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R 520,
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SR RIS (FDA HEHEF Ti607
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EGFR #I17): HAEEJE. JLiE e, ks P RIN EGFR HUARZ51 (76 % 2 .
JE (FDA HEif F 197 A NS ) WUBHFD WRARG SET 2. 3 AR
KRAS | EGFR #.4i: MBS, 25850 FDA#L | B4R | EGFR TKI BZYBURMERIR; 4MEF 2. 3.
WP T30 7 45 ELI ) MEK 0170 4 PG B A, WRBFUR A A2 25
selumetinib (BT HTFIFE, IR 11T BASLEE) [56-60] |
SEIEE J& (FDA Lk T-3697 36N i) « L ‘ .
SE DR e B U R s DR
Ry N N \ﬁ IJ N IJ
MET ;T}ﬁ"éﬁ}% (FDA HLH#E ] T30 77 o7 2 R HprE 4 EGER TKI K2 U 6 61-65)
MEK i 7): i3 #Je (FDA #LikH 7897 S LR AME T 3:p.Q61R ALK MEK #1171/
NRAS ) Liigacvit] it 166-75)
WA UK 8 JE BB BAAIE;  PDGFRA 1
MM JE& (FDA HEHE 3R 77 B 50 B 4 B s BT 12, 14, 18 (Fk D842V) AN 5 %
PDGFRA | #Z14UR). (%8 (FDA MMM TEITIE | BAM | B, 4FB%BEHUEHRM; 42T 18
PEBEANIIE 0% o B ) p.DSA2V SASK LB L FJE B SR BUEHE I
{Ei [74—75] .
JUEEA & (FDA St T3 7 85 5 AR
). HHAEE (FDA R T 1057 FT 40
B FURIE) . FHAEE (FDA it ; ‘ N
2[R il 5 R 2
RET | st A, ket | appn | R RET TR
JE (FDA #ti i Fa 77 ORI . 478 8 8 - ’
(FDA e 3677 B i s 154
L IR 1 4 AR
BPAERY | SRR S B SR BUR PR, SR A
i W V&3 /Y P
ROSL | JERERHE (FDA ST AN AINE | en | x5 EGPR TKI K25musbeREIE 1050,
HEFESET 8 p. GRS B4
SMO | Hisiflis (FDA HEFI TP iR | BPEm | T 8 pDATSH RIS
PETR R (87881
mTOR #Iil57: & FH¥EE (FDA Ht#EH TR !
F AL AN mTOR M U
TSCL | P, RlEsn (ORI GNERh | e | o ook mTOR MR LT
FARJEMHE R :
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DPYD 55886062 AA 15 FH R IE YR IT RN, AHEL AC A CC BRI Y. [R{KZy A
WFE I R
= R I 1) . A 3
S SRR DPYD 3918290 cc {F P EmEERR N, ML CT A0 TT R A S B
Sl FEE XU .
S R E IS 1 1, N2
- MTHFR | 151801133 AA i BRI VR TR L, AL GG JER AL WinZg4 A
FEE XU .
DPYD 2297595 - 1 FH &R e VR T R L, AHLE CC A CT JEREL. b A
IR 25 B PR AU
DPYD 67376798 - ﬁﬁﬁﬁ@%ﬁﬁ%ﬁk,ﬁwAT%Hﬂ:U)ﬂ%% oA
INZEPNHITE R (2) S FRAR™ 5 1 2590 85 1 1 RS
TP53 rs1042522 GC L CC BEHIAL: (1) st S (2) A fFZE K. | 2B
UMPS 1801019 GG A5 P PP TG D) 0P PR M e 9k P g ARSI TR ¥ 97 ) B
W, FEL CC FERTY . BRAK 2535 M XU
PC 2228001 - ﬁ?ﬁ%mwﬁﬁ%%k,quGﬂGT%ﬂ@:%ﬁ B
FEAE SRR E (LR SRR R R A R DD R
GEES GSTPI 1605 AA fEFAAZEIIIR N, ML AG 3% GG £HH . 264 5 A
Ji%H ) B XSRS
4 MTHFR | rs1801133 AA Xt H %%E“J‘aa? E@ﬂf/]\élﬂﬂ@ﬂﬁiﬁfﬁ N, M AG B GG A
BYFIA BRAL () BIMZYIRL (2) N Tt R A .
TP53 rs1042522 GC AHEE CC FERAL: (1) Nz aetk G () A RE(K. | 2B
ERCCI 11615 AG 1 AR YVEITHR L, AREE GG JEHEEL: (1) B B
BN () BRAEER.
XRCCI 25487 T ﬁ?ﬁ%%%?%ﬁﬁ%%Ajmwcc%H@=aﬂf B
TERBRAR;  (2) FRAR™ 55 A ok g iy /D e XU
ERCCI 3212986 cc g%%%ﬁﬁ%ﬁA,mwAA%H@:ﬁm%ﬁﬁm B
W o
1 FH SR 04 25 ) FIVE M A% 2R IB T o A, AR EL
TPMT rs1142345 TT CC 3t CT ZFM: (1) MR R2gkih; (2) & 1A
B B 1R -
p——— R 29851 XU
i FIARHEF R SRIEIS 25H 67 KR, ATREAR &R & fE
TPMT 1800584 cC 1A
e s Jo b A BT
TPMT 11800460 cc ﬁ%ﬁ%@%?%ﬂ@%&ﬁ%@%%ﬁ%ﬁk,mw A
CT B{ TT ZEK A P25 1% XU
TPMT 11800462 cc ﬁ%ﬁ%@%?%%ﬁ%ﬁk,wwGG%H@:u> A
BANERIES Y R, (2) FRARZGH a1 UG .
Az cvPDs | 153892007 ce ﬁ%m%@%@ﬁ%ﬁA,mgTT%H@:u>ﬂﬁ A
FEARIE K2R, (2) nl BERG i 4 ) ™ B
UGTIAL | rs4148323 GA ﬁ@@2§%%%ﬁﬁ%ﬁkyW%GG%HﬂﬁﬁwP A
P 200 k2 5 XS
LB R UGTIAL | rs8175347 amwnwsﬁﬁ@z?%g%mﬁmﬁ*’WQCTﬂmAﬂ%ﬁ A
R BRREE=2Ek IV Pk 40 i s i XU «
C8orf34 1517114 GG 15 F AR ST BE 2567 i AR /N B N, AR CC -
A CG HRA: FH%™ EIGTE .
UGTIAS | 153832043 - ﬁ%@2§%%%@ﬁ$$%@%%%ﬁk,ﬁ%ﬂ@l -
F1 del/del F:[H#Y: #4900 SN-38 i 4 Fr 4L /EH -
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EPHXI 2234922 AG 4
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FEE .
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PE RS (2) ETER K.
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41 i ) 3 i
CDK12 A ﬁ§ i@i% I pmplification(12.9%); B
CDKI12 JB T 4R MR E A MBI, £ RNA 3K i 245 E 2R
ERBB2/HER2 Ag@é&%ﬁ%%% Amplification(10.14X); FER Y3,
HER2 2 5 IE e 2 R R 214, e A (0 25 S5 M Sl R L P9 IRV SRR 25 A S B, S A Tie A s R AE 3R
b, FEEGE TUHE SR, ApEE. WM. ME R E S A YT A B R . 5 HER2
AR MR IS IS . s,
KMT2D/MLL2 10 SR TS 1923 MiZH
R R T (1 PR RS R A RN T, SBHNEAT
5 2D exonl0:c.A1923T:p.E641D I 641 [ LRI E KA 0.2
D
KMT2D/MLL2 g i 8 A2 — AN AR 1 AR RE g, AW A H3 MBERR 4. %5 E & ASCOM
B—3# 57, ASCOM & B ERE RN R 2 8 R 7o 5 KMT2D/MLL2 AH 5% (15 55 B $E 45
JEN 7P
SDHA s At % 4 GHNET MR 461 MR TR
IR zﬁfg i exond:c.G461A:p.R154H | G REN A, FEHNEAF 0.29
AR 154 R TR R RN H
SDHA 4mit 35 FAMRZ FR FALIE R B — AN EE AW, L8 T2 kP RsE S 4. XANEE
WD DU G T B2 %, A T 2Rk Y . SDHA 52 P (1) 5875 55 W0 22 I 00 e i 2 B i X o 48 o
TP SR A A 5
TP53 3 SAMNE T RIS 266 MA% IR
JJE & ) p53 exon3:¢c.G266A:p.R89Q B G RAAN A, SR E A5 0.22
HREE 89 AR HH R RAEN Q
TP53 it — /MR WG DNA &6, NERAGGE MRS PR A . 1Zmi0E 1 aEm N AR
U RN A B ARSE R ERIE, TS S0 R R . TS, E . DNA BE AL
S EZ N S

KM Es AU 22, AME IR IR IS WK 6
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ErbB signaling
pathway
ErbB f55@#

RAERFR (CEARTERRD KBS ENT
ERBB2, JUN, HRAS, MAPKS, PAK3, PRKCB, RAF1, EGFR, PRKCA, GSK3B, KRAS, CBL,
CDKNIB, EGF, MTOR, MAP2K4, ARAF, PKC/PRKCG, ERBB4, Mapk9, MAPK 10,
ERBB2/HER?2, SRC, PTK2, ERBB3, MAP2K2, BRAF, MAP2K I/MEK I, CAMK2G, PAK1,
ABLI, AKT1, AKT2, PIK3CA, PIK3CB, RPS6KB1, CRKL, AKT3, NRAS, STAT5B, STATSA,
PIK3CG, PIK3R1, MYC, PIK3R2, MAPK

ErbB R EAKHE T (EGF) ZARKRM A, 4% ErbB-1 (EGFR B HER1).
ErbB-2(HER2), ErbB-3(HER3) fll ExbB-4(HER4), J&T K52 kB & MR (RTKs), fEL»
It FURAIHAR S RGERVERK IR G PREEZIER . EbB ARSI S e A K72
R S BRI AL, BCAEI 456 v 15 3 2 A R A0 AT ErbB 28 R R 54, 4k
TR R, S CoRuG H B EE SR B R LA SR SR B IR AL . S E R, = BEAREE
MBI (PI3K) {555 304 B 28 A2 M B ErbB 30 o

MAPK signaling
pathway
ZRFE RS
E5E8

TP53, JUN, PRKCB, RAF1, PRKCA, TNF/TNF-alpha, FGF6, MAP2K4, FGF3, FGF4,
PKC+/PRKCG, PDGFRB, Mapk9, MAPK 10, RAC2, MAP2K2, MAP4K4, MAP3K 1, BRAF,
MAP2K I/MEK 1, FGFR2, IKBKB, FGFR4, AKT1, FGFR3, AKT2, FGFR1, FGF14, DAXX,
AKT3, NRAS, FGF10, FGF19, MYC, RPS6KA 1, MAPK 1, HRAS, MAPKS, MAPK 14, EGFR,
MAPKAPK?2, KRAS, EGF, FGF23, MKNK2, STK4, STK3, TGFBR2, TGFBR1, NF1, PDGFRA,
ACVRIB, PAK1, CRKL, NTRK2, NTRK

2 ZLF IR R AWEE (MAPKD 24000 P9 0 — 28 2 R/ A 2R B g, BB 2 Fhanfifushig,
ARG TE, SO AITRS, 015 S i R AR A R ) B AR i s BE R S . W ELBN
YA M MAPK 2/F UAER: AHSME 5 HCHES (ERKD 1/2, JUN S 3K i
(JNK1/2/3), P38 ZE[ (p38a/p/v/86) Al ERKS. XLV % Y HK7 & () MAPK BEHEAEE (MAP
kinase kinase MAPKKs) #i%: MEKI1 /2 7% ERK1/2, MKK3/6 % P38, MKK4/7
(JNKK1/2) ¥i% INKs, MEKS ¥#i% ERK5. )5, 4 MAPKK X AT Ll —ANLA - f
MAPKKK ¥, 307 MAPK 55 MERMEMZ M, 5IEF AL, P38 MAPK 7R
Z NEME, ndiips, BEE, FURES RIS RE.

mTOR signaling
pathway
HWANMEIHER
HEARFSER

BRAF, TSC2, HIF-1/HIF1A, IGF1, STK11, RPTOR, AKT1, AKT2, MTOR, PIK3CA, PIK3CB,
IGF2, RPS6KB1, AKT3, VEGFA, TSC1, VEGFB, PRKAA 1, RICTOR, PIK3CG, PIK3RI,
PIK3R2, RPS6KA1, MAPK 1

il FLEN Y 75 IH 2 25 ¥ 85 1 (mammalian target of rapamycin, mTOR) /& —F F diL Y M 22 SR/ 75
AMRE AP . mTOR AT X4 /MG AE KT R R, ERE. AER. MERELH
FIFF=AE RS . B R EE PIBK/AKYmTOR I&A RSB 4 AR K. 408 1% 2 Fh A= B T
RefREVER . 298 In%a Fmid mTOR & A MEE A T ZLaaii, 4GB is
4 H FKBP12, 1A% £ 406 mTOR MlEH BA it #1022 mTOR #Hil7)
CCI-779 IEFEVENSFUREFIEATIR, (EFH TRIEE 25255 . SOni i M, mTOR &n]
YEN—A~ ATP £ AR T AU AR K . S35 80m MG AL ¥ P 3-8 v P 1 v Ak T DL
TIAEE FHH] mTOR #¢FHIE. LERKIVF 2 miE AL e . i oiE . M h#H mTOR 15
5 IE R R

VEGF signaling
pathway

HRAS, RAF1, PRKCB, MAPK 14, PRKCA, MAPKAPK2, KRAS, VEGFA, PKC~/PRKCG, SRC,
PTK2, RAC2, NOS3, MAP2K2, MAP2K I/MEK 1, KDR/VEGFR, AKT1, AKT2, PIK3CA,
PIK3CB, AKT3, NRAS, PIK3CG, PIK3R1, PIK3R2, MAPK1
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AR

N BAKREF (VEGF) KEHZAMEAREN, JoH 2 WA R 724k 2
(VEGFR-2) 5 HI1ME 5 FIBciE M 2 M8 B AL R ek 1 753842 . VEGE/VEGFR-2 i/ 5
HI4E 5 2 Bciid s m] DL U N 2 iR A3 s . 3ER . A, (REtiEHiE. VEGF 5

mﬁ‘ggé;@% VEGFR-2 [EANX R 4G5, SRR R B B BR8P HRE I 2R
BRI, TUHE 58S VEGFR-2 454, UGN ER, N KM AEY) EEE.
VEGF/VEGFR /& i L T S R R M E L R T, A 2Rk 23RN o 4 7 B+
Jebgd B4 AL 2R TR T
TP53, CHEK2, E2F1, EP300, GSK3B, CDKN2A, CDKN1B, CDK 1, CDKN2B, CDKN2C,
Cell cycle CREBBP, PLK1, STAG2, CCND1, CHEK 1, CDK2, CDK4, WEE1, MDM2, RB1, ABL1, SKP2,
WA B9 | CDK6, CDK7, ATR, ATM, CCND2, SMAD4, PRKDC, CCNE1, MYC, SMAD2, CCND3

1P R A FR A A M — R Y B SE LR B R — IR S RS R T & i &l 2, 8 G, S
WL G2 H1. M 14 AP A, ORI 0 RSO RAE T S IR M BT, T G1 AR G2 I
& 2A DNA [ RN 22 5 S4000kE % T4 . 408 Hie A2 v A WM 6 A, il v
REAE IR P ARS8 a5 R A T P J S5 4T R B % 8 3 0 SR R A R it 1k 4 (CDKs) J
FE AR B4 (CDKD. JH#AZ M CDKs A4 L3 B e, HAE MRt
AR, CDKI A A GO B e, HIhRe 2408 iz .

p53 signaling
pathway
p53 15 SE

TP53, CCND1, PTEN, CASP8, CHEK2, MDM4, CHEK 1, TSC2, CDK2, CDKN2A, CDK4,
MDM?2, IGF1, CDK 1, CDK6, TRAIL-R2/TNFRSF10B, ATR, ATM, CCND2, CCNE1, CCND3

pS3 B—MHRIIHIE L, THEMMNEESIES, A5 DNA B, SALREERIE (b e
Ao 1EN—AHRFETF, ps3 W2 ANERERE, FEw LS I E T, g
BUM T, MDM2-p53-p21 {5 ‘5l H 2 p53 K PRI i v (¥ B Z0@ K, 120l P AR ] — AN LR 1)
SER R BT RE S AR AT AR S IR I R KRR

Jak-STAT signaling

PTPN11, STAT3, STAT4, STAT1, EP300, MPL, STAT2, CBL, SOCS1, CREBBP, IL7R, CCNDI,
CRLF2, JAK1, AKT1, JAK3, AKT2, JAK2, PIK3CA, PIK3CB, AKT3, STAT5B, CCND2,

pathway STATS5A, STAT6, PIK3CG, PIK3R1, MYC, PIK3R2, CCND3
Jak-STAT {558l | Jak-STAT 15502 A 73BN E 5% Sk, SS5ARMEE. 2. W ks
PEPR TV 2 EE A EERE . I Sl AT M AN S (E T R AR IR B A
W45 DNA B 55K ERASE. RETIE. BN E. SEHBhFE40NE
S LABOE I 2R, SRR E BRI, STAT & [ 45 & BN B Ra 1 10 3244k B 4% JAK 1
BRI, BBEERILI STAT AL &3 1 — M BRI 1 STAT & A L (=R H S M40
¥, 7E4UpuAZT, B 4555 DNA FIF S shE S AL N STAT LR
TP53, JUN, MAPKS, PRKCB, CSNK1A1, PRKCA, EP300, GSK3B, CTNNB1, FZD7, PPP2R1A,
Wat signaling CREBBP, PKC+/PRKCG, ROCK1, Mapk9, CCND1, MAPK 10, RAC2, TCF7L1, CAMK2G, APC,
pathway PPARD, AXIN1, CCND2, SMAD4, MYC, SMAD2, CCND3, TCF7L2
Wt {5 5iE# Wt {5508 ZAE TN ACE M, TEDF b R & AR SE . Wat (55

WSV RIRE . BE R, A FERL e SRR A EEEEM.
REY, ZB/OE=% Wit 55812 440 Wnt i#4%. PCP g4, Wnt/Ca2+ &1, £l Wnt
BARAEIEZ N AR FRIL; PCP LIS Dshy Rac. Rho S ME0E INK, MM A
ER, w5 aME 3 E e, A4 28R RRPE A %S Wat/Ca2+ B 408 G &
H#GE PLC 1 PCK, 5 MM Ca2+ IREERIINFI Ca2+ BUBS 5 B4 1030, AT 15 4t L
BN . wit FKERRGIR S 2R R R A R R VIR DS, MR T B R

Apoptosis signaling
pathway

TP53, CASPS8, BCL2, TNF/TNF-alpha, IKBKB, AKT1, AKT2, TRAIL-R1/TNFRSF10A, PIK3CA,
MYDSS, PIK3CB, AKT3, PRKARIA, TRAIL-R2/TNFRSF10B, ATM, PIK3CG, NFKBIA,
PIK3R1, NTRK 1, PIK3R2
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SHMLE 115 S I R A HUA R B 40 2 AR N IR SRR E M E LA . — RN,
AP T AFIE =25 R EE MK SRARIE . T PIE R AIIE T SR R, S Im R A LR,
FLEATTAM T 2Rk A iE B AL S BH3 4531 Bel-2 SRR TE 2 B KL A IBET {5 5
JE s, ST SR R R IE R, BB E C, AT 51 Caspase ZI R SE; P 5T P9 iE
% EH PN 5 Y 2 51 kS, BB Caspase7 0 A2 T 4 5 IR FY) Caspasel2, i 1) Caspasel2 i#f—
W HIY) Caspase3 i 51 KAMMIIA T SR 24445 5@ % B /M AE T {5 S5 I8 I 0 T 2 AR5 N\ i
W, FELISZAR)ET TNFR MR G, HM XA — A& B K EDIRem “IE X", f#45
W fES i — %, AmEaET,

ROCKI, EP300, ACVR1B, TNF/TNF-alpha, INHBA, RPS6KB1, CDKN2B, CREBBP, PPP2R1A,
SMAD4, TGFBR2, TGFBRI, MYC, SMAD2, MAPK 1

YHRIET (5 Sl B

TGF-beta signaling

" %‘g:;; ALK [T -B(TGEB) S H— 2 . THREM o R 2 kA TR 10 e, 3
A P rGRp. EE. BRAREEN BMP). KA LET (GDF) . TGF-B [ B4 1
B

B ok, ETERRIGRE . MAMERIER. B E RS s EEEM. ML
WE /DR IE TGE-B1. TGF-p2. TGF-p3. TGF-p1p2 WATR., #4p A KT -p 7T LA 540

AL AR KR T B ARG TS L2, AR T B 2442 2 R IR/ 77 2 R
SeAA, N TR 78 5 AR B A0 B ES R, TR b R B R AR JE SRR R 40 B A A E A . ik
F5 MM 2 fh b R A Cnfe . e K. B, FLIRE KT P e 1
PRAETE A SRR

ROCKI1, MAP2K2, BRAF, RAF1, PRKCB, PRKCA, MAP2K1/MEK1, GNA13, GNA11, GNAQ,

GNAS, ARAF, PKC~/PRKCG, PKCe¢/PRKCE, MAPK 1

M-I HLZAM (vascular smooth muscle cell, VSMC) 2 IfiL 55 B i JiF 2 i 5 F 40 i 2y, 38

U R EF Ik I K Jy . BRI . VSMC WA E/3 M BLAARAE /N, MM M &
AR HACARNLH R I o M Ca2+ IR EESEILIY . ML WLAR T, M AN Ca2+ 3530
AN VSMC, 13 VSMC H11f) Ca2+ WG N, S90S 5 12 M #os Ca2+-CaM-MLCK
TP IR MLC20 Rk, SEWIEREA -NSEAMEIER, FIEiEkgi. VSMC i
B R Y A 4 5 ) SIS AR A A 5B DT AH O

Vascular smooth

muscle contraction
M~ W
E5Es
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BEAREBGR PP A ERE I SE A AL oy R

+ sErEEvEnaE

B %2;:%‘@‘ WFRE  SeEiE ?;;;; MR
SDHA 4 G461A R154H 44 0.30 0 -
TP53 3 G266A R89Q 57 0.23 616 -
ERBB2/HER2 Amplification(10.14X)
CDK12 Amplification(12.9X)
KITLG 3 A160G T54A 147 0.68 1 0.00
FLT4 19 C2670G H890Q 231 0.68 0 0.58
KMT2C 7 CR71T L291F 399 0.68 0 0.45
ENOSF1 1 C20T S7F 175 0.66 0 0.12
SLC22A16 2 A146G H49R 163 0.64 0 0.31
FGFR4 1 G28A V101 33 0.64 0 0.23
NEK11 13 T1370C V457A 147 0.63 0 0.19
BRCA2 10 A745C N249H 231 0.62 2 0.25
PIK3R1 1 GI15A MS5I1 243 0.62 2 0.22
SLC15A2 14 C1132T P378S 131 0.62 0 0.45
TP53 3 C215G P72R 18 0.61 5 0.54
EGF 7 767 _768insC S256fs 92 0.61 0 0.09
MAP3K1 14 G2716A V906l 277 0.60 0 0.71
SLC15A2 16 G1433A R478K 138 0.60 0 0.45
TNFRSF10B 2 C200T A67V 40 0.60 0 0.10
CTLA4 1 A49G T17A 132 0.58 0 0.43
EPHX1 4 A416G H139R 88 0.58 0 0.22
SPG7 11 A1507G T503A 55 0.58 0 0.11
SLCI15A2 12 C955T L319F 232 0.57 0 0.45
UGT2B15 6 A1568C K523T 161 0.57 0 0.37
SULT1A2 7 A704C N235T 74 0.57 0 0.22
XPC 1 C46G L16V 559 0.57 0 0.07
STK4 8 T899C 1300T 164 0.57 0 0.01
MAP3K1 14 G2416A D806N 179 0.56 0 0.48
HGF 7 G865A A289T 79 0.56 0 -
MSH2 16 A2744G QI915R 94 0.55 0 0.53
BIRCS 1 G41C R14P 102 0.55 0 0.39
PDGFRA 9 T1114C S372P 82 0.55 0 0.20
CYP4B1 7 C634T R212C 109 0.55 0 0.16
PRDM1 2 G220A G74S 199 0.55 0 0.06
UGTIA1 1 G211A G71R 189 0.55 0 0.03
DNMTI1 4 G358C V120L 102 0.55 0 0.01
RNF43 7 C1129A L377M 59 0.54 1 0.40
PARP1 17 T2285C V762A 92 0.53 0 0.20
FLT4 11 G1009A A337T 19 0.53 0 0.00
ALK 10 C1383G D461E 130 0.52 1 0.57
EGF 13 G1998A M6661 213 0.52 0 0.62
WISP3 2 G222T Q74H 232 0.52 0 0.30
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BRCA1 A2660G K887R 226 0.51 3 0.35
IL7R C731T T2441 223 0.51 3 0.17
PTCHI 2 C320T P107L 43 0.51 2 0.40
TET2 11 A5284G 11762V 213 0.50 3 0.23
TMPRSS2 6 G478A V160M 359 0.50 0 0.26
DOTIL 13 G2038A G680S 452 0.50 0 0.23
IL7R 4 G412A V1381 104 0.49 2 0.67
BRCALI C1724T P575L 307 0.49 2 0.54
ALK 10 A1268G K423R 107 0.49 1 0.42
CYP19A1 7 C790T R264C 229 0.49 0 0.14
LRP2 69 A12628C 14210L 194 0.48 0 0.56
BLK 1 C500T A167V 71 0.48 0 0.50
EPHAS 5 T1369C S457P 33 0.48 0 0.48
BRCALI 3 A310G S104G 216 0.47 1 0.36
ABCBI1 19 T2485G S829A 131 0.47 0 0.62
CAMKK2 1 A253T T&5S 293 0.47 0 0.41
KDMSA 18 T2471C M824T 192 0.47 0 0.35
IGF2R 6 C754G L252V 51 0.47 0 0.16
GATA2 C748G P250A 64 0.47 0 0.01
RNF43 2 G350A RI117H 65 0.46 1 0.23
RICTOR 26 C2510T S837F 190 0.46 0 0.36
SPG7 3 G290A R97Q 52 0.46 0 0.11
MKNK2 2 C28A Q10K 524 0.46 0 0.10
BLM 19 G3568A V11901 76 0.46 0 0.07
JAK2 4 G380A G127D 133 0.46 0 0.00
EPHA2 C1046T T349M 39 0.46 0 0.00
IL7R 2 T197C 166T 214 0.45 1 0.60
BRCALI A2225G E742G 336 0.45 1 0.34
BLM 17 G3229A V1077TM 128 0.45 1 -
LRP2 66 A12280G K4094E 172 0.45 0 0.78
CBR3 G11A c4y 261 0.45 0 0.37
COMT 4 G690C K230N 42 0.45 0 0.17
RPS6KA1 12 A1031C K344T 80 0.45 0 0.16
PALB2 4 A1676G Q559R 137 0.45 0 0.15
TEK T374C 1125T 157 0.45 0 0.04
CYP4Bl1 392 393del 131_131del 96 0.44 1 0.14
MTRR 14 C1864T H622Y 171 0.44 0 0.22
UGT2B7 2 T802C Y268H 205 0.43 0 0.67
PRKARIA 10 G998A S333N 82 0.43 0 0.15
ABCC2 18 C2366T S789F 146 0.43 0 0.00
BCR 2 A245G N82S 45 0.42 0 0.79
TCF7L1 1 22 24del 8_8del 113 0.42 0 0.38
MTRR 7 A1130G K377R 125 0.42 0 0.25
BIRC5 4 G385A E129K 97 0.41 0 0.93
CBR3 3 G730A V244M 123 0.41 0 0.43
LRP1B 2 Al143G Q48R 124 0.41 0 0.22
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SLC22A1 7 A1222G M408V 58 0.40 0 0.69
RNF43 1 A139G 147v 160 0.40 0 0.37
HNFIA 8 T1652C L5518 129 0.39 0 0.78
PTPRD 28 C2983T R995C 134 0.38 1 0.08
KMT2C 14 G2512A G838S 738 0.38 0 -
ABCClI 21 G2701A G90IR 68 0.38 0 -
MUTYH 12 G930C Q310H 41 0.37 0 0.31
PIK3CG 2 C1325A S442Y 217 0.37 0 0.12

ABL1 11 G2174T G725V 38 0.37 0 0.00
FLT3 1 A20G D7G 14 0.36 1 0.37
TNK2 4 C391T R131W 36 0.36 1 0.02
HNFIA 2 G155A R52H 91 0.36 0 0.36
SLC22A16 2 G214C E72Q 253 0.36 0 0.00

MAP4K4 14 A1730T D577V 95 0.36 0 -
NEKI11 11 A1148T E383V 175 0.35 0 0.49
KMT2C 6 T3166C S1056P 153 0.35 0 0.00

EZH2 4 G436C D146H 208 0.34 2 0.08

ZC3HAV1 10 C2101G Q701E 74 0.34 0 0.57

COMT 3 G472A VI158M 29 0.34 0 0.37
SIK1 2 G43A G158 214 0.34 0 0.17
FGF23 3 C716T T239M 126 0.34 0 0.15

KMT2C 6 C3506T S1169L 182 0.34 0 0.06

NOTCH2 1 C57G CI9W 577 0.32 4 -
CCND3 4 T559G S187A 19 0.32 0 0.59
GSTM3 8 G661A V2211 117 0.32 0 0.36

MAP3K1 14 2822 2824del | 941_942del 394 0.32 0 -

EGFR 12 G1427A R476K 54 0.31 3 0.29
XPC 8 Co17T A306V 162 0.31 0 0.23
HNFIA 2 G107A S36N 71 0.30 0 0.32
ABCC4 17 G2128A E710K 171 0.30 0 0.03
CSFIR 5 Co17T S306L 118 0.29 0 0.20
ATR 6 G932A R311Q 190 0.28 0 0.10
ABCC4 4 G334T G112W 69 0.28 0 0.05
BCL6 5 G1477A A493T 45 0.27 0 0.19
CSK 2 C518T A173V 33 0.27 0 0.09

FCGR3A 3 A424G 1142V 150 0.26 0 -

TNFRSF10B 1 CO5T P32L 108 0.25 0 0.75

NQO1 4 C343T P115S 93 0.23 0 0.29
HNFIA 6 1394 1395ins8 T465fs 123 0.22 6 -

BLK 1 G112A A38T 53 0.21 0 0.47

KMT2D 10 A1923T E641D 20 0.20 0 -
FGFR4 9 G1162A G388R 86 0.19 0 0.30

SLC22A1 7 1275_1276del | 425 426del 53 0.17 11 0.69

BCR 18 3142_3143ins4 S1048fs 76 0.16 0 -

NOTCH2 1 17_18del 6_6del 557 0.14 5 -

SDHA 8 1026_1027del | 342 343del 198 0.14 1 -
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ABCBI ABCCl1 ABCC2 ABCC4 ABCC6 ABCG2 ABL1
ACK1/TNK2 ACVRIB AKT1 AKT2 AKT3 ALK AMERI1
APC AR ARAF ARFRP1 ARIDIA ARID1B ARID2
ASXL1 ATIC ATM ATP7A ATR ATRX AURKA
AURKB AXIN1 AXL B2M BAIAP3 BAP1 BARDI1
BCL2 BCL2L2 BCL6 BCOR BCORL1 BCR BIRC5
BLK BLM BRAF BRCALl BRCA2 BRIP1 BRK/PTK6
BSG/CD147 BTK Cllorf30 C18orf56 C8orf34 CAMK2G CAMKK2
CARDI1 CASPS8 CBFB CBL CBR1 CBR3 CCND1
CCND2 CCND3 CCNE1 CCR4 CD19 CD22 CD274
CD33 CD38 CD3EAP CD52 CD74 CD79A CD79B
CDA CDC73 CDH1 CDK1 CDK12 CDK2 CDK4
CDK5 CDK6 CDK?7 CDKS8 CDKO9 CDKNI1B CDKN2A
CDKN2B CDKN2C CEBPA CHEK1 CHEK2 CHST3 CIC
CSNKI1A1 COMT CREBBP CRKL CRLF2 CSFIR CSK
CTCF CTLA4 CTNNA1 CTNNBI1 CYBA CYLD CYP19A1
CYP1Al CYP1A2 CYP1BI1 CYP2A6 CYP2B6 CYP2C19 CYP2C8
CYP2C9 CYP2D6 CYP2E1 CYP3A4 CYP3AS CYP4B1 DAXX
DDRI1 DDR2 DNMT1 DNMT3A DOTIL DPYD DSCAM
E2F1 EGF EGFL7 EGFR EGR1 EMC8 EMLA4
ENOSF1 EP300 EPH/EPHALI EPHA2 EPHA3 EPHA4 EPHAS
EPHA7 EPHAS EPHBI1 EPHB2 EPHB3 EPHX1 ERBB2/HER2
ERBB3 ERBB4 ERCC1 ERCC2 ERG ESRI/ER ETV1
ETV4 ETVS ETV6 EWSRI1 EZH2 FAM46C FANCA
FANCC FANCD2 FANCE FANCF FANCG FANCL FBXW7
FCGR3A FGF10 FGF14 FGF19 FGF23 FGF3 FGF4
FGF6 FGFR1 FGFR2 FGFR3 FGFR4 FGR FKBP1A
FLT1 FLT3 FLT4 FOXL2 FRK FUBP1 FYN
FZD7 GALNT14 GATA1 GATA2 GATA3 GCK GID4
GINS2 GNALll GNA13 GNAQ GNAS GPC3 GPR124
GRIN2A GSK3B GSTM1 GSTM3 GSTP1 GSTT1 H3F3A
HCK HGF HIF-1/HIF1A HIST1H3B HNF1A HRAS HSP90AAL1
IDH1 IDH2 IGF1 IGF1R/IGFR IGF2 IGF2R IKBKB
IKBKE IKZF1 IL7R INHBA INSR/IR IRF4 IRS2
ITK JAK1 JAK2 JAK3 JUN KAT6A KDMSA
KDMs5C KDMO6A KDR/VEGFR KEAP1 KIT KLC3 KLHL6
KMT2A/MLL | KMT2B/MLL4 | KMT2C/MLL3 | KMT2D/MLL2 KRAS LCK LIMK1
LMO1 LRP1B LRP2 LYN MAP2K1 MAP2K2 MAP2K4
MAP3K1 MAP4K4 MAP4K5 MAPK1 MAPK10 MAPK14 MAPKS8
MAPK9 MAPKAPK?2 MARK1 MCL1 MDM2 MDM4 MED12
MEF2B MEN1 MERTK MET MITF MKNK2 MLH1
MPL MRE11A MS4A1 MSH2 MSH6 MTDH MTHFR
MTOR MTRR MUTYH MYC MYCL1 MYCN MYD&8
NAT1 NAT2 NCAM1 NCF4 NCOA3 NCORI1 NEK11
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NF1 NF2 NFE2L2 NFKBIA NKX2-1 NOS3 NOTCH1
NOTCH2 NPMI NQO1 NRAS NTRK1 NTRK2 NTRK3
NUP93 PAK1 PAK3 PALB2 PARP1 PARP2 PAXS
PBRM1 PDCD1 PDGFRA PDGFRB PDK1 PHF6 PHKA2
PIGF PIK3CA PIK3CB PIK3CG PIK3R1 PIK3R2 PKC/PRRT2
PKCy/PRKCG | PKCe/PRKCE PLK1 PPARD PPPIR13L PPP2R1A PRDM1
PRDX4 PRKAAL1 PRKARIA PRKCA PRKCB PRKDC PTCHI
PTEN PTK2 PTPNI11 PTPRD RAC2 RADS0 RADS1
RAF1 RARA RBI RET RICTOR RMDN2 RNF43
ROCK1 RON/MSTIR ROS1 RPL13 RPS6KA1 RPS6KB1 RPTOR
RRM1 RUNX1 SCF/KITLG SDHA SDHAF1 SDHAF2 SDHB
SDHC SDHD SETD2 SF3B1 SGK1 SHH SIK1
SKP2 SLC10A2 SLCI15A2 SLC22A1 SLC22A16 SLC22A2 SLC22A6
SLCO1B1 SLCO1B3 SMAD2 SMADA4 SMARCA4 SMARCBI1 SMO
SOCS1 SOD2 SOX10 SOX2 SOX9 SPEN SPG7
SPOP SRC SRD5A2 SRMS STAG2 STAT1 STAT2
STAT3 STAT4 STATSA STATSB STAT6 STEAP1 STK11
STK3 STK4 SUFU SULT1A1 SULT1A2 SULT1C4 SYK
TCF7L1 TCF7L2 TEK TET2 TGFBR1 TGFBR2 TK1
TMPRSS2 TNF TNFAIP3 TNFRSF14 TNFRSF8 TNFSF11 TNFSF13B
TOP1 TP53 TPMT TPX2 TRAIL-R1 TRAIL-R2 TSC1
TSC2 TSHR TYMS/TS TYRO3 U2AF1 UBE2I UGT1A1
UGT1A9 UGT2B15 UGT2B17 UGT2B7 UMPS VEGFA VEGFB
VHL WEE1 WISP3 WNK3 WT1 XPC XPO1
XRCC1 XRCC4 YESI ZAP70 ZC3HAV1 ZNF217 ZNF703
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