC2/XPD. R G ARTA IS
DDB2/XPE. ERCC4/XPF. ERCC5/XPG

PTEN R EAR R A

MUTYH G AR R

PRSSI. SPINKI. CTRF R G IR R
CDKN24 g EAR R

NFI RGBT A

CHEK?2 T AR T




82 o P EIEIEE dy iR o

NGSR AT H L&, el RERNA LT B
(HEFFER - MR
4 RN EARZER

MNEENGSHL M 1 5256 5 i 22 28 0 )™ 4% 1) o
R VIE, 2 B XA G i Bk Rk, |
1 o A 4% 1F € B A AT & S & (China National
Accreditation Service for Conformity Assessment,
CNAS) A1 3% [ 52 5 % A 7] B 2 IIISO151891A H]
WA [E AU 0 55 B AIE, 43 [ I R
o 46 i idEAE IR R 35 B B 2 2 (College of
American Pathologists, CAP), tha]{E NI =
I 70 0 o B2k 28 1k 21 [ Bl w] B pR v

SEG = B BEATNGS R I N 3R AT 5 A i AR
i, ARSI R H B AS IIR 5 fRE A E
SL5EE I TS A Z IR R HERR A R . NGSHR I
AR Z AT, B AT e 2 I 45
RAGHERTE, OREEARRE . IRIRBURE . SO
PRI 5, AR s SR T B AR DA A I 4
o B TSI = ) S A BRI DAL, NGSIE RS
I S80 2558 N 1% 2 N P IR 2 AR A R 2R i R A
I et A48 T I RAS I poe ) AIE B (CAPAIRR
Moy EBHZ KRB A = A5 PPAE

N T PRUENGSH IAE % B2 W (0 vEE e AT
HEME, P BRI RV RE IR . AR
PEREIGAIE 2 1T, 75 E A e BRI, e B
PEAIWE . UL Rr e A TR, A A
AT L S RESE R

77 i VE BE B0 UIE 75 ZEAN N B BEA B B #EDNA
BRNAFE A, #E 40 i 5 Al R #F 4 5% DNA.
RNADRAE St FFR THE A P 2 T DL SRV Al AN [ A2 57 2
TR AERR PE AN T B, DL SRR AR R Y Y
LI R PR o e PR A P e 353 AR 4 JEL A 1 PR 2 FH
Mg, AHEMRHL M. B0, B Mgk,
IRV A5 - NGSFE PR RN 7 o ) LD 32 22 (03 S 2R 7Y
HIZ R A 5 (single nucleotide variation, SNV).
/N BUE ON/BR 2 (insertion/deletion, Indel). i [Al
G KA BEHE (large rearrangement, LGR) LA
N ¥ DR (copy number alteration, CNA)D.
F >R 58 UESNV Al Indel (1) 77 126045 Sangerill /77« 5547
B KRy 5 FEPCRAE o 2 [ & — i S FISHE A THC
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R HEAT St Sk B8 UE . LGRS 92— R 2
FEEREY MERMZ 5y e g A, FHN
CNAZLGE J7 1L A48 & #PCR. FISHAJE - [45 41 1)
PO e o fh B R R A0 55 . 4k, CNAR A ) 75 22
T TR A A R R R, R U 3 A
(reads) HEATHRUELL, MTTIRIF SLBRIJCNAIRZS I
P UL R . IR B R 2 A YA R S B DR A
R, AT DMEA S HTCNARIA FTE 5.

TMBAHk P RS A e G958 76 97 1) B 2271
MFEFR, AT LU I NGSHE B I FE 24T WA . H
BTN, THETMBR &5 #E £ WES, 1174 5 9 i
X 35 P A5 08U H & > 0.8 MbHINGSHE [ U FE,
A LU SR TMB!™ . NGSHE [ I 5 th 4w )
2 R G 96 T R TMBIR T 5 R 97 3 T
NGSH#E [ I 7 72 N2 FH T 1l PR 2 /i, 75 22 5 WESHE
1730 S 3G AE,  PEAENGSHE [H) I 7 2R WESTE A fi
JATMBI) — F . 3l B 2 RNGSHE 1) 3l 7 FRWES
PEAETMBI A S B 2090 F, A4 BE HERA S fif
JEMITMBIK S, I RTINS % V6 7 197 R

MSI-HE & 7E 22 /MR A B i B o S 2 ¥R 97 3K
FR TR SR A VTAG bR i B AR, NGSHE
1) 05 7 A R i PR AL SRS, Rl bR
AE AT FETT R S e FHE ARSI R BRI . L
TPRALRIEFRIE R TFEEE LN R - R
BAEMME. K. WREEGREE, DAL
MR SRR BRSO AR G . T R AL AT
B B N B NAGE . e, Bl
fEMSIAL i FINGSHE [ ] 7 75 22 5 PCRAG M 2E 4T —
FPEIEAUE A BE VA o 38 B EERNGSHE [ U 7 1Ak
JitgRE 2 230 B RIRAS I B B > 90%, R 5 B >
95%. ARSI, FERZ RIZIRTT I REA
FlH, R TMBAT Bl TR 25 1097 5 T 25k A7 gk
A7 1k — B I RS IE o

P A — . NGSH: ] 52 5 % i AR 45 B A Sb
BUBINUE, T & 4G NI E W 326 47 A e 90 0 % i
PRIEGY, H-Z I P AMUS LR & 62 1 35 ] 7 (A
g TR
5 NGSHUREZM

FSE IR 7 2 IR AR R ER 35 12 52 NG S A 45 SR g e
—EdE, NIRRT RRIR S R, RER
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ARNGSHE AR AR RAR B, B AT 3k
o 75 e B RS B GRS ) i P2 T
PR3 BRAEIRYT 52580 FEARE R A dlvE .
R EE R ARSFRAFE . ARYEACI S5 RAERE G TT T
FOFESE SR A0 H A5 45 R DL Asr I ) )=
PRPESE. QR LTS, X ASE R Foa] DLk
AT IR S e, AR IR AR R R 29T e
AR SV S5, ARSI S N
AR UL EME NG, RASTRASRG T EL;
AL XTI PR VAT PR SRRE M OR, BV 2 A 45 SRt
% R AEAR T T, B A A AR PR SR IO B

A

X PR AR S O RS AN 2R T AR, N AR —
EHIRTE . RGHIAR S AR S AN 2 W HERE S5 %, W LA
WA 3 [ 73 TR B 2 (Association for Molecular
Pathology, AMP). ASCO. CAPHRAEFIFER"". Kk
P43 HE I PR PT AT P 2 R HIMSK CC-OncoK B
B (https://www.oncokb.org/), 454 [E 4 Al
SRESFRIL I DLBEAT Z5 5 g« IR R AL R I BUR
P E AT LS 3 [ P itk o SRR H A e 4
(American College of Medical Genetics and Geno-
mics, ACMG). AMPHSFI AR, Kk R 4257 7
NSANEEY - BURMER . WREBURZR . K=
SCREA L AT R R S R AR 190,

IR NGSE I B 2L T AMP,
ASCO. CAP. ACMGH 53R AZGME TSR, Ik
TOGIE B “FUESE S R et DL R s (5 2 (il
FEY . TR,

6 “HNFNEREZ

NGSHJ DL [A] A6 22 A>3k PR J L RAR . 974
M SEZ MR, JFREARIIIMST. TMBSEA4:)
PREY), EHT RN 2 R . NGSIE W 2
LI ) 22 S R AR S M 2 FbR 54, B DA AT g5
NGSHR &R R HIT VT T R B R EH

HEEER - NGSE AR &N, ', &
LA ER, OfEEEER. FEAE BN
WA Hk, TRES R BEE R, DhE ki 45 R
M AR, PUEE R ARSI MR
HE IR AR RV SE . T EE
TR ORGP I FIREE . SOEZ RN, AT B

o TE AR HIR o 83

K2 PR Ialmh b 22, BlAE ot B AE = 30/ B2 EL
MBS FEAR AL H R Z A — 8% . M TA a4
JIE0 B 55 o B e i o 5 AR IR A% KU, T
RS RBURIEAR L GG R RS B A
T b TR A A DRI, AR A XU e R A 7 2 75 5 22
WG, fa, T EAINGSHR S I 2545 Bt
ITVE ST, DA AR RIRTT 7 2. Ak 2] —
AR ZhR B, AR HER PR A S E R 1550 DA
JAEBEAR S, B R UE N 25 80 A F 258
HARRIT J7 5. Bl . W A5 B e 2 R 2
MSI-H, [FJI TG 72 1K S5 iR 97 SO OShR 84, U
HEFE A F e har 25 ARG YT oA AT 24
LAt /1 I U o7 SN S 17 N o9 T s 4 NS e s
R TG HRIIPR £ Wk RGMRINGSHR 2 i
BT RS W EL .

XTSRRI R LR S, DRI IR & X
RO TEALFE R B AR S i, TR A o IR R
W HEAT IR PR AR L, 1ETHIR FIRIT IR . X TR
I ELA VA I PRANMEL I R DR B A s, B I PR
B FIF A B ER R A 78 AR IR R B, 99l
R GRS VR T R AL BE 2 ) R AR .
7 ZANFEN BRI FER TR
7.1 A EFHH X

il A S 0 4 42 S5 T ORI HE & i Rl T
e F MG TP 22 18 ) B 50 B 1 B0l 45 1 35,
RE T A NS B AR S R RS,
EML4-ALK. ETV6-NTRK3%%. L2l (451
BAE  BEREA TERE 5-5' 83 -3 il & T U,
FIT P I Rk R AR A B IR R AR 5 R S
R Z RGBT AH R [ YA 7 7= A 1]
JNF o SRR 22 e PRAIE 48 IE B AR 28 31 5948 B AR 1 B i
AIfE, HIBFTUNES LD R AE. R4
HRAER, TFEMTRNASGE E A2 —5
[TERIN

R TDNAMNGSH I il & A 2 ik %, ¥
AT LUK IUE A b s WA RS 0T A, (RIS 22 Fo
AT Rl BE 2 AR ) H A i 2455 2 Fh s 5
W&, Al TR W S A EE s KEENE T
Xk, Hfb& W B 28, BT BLEE T-DNAY
NGSHT I k& I VEAFAEAS o] e G I SR PR 2, AL
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A VIR RBOR AL 5

AT R

TEHIHIIR R BOR AL 5+

[ THILRGHIRINGS R i %

FEA RN I
FARIEA
s
PEA T iEhbRA
ext iz (s .
S
L[R5 X 1
g | EREGE
B
AR LR
R B A
I R A
A LR SR i

5 IR EO AL A i )

B8 388 e T RE A /N

R Eib S S AL ). o

AT ZihR B

P

—{ mA R Lz

E— SEREIE P 26 3 I B
WAL R i 267 R 22 S 2 & Fefit T
BB
G 25
SERHT AN GRS R AREE
— Hltitr
| ERSEIRES e e T
T 106 HE T R 254
BEALFZG (ke He S A T3 02654
| memsmmien R, SR

AN ARAR IR 7T g A

T brEN

2T o T A
s

Ell NGSIREMZRE

7 : NGSH =K A

2 T DNAFINGS e il i £ 5 22 4 10 B 12 7K H &
HREBELFPIHNE X NETXEGCHE &
BAEK, E1SDNATRE ME LI 51 Rchd 3k H
PRI B+ AEA ST BA ALK S P 5IAF]
TR AR, R AR Rl A A U A 1 s ok R
JE N it R s B R G B R 1k o B T RNA
NGSH Il Fl-& m] DUEE % & 707 I Ek sk, ERtE
For I 77 1T A AR R, H I T RNARINGSH I fik 5 A
RERGIRER LT B B, HASRER I g b 2 R AR 1)
H . DNA + RNA NGSEEA I AT LR s 44
MR HERAYE, FEHESR S R TT J7 SRIMIEE.
72 HNEEFey L5 HE

¥ 01548 5 (copy number variation, CNV) j&

S A 4L _E AR oy X9 B B % . NGS Al X (X
BRI . P IREE) SRAGSHCNV. — g oL T,
P IGAR 5 (AR 5 DUR > 2, R AR S (AR X 45 D
<2, ERX—FrEAEM T FEER AR
FERAAEREA . SR ESCNVECK T8 I CNV ) ) 7 7
P 5NGSHS Ml panel /£ H 5 et & b5 B IR ET 5
B mEAR, BERENCNVESImESA K.
73 SR AR F AL RRE R
AWK RN AR SOl REGE RS
H R AR SRR BEAEIRYT S AN [R5k PR A S AR X
FRE BRAED RIS RAEE S, A R K
BN R AR 2 [ B R OC AR, W RV BOERASE
T BB T R AR T B BT 24 5 L P R
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AECE SRS, BRI W5 SR T R Bl
REVRTT IS 45 L e S8 1R) IR ARG I 2 MST-HAN
NTRKIFE, MRS i G e or 25 s 4l 5],
J& J5 v] 2 EENTRKAHI 1 77 0096 97 5 4 WA 15 e &
& [F R B HER-29 ¥ FIMSI-H, - AR S6 HE#E Bt
HER-2VAITBR A S PEIRTT o
74 AL FEAEMNERR—HKAGTHRERSL &K
S

ZH G Bk M 485 SRAS— B P R R A - iR A
AR FEACR AN A 22 Fe k. IR YT (A1 22 7
AFEHARE GEERENZR. BRI NG Y.
ctDNARE B ML BB BRI LA 72 7o I g 41
SUR A AT FE AN 2 “ S hritk”, H Ly ks il 45
RATDMEAE R EAN, Rl 2E MR bR A AN v] R )
FBEOLUR o X F AU BRI & A — BB, &
FRAE AR LT 4T 78 A B A HAH
AL RE AR AR I T AR A1 D0, H T I Al
BRI RBRE, VR I7 PRS- 5 40 ] 228 A SR ) 45
Fo UELZAIER, AU RE S 52 B PR =
[F1) S5 J P D 5 0] S 50 00 4 SR AN 4 T, 7 I 9 T A
59 A THD M e B RR 3 4R P 22 A 0 A A 1) 78 R 1
W, FTUATR Bor & % R SR IR ARG I 45 3R . 2
YRS ) 2 5 U BTRTT B B Tl Rl B,
VORI S5 0 I Y30 Ay ) 225 SR ATV T T TR SR T ) 5
7.5 MKIAE F0GE LA R T

DR R A% = B AT g 5 R I 1) YR 9T T RO O
FEVR YT I AR A e tH B 25 30 e B, BI1% ~ 5%
e R O T O (A I A D B e v <
BIT T 2T AE T e, R 5 AlRg st A% S5 o
FNRE R ARG . RLE 250 2 e R BRI S
AR AL, KRR TT T &
8 BL

5 TIH A R G 8 1 I PR 52 2% P R 2 S5 i
P, NGSTEWH L R G i) S A RAL R IR T 2.4
A B ff 90 28 ) B G VR T AR AR S s
MRS TS J7 28000 2R R S %
Ji TR IR SRSk 2 2% 5 BN R SCRE . LAk,
e PR 75 22 v i EE AR NG S ARG N 98 R 11 J 2 42 | R AR 1
PR AR S IGIRIGAE, IR etk Gui g £ 2
BRI, s MR IR IR R AR S 7 1A
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