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Exam Date &

Timel

Accession:

BRAIN CT

No evidence of focal parenchymal lesion or acute hemorrhage.
Ventricular system appears normal to the age.
Normal basilar cisterns.
Normal brain stem and cerebellum.
No shift in the midline structures.
No epidural or subdural collections .

Aftei administration of l.V. contrast, a tiny illdefined non-mass-like patchy enhancement seen in the right
parietal lobe superiorly and posteriorly, which could suggest an enhanced vessel, less likely enhanced lesion,

for followup,
no evidence of other abnormal leptomeningeal or pa.enchymal enhancement could be seen '

NECK CT

No evidence of pharyngeal or laryngeal masses .

Intact post nasal and para-pharyngeal spaces .

Unremarkable salivary glands .

No evidence of significant neck lymphadenopathy .

No evidence of soft tissue masses or fluid collections

CHEST CT

Almost total collapse of the left lung, with a few residual air bronchograms seen in the lower lob€, with
evidence of an illdefined area of soft tissue density seen al the infrahilar region on the left side, inseparable
from the rest of the collapsed lung, however, it shows a distorted pulmonary architecture, with no obvious
traversing vessels and appears slightly hyperdense in comparison with the Adjacent lung tissue, it measures
roughly about 4 cm in diameter, after the administration of lV contrast, it shows less snhancement than the
rest of the collapsed lung, findings could suggest a tumoral mass , however, the possibility of necrotic
pneumonic infiltration could not be ruled out , for followup.
There is evidence of an illdefined small soft tissue tullness seen at the distal end of the left main bronchus,
with resultant abrupt cut{ff of the bronchus at the level of lhe soft tissue density, ( endobronchial invasion of
the above-m€ntioned mass? Solitary endobronchial mass? Less likely mucous plug? )
Left-sided pleural effusion is noted.
Shifting of the mediastinal structure toward the left side, secondary to the total left lung collapse.
Multiple peripherally emphysematous bullae with fibrotic changes involving the right lung apex.
Also atelectatic bands with slight patchy opacity seen in the right lung base suggesting mild inflammatory
changes.
The rest of the right lung field appears unremarkable wilh no evidence of obvious masssa or lesions.
Few mediastinal and bilateral hilar lymph nodes are noted, the largest one measures about 2cm and located
in the right hilum.
No right.sided pleural effusion.
The hoart is not enlarged.

ABDOMEN AND PELVIC CT

A small hiatal hernia is notsd.
The liver appears normal with no focal lesion or biliary treo dilatation.
Patent spleno-portal venous system.
Normal spleen and pancreas.

h(psJtu,.{w evjd0l philips com/podaUShowReport.htrn?ticket:Cp2lhDlWDSFc2ZTV%2FnKNtbylduAJ3rtTZGkgSSGwXROoTjJn2Cxzzsjz%2BLZl 't12

6111126. 1:24 PM

Patient Name: Samir Hameed Majeed

Patient lD:

Date Of Birth:

Gender:

Age:

6:25 PM 4/77/2026

L7792437



6111/26, 1:24 PM Report Vlew (MAJEED. Samrr)

Normll both kidneys and supra renal glands.
Unremarkable abdominal aorta and its major branches.
Unremarkable bowel loops.
The prostate appears enlarged.
The urinary bladder shows ditfuse wall thickening.
Clear mesenterlc fat.
No abdominal or pelvic lymphadenopathy , masses or fluid collections.

No obvious bony lesions could be seen in the obtained bony struclures.
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Solid Tumor Profile Plus

Pali€nl Name:

Date of B[lh:

Gender (M/F):

Client:

Casel:

Body Sile:

MR}.1:

Collected Dale:

Received Dale

Reporled Datc

tlameed Majeed lilajeed, Sameer

01/01/1958

M

Tahled Laboralories Tedlnical Cons LLC

N6526008215

LUIIC

orderinq Physician:

Acaession *:

Specimen Typ€:

Spedmdl lD:

Olnar Al Rawi

209933

TISS1JE

Mtr13

179{053

ut25m26

01t30tzJ26

05t1512026

Time:

Time:

Time:

12JOAM

12:20 Pli,!

(s:06 PM

TumorType: small cell lunq cancer

Detected Genomic Alterations

Level i (FDA-

Approved)

Tumor Mulalion
Burden High: 12

Mul/Mb

Level 3 (Clinical

Evidence)

TP53, APC, SETD2,

SUZ12, LYN

Level 2 (standard

of Care)

-Homologous

recombination

deficiency (HRD):

Positive-High
-No evidence of
microsalellile
instability

Level 4 (Biological other
Evidence)

NKx2-1,D0x11, -t(17;17Xq21;q21)

GALNT]2,ABCG2 LSM12::EIV4
(?Germline), ASTN2 fusion mRNA

(?Germline) -Aulosomal

chromosomal
slruclural analysis

shows 3P, 3q+, -4,

5q-,+8,-9,-10,-1'1,
1sq-, 15q-, 19p-

(dislal)

Results Summary

-Somalic mutations in TP53, APC, SEID2, NKX2-1, SUZI2, LYtl, DDXIl, and GALI{TI2 genes

-Possible germline mut.tion in ABCG2 and ASTI'12 gene, heterozygous
-Tumor Mutation Burden High: 12 MUVMb
-Homologous recombination deficiency (HRD): Positiye-High
-No evidence of microsatellite instability
-No evidence of EGFR, KRAS, 8RAF, MET, ALK or ERBE mutations
-No evidence of fusion mRHA involving ALK, REf, R0S1, or NTRK
-EBV, HPV, TW, and HTlVl vkal mRilA: Not detected
-HLA G€notping:

-HLA-A: A*24:03-A*24:03
-HLA-B: B*44:02-B*1 8:01
-HLA-C: C*1 6:0{-C*1 2:03

-Aulosomal chromosomal struclural analysis shows 3p-, 3q+, -4, 5q-, +8, -9, -10, -11, l3q-, 15q-,

19p- (distal)
-lncreased CK, MET mRl{A

-High TMB suggests response 10 immune checkpoinl jnhibitor6.

Palienl Namer Hafireed Maieed Majeed,Sameer Case ,: NGS26.008215 Paqe 1 ot 9
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-Positive homologous recombinalion deficiency (HRD) suggests response to plalinum-based

chemolherapy and PARP inhibilors.

-APC mutation activales bela-calenin and WNT signaling pathway and suggesls possible response to
WNT and C0X-2 inhibitors.

'SETD2 mulalion suggesls response lo $,ee1 inhibitors.

-TP53 mulalion suggesls possible response to eprenelapopl (APR-246), Aurora kinase A and Weel

inhibilors.

-The ABCG2 mulalion is detected at high level raising the possibility of a germline abnormality. This

gene is involved in membrane lransporl and possibly associaled \,Yilh dtug response.

-The ASTN2 mulation is detecled al high level, raising lhe possibility of a germline mutation. This

mutalion leads lo early lermination (loss of function). However, there is no data on ils clinical relevance

and should be classified as of "uncertain significance" at this lime.

-See ddilional report information al the erid of the rsport

There are dominanl abnormal clones with TP53, APC, SfID2, and NKX2-1 mutalions. The suz12 and LYN

mutalions are delected in subclones. There are abnormal low levelclones wilh DDX11 and GALNTl2

mutalions.
The ABCG2 and ASTN2 mulations are delected al high levels, possible germline abnormalitles.

lncreased CK, MET mRNA

Tumor Heterogeneity

Expression

Diagnostic lmplications

TP53, APC, SETD2,

NKX2.1, SUZ12, LYN,

DDX11, GALNT12,

ABCG2. ASTN2

The findings are consislent wilh aggressive neoplasm.

The ABCGz and ASTN2 mutalions are Iikely germline variants.

FDA-Approved Therapeutics

TMB-High

FDA-Approved Therapeutics in 0ther Tumor Types

HRD Posilive Niraparib + platinum-based chemotherapy

Paliml Namq Hameed Maieed Mateed, S6meer Case *: NGS26{08215 Page 2 of 9
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Relevant Alteration Associated with Resistance

TP53 mutali0B is associated wilh resistance lo therapy.

Levels 2, 3 & 4 (Standard of Care and Clinical/Brolo gical Evidence)
TP53

APC

SETD2

Aurora kinase A
nullins, gene lhe

inhibilors, Weel inhibilors, Chkl inhibitors, kevelrin, ApR-246,
rapy

SUZ|2

LYN

TMB-High

HRD Posilive

WNT, bela-catenin, and C0X-2 inhibitors

SETD2 mulation suggests response 10 WEE1 inhibilors

SUZ'12 mulalion may suggest sensili vily to bromodomain inhibitors.

SIc family kinase inhibitors

lmmunotherapy with checkpoint inhibitor

PARP lnhibilors & Platinum based chemotherapy

Relevant Genes with NO Alteration
-No eyidence of mutation in
KRAS, NRAS, EGFR, BRAF, OT

BRCA 1/2
-No speciric mutation in DPYD
gene, associated with enzymatic
defciency

No evidence of fusion mRNA
involving ALK, RET, R0S1, or
NTRK

-No evidence of METex'14
skjpping or EG FRvlll
-No evidence of ERBB2 (HER2)
amplification

This is a comprehensive molecular profile rvhich uses next generation sequencing (NGS)10 identify
molecular abnormalilies, including sjngle nucleolide variants (sNVs), inserlions/deielions (indels), copy
number varianls (cNVs), fusions, tumor mutalional burden (TMB), microsatellile inslabilily (Mst),
homologous recombination deficiency (HRD), B- and T-cell clonal[y, and viruses (Hpv, EBV, HT[vr, and
TTV), in DNA of 434 genes and RNA in greater than 1600 genes implicated in solid 'tumors. whenever
possible, clinical relevance and implicalions of delecled abnormalities are described below.

' TP53 This geneencodes a lumol supplessor prolein conlaining ta. scriplional actrvatio.l, DilA binding and oligomerizalion domains The
encoded potein responds 10 diYersecdlulat slresseslo rEUlale expresaid of la,qet geres, ihereby duong cellqcle arest, apoptosrs,
senescence,oNA lepair, or dlanqes in melabolism. Muialions in lhis geneare associaled wilh a variely of human cancas, indudinq
heredikry caflcers suci as tj_Fraomeni sfrdtome. Allernalive sphcintof $isge0e and the use of alter;ab paoootas resuh in multiple
lranscript vallaflls and isofoms. Addalional rsoforms have alsobeen shown loresultfrofi the use of ahern;te iranslalioi mitiation;odons
from idenrical lranscapt variants (PMIDS: I2032546, 2t1937277). lprovided by REfSeq, Dec 20161

' APC. Thls gen€ encodes a llmor suppressor proieinlhal acls as an anlagonisl dlhe Wnl sigoaling pafiway. ltisalso rnvolved in olher
processes including ctllmiEalidt and adhesioh, llanscriplional aclivalion, and apoptoss. oifectJm this gine cause familialadenohalous
polyposrs (FAP). an aulosomal domlnanl ptemalignanl djsease thal usr,lally progresses 10 malignancy. M;tions in lheApC gefie have bem
found 10 occul in mosl c.oloreclalcancels.oisease-assooated mulatiols lend l; be clusler€d ih a smallrEion desiqnaled flr;mutatior
clusler rEion (MCR) and resull in a truncaled prolein product lprovided by Relseq, Dec 20191

' SETD2. Hunlington's disease (HD), a oe,rodegderalive disorder chaGclerized b,loss of slialal nEirons, is caused by an expaflsion of a
polyglulamine lracl in lhe HD prolein hunlingtin. This gdte eicodes E protein bel;ngrng to a class ol hunthgtin inlera;Ing protetns
draraclerl2ed by ww fiolifs. This prolein is a hisldle melhyllransferase lhat is sp;ifi;for lysine-36 of histon€ H3, and m;hytation ofthis
Iesrdue is associaled wiltl acllve chrqnalin. This protein also cofitains a novelt;oscriplian, adivation domain and hasbe; found
associaled wjlh hyperphosphorylated R A polymerase _ lproyjded b] Refseq, Au9 20081

Palrent Namer Hameed l{aieed Majeed,Sameer Case t: NGS26-008215 Page 3 of9
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NKX21- Thisge'|e encodes a Foleln inilially id€ntlfaedas a lhyroid speciflc lranscription factor. The eocoded Folein bindslo $e

thyroglobuln fromota and requlates the erpressicn of lhyroid-specifrc genes bul has also been shorrn 10 requlale lhe exptession of g€ies

involved in mirphrynesis. M-ulatio(|s and ddelions in this gene are assocrated wilh beni$ heredilsry dloaea, ctoreoEhelosis, conqenital

hypolhyroidism, ail nefialal resptalory dislress and may be associaled wilh lhytord canc€L Mullaple llaosatipl vaianls $coding dflereil

i&ums have been found16 thi; gene. This gene shares the s'ymbollalias TTFl'wilh anolher qene, lransariptioh leminatioll facto.1, whidl

dals a rol€ in bo6o.na1 qene tmnsdiplion- lproYlded by Refseq, Feb A]4l

SUZ.I 2. This zinc finge, gefie has been ideilified at lhe breskpcints of a redJrrenl dromosomal lranslocaiion reported in ddomelrial stlomal

sarcoma. Recombini{d of fiese breakpdr 6 resltis in theiusi(,l ofthrs gefie aid JAZFl The Fotein encoded by lhis getie coitains 3 zinc

Iinger dornaan in the C leminus ol lhe coding le(ion. lprovided ry RElSeq, Jul 20091

LYN.ThisgeneeflcodesatyrGineplolelnl{nas.,whichma,beinvolvedinlheregulallonolmaslcell(h$anulatio0,anderylhlcid
aitterentaiior. ltternariray spliced fansqipl variants encodhg dlttaenl isofumshave been foundfor this gene' lFovid'd by Rdseq Jul

20111

DDxll.DEADbolploleinschalaclgizedbythecons€rvedmotifAsp6luAla-Asp(DEAD),a.epulatNeRNAhdicases'TheyateimPliceledina

"rr"t" "iJr6, irr"a*a"s invaving atteration ot nll secondary stuaure suor as lranslationrfttialion, nuclear and milodro6&Bl sdacing;

;;ffi;;;;;;;pli;;o,n" -"uruty. e"."a on rt"r dstribulior pattans' sane member-s of lhrs family are believed lo be iot olved in

*t*lt(l**,s. smi'matmoesis, and cdlular qlorlh and {,Yisio[ Tiis gefle encldes a DIAD box prolein' whlch is an eazyme lfial

}[#ffiil ;il;J o1l rrJi..." 
"aiiti"". 

rhis gae rs a homoloq ot tre y€asl cHL I gene and mav lunctor to mainlain

f,i;:;;i;#il; iiiii,v ""J-fi;".i.b 
irv.iiran"rir" sptiondreuuttsin murlipre t anscripl varianls en.oorns dislincl rso{oms'

hrotided by Refseq, Jut 2co8l

GALNT12. lhis gme encodes a membel of a lamily ol IJDP{alNAcpotypeptide N-acetvlqalactGaminvllr'nsf er** 
-Ylt f-ry:.:lT- ^,

r,*ai" 
"iH 

adtyrqaba*amrne (Gal Ac) {rdn JDP{alNAc Io a sdine o( lhreonroe resdre m a polyp€plide acceplol ln lhernlralslep0I

oJinked grotein qlycosylalion. Muratons in ttris qoe are associated *tr an increased suscePlibi,iv to coloreclal canctr'lplovlded by Refseq

M m11l

ABCG2. The memkaneassociated prolein erlcoded by lhis gale is inrluded in lhe suPerfamily of ATP-binding casselte (ABC) transplrlers'

lai Foleins ltanspoal varros mdeorles acrots erlra- and inlra<dlular membr6nes. ABc ggles are diyided into sevea dislincl subfamalies

il"ticl , ii-onlrlp, ilnp, tD, oABp, ccN20, vrhire) T his Folein is a mdnber of lhe whde subfam r. A116 narively r efe ed lo €s e breasl c6nc{

i"s"un"u pror"in, tf,ia ptot"in func1i6s asa ren;biotic ;ansorter whidr may play a malol.rdein multiifilq re6istance tt lifdy serves as a

cellulat defense mechanism in ,eupo,rse to ,itoiart one anJlnuaryctine erposuie. Significant exptesaian of lhis prolein has beefl observed

|n r'r,--t"oir", *t iat, ,"v auqqes't a potenlial rde for lhis mdecule in placenia lissue Mulliple transdipl vaisnts encoding diffe{enl

isofqms havebeen tolnd lu ttrisqene lprovrded by netseq, Ap 20121

ASTNz. This gene encodes a prolan lhatas expressed in the btain and may funclid in neuooat migalioal, based on funclional sludies of the

iei"t"a 
""roti""tin 

I goein human and mouse- A delelioo atlhis locrrs has been associated with sdlizopfuenia. lrullple lraflsc,ipt valiants

.n*uinq Jiitut"nl ptir"in" have been found fol thisloors. lproYided by Refse+ May 2010]

Talazop.rib is a poly(ADP ribo6e) Pdymerase l,2(PARP1i2 inhibitoo'

Talazopaflb was approved by the FDAfor use in gelmline BRCAmutaled HE[z negalive, locally adYanced or metaslalic breasl cancet on oclober

ii, zoie r"d"ilh; ir.d"*me tatzenna. tatazopaiu prevenls pARp,medialed reiair ot DNA damaqe in cancer cdls, allowing acormulalion of

i"ir"q";Jrldp irA ;!eres. nepair raatid errors by erro{ prme secondary rep"r palhrays mat also cdrlribute lo lhe crloiorioty oJ

i"i"iJir*6. ra"rop"iu i" i;dicated tor the teetment d ieblsiols or slspecled deleleriolis gemline ERSA mutated, HEfa neqatiYe locally

advanced or metaslalic breast cancer in adolts.

Drug lnformation

Peinbroiizumab (Keytruda)

pembrdizumab is a highly sd..liye lgo0*appa humanized monocloial snlibody a9in6t PD-1 tectplor. tt w.6 gqr€rat€d by Eafling u€ Yar'able

oqr*.* 
"f " 

,"y t iiltiflintty mo.-se antiiuman PD1 attbodt onto a human lg64+aPpa isotype with the conlaininq . stabilizi* S228P Fc

mulala(xl.

0leparib (Lynparza) isan anlineoplaslic aqenl, Pdy(ADPribose) Polymerasel;2;3 inhibitol (PARP1;e3 inhibilo')'

Lynparza is a poly (A0p-ribose) potymerese (PARP) inhihtor indicaled for lhe lrealrnent oI adull pltients wi$ ddeteious or suspecled ddeleftols

oermline BRCA mutated advanced ovanan cancer whohave been trealed with three or molepdot lines ol chsnolherapy. Select patientsfor lherapy

based on an F0A-approveo companlon diaqnosllc {d Lynpalza.

Pali€nl Name: Hameed Maieed Majeed, S,6meer Case *: NG96{082'15 Page 4 of9
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N ilotinib

t{ilolinib is-a lransdiclhr inhbils lhal largeta BCn-ADl- c-til and P06F, fd the poleotisl teatmenl of vsridr. led(erni.s, induding dro.ic mrddd
l6rl(el . (CMU.

B osu 1in ib

Eosulinlb ia.e lyrGgne kloase inhhlor. Altrdrgh it is atla to inhitil savcraltyrosine kjnase6 such as srq tyn, and Hclr whidl are mcrnbrrs o, th€
slc f nil, of hn.se!, ib primary lrqet is th! B.'dbl kn.se

The 8.t-Abl gsle is a d m.ric.ocog.ne crealed flqn tht fusioi of the b.€6tpont lusler {Bcr) g€fle .nd Aldso (AU) tpooine pra Tlris
6lqno3omd rbnoaarldit, Iea{ils ln th€ fo.malian of rhat b aorlllnqlt llrdn a! th€ Ptiladehhi! drdnoaome o( phiiaidp a ;rrdocalixt. Ih€
8d-Abl gene epre66es a lEnidllar lh6se lhlt p.arnota6lhe progressioi ol cML A decrease in lhe gro|lh and slia of h€ LML knou hae begl
obs.fved fdh{hg adninisfatdt o, bGdhib. gosutinib dd notinhiut th€ T3t5t rtd V2E}L mulant ce[s.

Potential Clinical Trials

TIal URL Slatus T nle Disease Drug sites

hl$s://clinicaltri.ls.g Recruiling
qrlst!dyl NCT074,l,t8
11

A Phase UllStudy d LunqCaocet
VLS 1188 (6n ord
Kltl8A lnhibilor) in

Slbjecls With
Advanced Caocer

A Phase 1 Fl[sl-in- Lulg Caocer
Human Strdy d PTK/
'Direcled Anlibody
Orug Co.rrugate HWX
007 in P.rlicjp ts
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Detailed Results
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cetutimd (Cdro.l C2
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Dar.rmr.sib (cdlorl
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Single Nueleotide Variant (SNV) and lnsertions-Deletions (INDELS)

6ene name

TP53

APC

sEr02

P.0tm29.2:p.
Ser l344Ter

NP 05,{878.5:p.

Serl85Ter

NP_001073136.

l:p.Alal46Val

NM-0m546.5:c
375+1G>A

ilM-0m038.5:c.
4031C>A

NM 01.1159.6:c

554C>C

N M_001079668.

2:c.137C>I
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0
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0
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Cdlseqience
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0
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m proteio

0

113
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0
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Nrraparib (ZeJUla)

NiraParib (ZEJUI,A) is ,l inhilrio. of polt (ADFribc€) pdymgase (PARP) with polenlial artineoplastic aclivity. PARP lniibilor MK827 iffibits
PARP acli$ly, eohan.jog tl€ acclmulalio[ of oNA slrdrd breals a.d Fo.notrng q€no{nrc anslabality a6d .poptGis Ibe PARP lamily d Foteins
detecl and repa sinqle rtand DNA break6 bt lhe baseercisioi .ep.ar ( BER) pathway. The specific PARP fdnily member tarqet fq PARP inhabalo.
MK1827 is o no{n. (NCl Thesauru.)

ZEJUTA is a poly{A0Pnb6€) pdymerale (PAnq i0 Uto.lndidled fq th€ mainl.$anc€ lreatment of adrll palients with reorrdrt eplhdial
olarian, fallopian tube. or gimaly peiloneal cancd who arein a complele o( parlial response to plalinuntased dtemo$erap!.

Ru.ar.'a!'lir R Jbiaca )

RucaP€rib is a polanl mammalian pot(ADP'ribGe) potm6as! 1, 2 and 3 inhititc wilh anlicancer propertae6 (PARP 1;23 iihjbito.).

Rucaparib is an inhitilq o{ PARPI, PARP-z. aod PARP-3. Via an inhbltory effecl oo lhe PAnP enzlmatic .ctivity, rucaparib desea6es the loflnslio.!
of PARP-o A complerE resulling m DNA damagc, 8popl6is, and cdl d@lh. nis Fopo€ed lhal PARP inhibitiori specilically largcts tumor crlls wilh
F€ex6linq HRD, s{dt 6 tiose cdls pc6€ssn9 mltalaos !n th€ gRCAt o, BRf,A2 gene..

Apii.tt6
APQ 246 is a lirsliodass ag€it largeling mulanl ts1 lo ritrc ard in vivo F€dinical models hare dcrnonstrated lhal APn-246 has ercellent ellicacl
in oc (bolh adeltocarchoma and squamols cdl cardnoma) and polenq qnergis€s f,lth demoth€ra!{es used in lhe taeatrnenl of OC, resldlrE
i€nilivity to chdnodEapt{esista0t tumqlrs. An hilial phase I d,r$cal tial has sitorn APR-246 1o be sate in homans and early resJlts fron a
crrllttllly ru $ng phase lb/ll tdal d APR-216 wilh cadoplaUn alld lipoaomal dororubicin in orariah cancal hale b€en promising. ToqElhel these
dala Fovidr a si(lE ratimal. {0. hvestigsling be €fficac, o{ ApF245 in OC.

AP&216 has beeo us.d h tials studying lhe lle.lrn&l of Procl.lic eql.sms, HerDalologic Neoplasms. afld platinum Sasilive Reouflenl Hlgh-
g,ada Serous ovadan Cancs Wilh Mulated p53.

APR216isaidlalogreoaPRIM'1,wtichmodifiestle.o.ed.nainofftaJtsltp53,r.slltinghreslaatioiofwildtypep$lc{rlformaliooand
reactiv.lio. of n(,rr'd p53 functo[ leadhg to iflcrer.ed cdl crcle a[e.l and rumor cdl dealh (ptllo: 2019s6,15). 

'

ItNlr,l(l\..i:

sulindac is acox I/cor'2 rnhbitor' ll rs beng e{alualed as a poterfial cancer chemcpaeymtive aod lh€.apdllc &ug io drnicaltrials Id. a ladegol malrqnenciea.

' ;'lt i t;r tlt

cel€cotib is 
' 

sslecli'e crdooxygaiase2 (cox-z) idititd. is a ndtsterddal antiinflammatoa, drug (NsAtD). h is uaed lo manag€ aymptoms ofva'iols lyp6 of adhrits pain and in tamil.r edenohalorspdyposis (FAp) ro redu* pi.-"*i." puyp" i; t" 
"oo||. 

ni",ri"ei iil#io '
unda lhebrand n.me celet(er, and waBftliallv Eanl(i 1oe 

iip,*ilo ieea. rni"*iinEy, ."Ll'r" cox-z rnrrtilors (lspedatt celeclrib), havebeen evaru.red as por'riar cancer d'" noprerenrive and berapeutic dug6 h crinioirriarii. 
" 

oiiay a ,"rg,"n"r"a.

ii it,l,,-.stl.l

&rabresib (0lxol5 or Mx 8628) is ! poldrl SEI brcmodqnr.n rnhititn, wtidr lsgets fre BET brdnodom.h p.orein6 ?, 3, .nd { (BR0z3/1). BRDSz 3' ahd 4.aIe coisdered polalial clncel targets t ecar." or rt"u p"or"r io" .-riar"riniirrilin..rpo- a qo*rh.p.omoring qs*s and celtrydeIegulalors 0Tx0l5 is lhe lilsl 8RD2/3/4 rnhibllo. to eotu ainicd rnats. r4tn iort"ii 
"i.. u"6,*l uil lo il; ;;;firil;;' 

*"
recogoirron motrs on rfie bro.nodornarn or BEr orcr€hs, $aeh prevoring he inLa;; Jir m sET protan" and aceryrared hisrooepeptdes. Tl 6 disnDls drmstn rdnoddmg ,ld gqle epr6;oo.

ilr.ralr]lb

lmalillb 6 rndcaled tretmeot ol pt*laddd a dlaonosdne po6itve drd c myddd lorkEnia (phr CMU, ph+ a$te ly[phoblaslrc leutasnla,mydodyspl'rlichydo0'olile(aliYe diseases aoq€.5lve syglerflc ma6l@rtolii tryperecinopirlic syfutone an or dEo||.c eo$nopturrc l6/Idrxa(ctl), dermaldibtoGarcoria protuberans, ana rialignanr g;rtoint""tin"t .i oii r,;l""i6iiii.'ir ,.rriuir. rraite.arion aod indlc€s apoprosrs in8ct-abl posiiiYe cdl lin!' as lldl as fiedr la*emic cr[e rioo erur"oel4rii Jr"noso,ne iJriJ" ao-t" ,yaou r"demi6. hnaiinib also inhititsthe rec.plor lyrosioe kinases tor ptaletd derived groslr, r"aa tioirjina sr"m cJil;;G;:;il"d 
"*ir

i)niiiliiit:l)

Desalinb rs an oral dual 8cR A8L and slc tamilY lyoiine knaae hlibilor appio/ed fd usein patietllsrih cut ALl, and MpN. Themarn taroets dDasatnrb are BCRABL sRc EDhIhs d|d cFR D''s.ttiu ar nrnornaa 
"o,,[r"i*o ruui5"ur""1ihrrg *inasGs: Bcf,-ABt- sRc tamily (sic.LcK' YEs' FYN), c xll, EPHAZ and PDG FRA. Baled ft m"aai.g 

"dd"a 
;Ji;# ij',"t,li'io t" ,ropc cooro.r,ridrs or rhe aBL rinaseln vitro. dasalinib was .clire in leltemic cdl lirps reFesartinivarianrs-ol ;natinto ,i*yr.if 

"-".1r" "no 
,.cisl.nl rlsras€. Da.etnib inhiuted theqrowth of chronic,rry€loid teutemia (ct u .nd aqrte ty.pt ou:ori" r.*"ri" iiLi-f ia-ii; i"Ip"orq Ecn-raL
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SUZ12

LYN

D0x11

GAI.J{T]2

NP_001244073.

l:p.Iyr202cys

NP 078918.3:p.

Cysl0Arg

NP-004818.2:p.

Glnl4lLys

NP 93783r.1:E
Ser390Te.

Agallga

0

lAc/lGc

TqdCgc

Cag/Aag

tft/tAa

NP_056170.2:p.

tuq555Ter

0

{M-015355.2ic. R/r
1663bT

NM,001111097. 0

2:c.321 5C>T

NM-001257141. Y/C

1:c.605A>G

NM o24u2.4-.c. ClR

28T>C

NM_001827.2:c. Q/X
121C>A

NM 198188.2:c. S/r
1169C>A

slop gained 40.86

29.67

10.17

1050

1109

344

126

211

0

'splce regron-varia

nl,inlron,varianl'

missense vatianl

0

ddeleadrs

ABCG2

(nNA)

ASTlt2
(RNA)

mlssense varianl 8 g?

mssense vaflanl I00.0

slop qarned 89 63

ddelenous lo{,
confidencr

loleral€d

0

This is a next generation sequencing (NGS)test that involves separate analysis of DNA and RNA panels for

abnomalities that are reported to be altered in various types of solid tumors. The DNA panel is composed of 434

genes and the RNA panel is composed of >1600 genes. The DNA and RNA components of this assay were developed,

validated, and set up as separale workflows, with independent extraction, library preparation, sequencing, and analysis

pipelines. The NGS assay also detects several viruses that are important in oncology, including EBV, HPV, HTLVl, and

TTV. TW (lorque teno virus) yras first discovered in a palient with non-A'E hepatitis and is novj regarded as a part ol
the human virome. ln general, TTV does nol cause pathology in immunocompetent individuals. TTV is considered as a

marker of immune competence in patienls with immunological impairmenl and inflammatory disorders. High TTV load

is associated with increased risk o{ infection- ln patients with organ transplant, lon TTV load is associated v{ith an

increased risk of reiection.

Nucleic acid is isolated from paraffin-embedded tissue. For optimal resulls neoplastic cells should be greater than

30% of the analyzed cells. H&E-sections are reviewed by a pathologisl and tumor-enrichmenl is perlormed by

macrodissection when possible. Tesling is performed using massive parallel sequencing of the coding DNA of the

listed genes. This includes sequencing of all the exons as well as approximalely 50 nucleotides at the 5'and 3'ends

of each coding exon to detect splice site abnormalities. The TERT promoter region, including the hotspots at i24 and

-146 bp, is also covered. 0ur DNA sequencing method has a sensitivity of 3% roI detecting hotspot mulations and 5%

for detecting single nucleotide variants (SNVs) and small (<60 bp) insertions/ delelions (indels). MSI status is inferred

by inlerogating allavailable genomic microsatellites coveted. Bordelline MSI results by NGS are confirmed by

fragment inalysis. Tumor mutational burden (TMB) is measured by counting all nonsynonymous valiants and filter

setiinqs as follows: (A) pass allfilters; (B) inside genes; (C) had a mutant allele frequency >5%; (D) not found in the

dbSNp (to exclude germline variations). The median for TMB is 10 mulations/Mb based on lung carcinoma analysis.

The cut off for otheitypes of tumors is not nell-established at this time. Signilicant gene amplilication and deletion

(copy number variants) are also reported. Targeted RNA NGS is performed by hybrid caplure and duPlicates are

excluded for levels measurements. The Universal Human Re{erence (UHR) RNA is used as contlol. All detected fusion

Uanscripts are reporled. While the maior ,ocus ol lhe RNA analysis is the detection of fusion mRNA, mulations in the

expressed RNA of the analrzed genes, HLA class I genolyping, and Epstein-Barr virus (EBV), human Papillomavirus

(HPV), human Tlymphotropic virus type-1 (HTLVt), and torque teno virus (TTV) viral RNA are also analyzed and

repo.ted- B- and T-cell clonalily v,/ill be reported. il clonal or clinically relevant. The sensitivity of this assay in detecting

fusion mRNA is between 5% and 10%. This lest specifically covers translocalions thal lead to the expression of fusion

RNA. Translocations that lead to deregulation ol expression can be addressed by this test if comPared to the

expression proper flormal control. Since lhe clinical relevance ol lhe RNA expression level of most ol lhe genes is nol

characterized at this lime, only a few sp€cific genes v{ill be commented on when abnormalities are detecled. C0274

(pD-Lt ) mRNA levels are reported y{hen they are significantly elevated. This assay is not designed to detect minimal

residual disease and should be used for diagnosis. Performance of the assays may vary dependent on lhe quantity

and quality of nucleic acid, sample preparation and sample age. oecalcified specimens have not been validated.

Decalcification with strong acids is nol recommended and may lead to pool nucleic acid quality and suboptimal

results. The lestinq is not validated to delect germline abnomalilies. Polenlial germline mutalions detected

incidentally should be confirmed by tests specifically designed for detecting germline abnormalities.
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Based on our validation study, the following exonic regions of the genes listed below are not covered appropriately

:100x 
colgJage and seguencing by NGs may nol be reliable in these regions. The poor coverage is primirily due t'o the

inherenl dilficulty in oblaining adequate sequencing coverage in regiona wjth high Gc conlent.-No wellcha;acte;iz;J 
-

holspols are present in these regions. ASxLI NM_001 1646d3 20:30946620- 30946635, ATM NM_000051
l1:108186ss0 'l08186638. BApl NM-004656 3:s2443858.s2443894, BcR NM -00432t 22.236s2si0-23652620, BRD4
NM 058243 I 9:153s3808r 53 54193,s3ss041-t 53ss4t '1, ccNEl NM-00r 238 1 9:30303463-3030348 5, cD274
NM-00'1267706 s:5456109-54561 65, cD79A NM-001783 l9:4238473 G42384905, csF3R NM_000760 t:36937667.
3 6937740, DDXl 1 N M-001 257't,u r 2:31 24oltz-31241917 , ER8B3 NM_001 982 r 2:s6492284-564923 59, FANct
NM-001 113378 15:8983 5919-094360s2, FLR NM_0041i 9 

.t 
3:28 6i 460s.286i 46s2, Ft14 NM_002020 5t 8003520i-

1 80035284, cENl NM-001 130009 2:1795rt486-179s4525, H3-3A NM_002 r 07 r :2262 59140-226259r g0. tRs2
N M-003749 13r 10437126-110437363, r r 0437805-1 10437899, r 1 0438359, 1 10438400. JAKl NM_002227
I :65309747-65309771, MAGt2 N M-012301 7:71649119-11649044, M tTF NM_000248 3:70005606-70005681 , Mycl
NM-00]033081 1:403 675'18-40367565, NFr NM-000267 1 7:29664037-29664098, NorcH2 NM,00120000r
1'.12051252&120572610, PBRMI NM-01831 3 3:s2677264-52677322, ptK3R2 NM_00s027 tg:1l272olg-1827230s,
PMs2 NM-00053s 7:6013024-6013i 73, RANBp2 NM-006267 z:1093631 66109363254, 

.109367779{ 
09367830.

10s367984-109368069, 1 093694s3-109369497, 109370578-l 09379651, .RHEB NM_00s614 7:1 s1216546-1 512i 6597,
suFU NM-001178133 10:10426391 t -'t0426/1039, TNFRsFl4 NM_003820 12494304- 2494335. Data was annotared
against GRch37 (h919) reference human genome using Nirvana v3.17.0. This human reference is based on the
GRCh37.p6 version oflhe human genome assembly.

The bble below nay contaio a pa ial list ol the bsted DNA

solid-tumorDrof

genas. For a clmpl
ilrl Dlirsihttos:// oenomictestino Detative.com /oenomrclests/

The hbl. belou cont ins a pa ial list o, th. tetted Rl{A gcnes (Fusions/Expression
to: testin a ive.co te

ete lisl, please go to:
(click the DNA tab)

). For a complete lisq phase go
mol- ltr clickthe RNA tab)
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BRAIN CT

NECK CT

CHEST CT

ABDOMEN AND PELVIC CT

Rspod View (MAJEED, Samir)

\S;, tJir--irlr:, I r5r-a.rir- j----.r.rr.oJ
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I

I

Pahent Name: Samir Hameed Majeed 6:25 PM 4h7/2026

t7L92437

No evidence of focal parenchymal lesion or acute hemorrhage.
Ventricular system appears normal to the age.
Normal basilar cistems.
Normal brain stom and cerebellum.
No shift in the midlino structures.
No epidural or subdural collections.
Afier administration of l.v. conlrast, a tiny ill-defined non-mass.like patchy enhancemont seen in the righlparietal lobe superiorly and posteriorly, which could suggest an enhincedr""""r, r"i" rii"ty ennancea tesion,for followup.
no evidence of olher abnormal leptomeningeal or parenchymal enhancement could be seen ,

No evidence of pharyngeal or laryngeal masses .
lntacl post nasal and para-pharyngeal spaces.
lJnremarkable salivary glands .
No evidence of significant neck lymphadenopathy .
No evidence of sofl lissue masses or fluid collections

Almost total collapse of the left lung, with a few residual air bronchograms seon in the lower lobe, withevidence of an ill{efined area of soft tissue density s""n 
"r 

irr" intr#ir"r ;ii;; ;rihr';fr ;ia-e]ins"paraurefrom th€ rest of the collapsed lung, however, it shows a ariiorteJ purmonarf arctritecture, *iirrio ooriou"traversing vess€ls and aPpears slightly hyperden6e in compirison witt' tn"'aaii"e"iirnd ii."r"Jii ,"".rr""roughly.about-4 cm in diameter, attlr tire idministration of ivc;;trast, it shows less enhancement than therest of the corapsed rung, findings courd suggest a tumorrt m"ss , rro*ev"r, itr. pos";;iriiy ;l;;;;"ti"pneumonic infillration could not bo ruled ouilfor followuo.
There is evidence of an illdefined smatt sort tissueluitn"S" 

"""n "t 
tn" ai"kt ond of tho teft main bronchua,with resultant abrupt cut{ft of the bronchus at the l"r"i or tlre .oit ti"sue d6nsity, ( endobronchial invasion ofthe above-mentioned mass? Sotitary endobronctriat massz t_ess tif"ty ,r"ori ;lri, i-- 

-'-"*' ,

Left-sided pleural effusion is noted.
shifting of the mediastinar structure toward rhe r6ft side, secondary to the totar reft rung colapse.Murtipre peripherary emphysematou' bufiae with fibr;ti; cr,"ng"-" in"orving it 

"'iigt 
i ii.,'";,-#i

llt";n":""t""t'" 
bands with slisht patchv opacity 

""." in rt'" ,rirrituns basi ;rd;;ilil;ikiilnammarory
The rest.of the right lung field appears unremarkable wilh no evidence of obvious masses or lesions.Few mediastinal and bilateral hilir lymph noa"" 

"r" 
not"a, gr" i"ri""t on".""sures about 2cm and locatedin the right hilum.

No right-sided pleural effusion.
The hoart is not enlarged.

A small hiatal hernia is noted.
The liver appears normal with no focal lesion or biliary treo dilatation.
Patent spleno-portal venous system.
Normal spleen and pancreas.

https:/A,ww.evid0r.phil ps com/porlayshowReport.htm.nicket:cp2thDtwDsFc2zTV%2FnKNtbytduAJ3rtrzckg8SGwxR ooTlJn2crzzi4l%z}u]t 1t2
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6t11t26 124?M Report Mew (MAJEED, Samrr)

Normel both kidneys and supra renal glands.
Unremarkable abdominal aorta and its major branches.
Unremarkable bowel loops.
The prostate appears enlarged.
The urinary bladder shows diffuse wall thickening.
Clear mesenteric fat.
No abdominal or pelvic lymphadenopathy , masses or fluid collections.

No obvious bony lesions could be seen in the obtained bony structures.

https Jhxww.evid0l. philips.com/portauShowReporl htm?ticket=cp2lholwDSFc2zTV%2FnKNlbyldUAJ3rtTzGkgS8GwXRDoTjJ^2cyz'Piz.h2B|Zl



a ".NoMrc
25371 Corrndcertre Drive Late For6! CA 9630

Tel: lAfS.681{870 w w.qendniclestrngcoop€raltvecorn

CUA *:0502111917 CAP r:9111571

o

hli€nt ame

Date ot Br h:

Gende, (M/F):

Cli.nl:

Cas€t:

8oq Siile

Hsm€d llaild leiee4 S.,irc€t

0t/01/1958

M

Tahled Laborelories Tedt cal Coos LLC

ilGS26{$215

Ll,(c

ord€rhgE.ician:

Acaession r:
Spe.imor IrF
Sp€cjma lD:

&rrAlRa$
20933

I6C'E

tt26t13

MRH:

Collecled Dalel

Recejyed Dale

Repo.led Dale

1791053

un5t2n26

ut3Jtm26

05t15tfr26

TiDe:
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Solid Tumor Profile Plus

Iumor lype: smallctll llng cancer

Detected Genomic Alterations

-lncre.sed cl(, trlET mR A

-High TMB suggesls response to immune checkpoint inhlbltors

Paliml Name Hameed Maie€d Majeed. Sameer Caser: NGS26_000215

Level 4 (Biological Other
Evidence)

NKx2-1,DDXI1, -t(17;17Xq21;q2j)
GALNTl2,ABCG2 LSMl2::FI
(?Germline), ASTN2 fusion mRNA
(?Germline) -Autosomal

chromosomal
struclural analysis
shows 3tr, 3q+, -4,

5q-, +8, -9,,10, -I,
j3q-, i 5q-, t9p
(dislal)

Level 'l (FDA'

Approved)

Tumor Mutation
Burden High: 12
Mut/Mb

Level 2 (Slandard

of Care)

-Homologous

recombinalion
deficiency (HRD):

PosiliveHigh
-No evidence of
microsalellite
instability

Level 3 (Clinical

Evldence)

TP53, APC, SETD2,
SUZl2, LYN

. -Somatic mulalioos in TpS3, ApC, 
-SETD2,.NKX2_1, 

SUZ12, LyN, DDX , .nd GALNT12 genes
-Possible germline mutaton in ABCG2 and ASTN2 geoe, hetaoiygous
-Tumor Mutation Burden High:12 MuUMb -

-Homologous recombinotion delidency (HRD): positive-High
-No evidence of microsatellite instdility
-ilo evidence of EGFR, KRAS, BRAF, t{ET, ALK or ERBES mut6tions
-l{o evideoce of fusion mRlrlA involving AtK, REf, ROSI, o, NTR(
-EBV, HPV, TTV, and HTLVT viral mRNA: or detected
-HLA cenot ping:

-HLA-A: A*24:03-Ar24:03
-HLA-B: B*44:02-B*1 8:01
-HLA-C: C*t 6:0{-C*l 2:03

-Aulosomal chromosomll stuctuml atallsis shows 3p_, 3q+, _,f, 5q_, +8, _9, -10, _11, l3q_, I5q-,
19p- (distat)

Paqe I o, 9
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GENOMIC

-Posilive homologous recombinalion deficiency (HRD) suggesls response lo plalinum-based

chemotherapy and PARP inhibitors.

-APC mutation aclivales bela-catenin and WNT signaling palhway and suggesls possible response lo
WNT and C0X-2 inhibilors.

-SETD2 mulalion suggests response to weel inhibitors

-TP53 mutalion suggests possible response lo eprenetapopt (APR-246), Aurora kinase A and Weel
inhibilors.

-The ABCG2 mutalion is delecled al high level raising the possibility of a germline abnormality. This
gene is involved in membrane lranspotl and possibly associaled wilh drug response.

-The ASTN2 mulation is detected al high level, raising lhe possibility of a germline mulalion. This
mutalion leads lo early termination (loss of function). However, there is no dala on ils clinical relevance
and should be classified as of "uncertain significance" at this time.

-See addilional report information at the end of the report

There are dominant abnormal clones with Tps3, Apc, sErD2, and NKx2-1 mutalions. The suzl2 and LyN
mutalions are detecled in subclones. There are abnormal low-level clones rvilh DDxl'l and GALNTI2
mutalions.
The ABcG2 and AsTN2 mulatons are delected al high levels, possible germline abnormalities.

lncreased CK, MEf mRNA

Tumor Heterogeneity

Expression

Diagnostic lmplications

TP53, APC, SETD2,

NKX2.1, SUZ.I2, LYN,

DDXl1, GALNT.I2,

ABCG2, ASTN2

The findings are consislenl wilh aggressive neoplasm.
The ABCG2 and ASTN2 mutalions are likely germline variants.

FDA-Approved Therapeutics

TMB-Hiqh Pembrolizumab

FDA-Approved Therapeutics in 0ther Tumor Types

HRD Posilive Niraparib + platinum-based chemotherapy

Paliol Nahe llameed Majeed Maieed, Sanec. Case l: NGS2H)0B215 Pag. 2 of 9
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Relevant Aheration Associaled with Resistance

TP53 mulallon is associated wilh resislance lo lherapy.

Levels 2, 3 & 4 (Standard of Care and Clinical/Biological Evrdence)
TP53

APC

SEID2

SUZ12

LYN

TMB-High

Aurora kinase A inhibitors, Weel inhibilors,
nullins, gene lherapy

WNT, bela-calenin, and C0X-2 inhibilors

chki inhibil0rs, kevetfin, APR-246,

SEID2 mulation suggesls response lo WEEj inhibilors
SUZl2 mutation may suggesl sensitivily lo bromodomain inhibnors.
Src family kinase inhibitors

HRD Posilive

lmmunolherapy wilh checkpoint inhibitor

PARP lnhibitors & platinum based chemolherapy

Relevant Genes with NO Altera on
'No evidence ot mutation in
KRAS, NRAS, EGFR, BRAF, OT
BRCA 1/2
-No specmc mutatjon in DpyD
gene, associated wrth enzvmatc
defcrency

No evidence of fusion mRNA
nvolvtng ALK, RET, RO51, or

-No evidence of METexl4
skipping or EG F Rv t
-No evidence of ERBB2 (HER2)
amdficaton

This rs a comprehensive morecurar profire which uses nexr generarion sequencing (NGS) ro identifymolecular abnormarilies, incrudrnq sin-gre nucreotioe varantslslii.i, ir*ni"*ltererions (inders), copynumber varianls (cNVs). fusions. rumor.mu_tationar uraen oilat, niicrosatefl,e instabirity (MSr),homologous recombinalion deficiency (Hno), a ana r ceriiionrirry, rio'ri,*u. (Hpv, EBV, HTLVT. andTTV), in DNA of 434 qenes and RNA.in gr.a.irt un i oo0 g*.. ffiii..Lo i, ,orid lumors, wheneverpossible, clinical relevance and imprrcations ol detected a'brorr.iiri., .i. o...ribed below.

' 
ln'rJJ,}::J::l#T"i:T,i}rgff;I lr"" *'ra,nine r,enscripr,onar acrvar,m, Dra bind,no and or,eqns,lar,on doma,ns rie
sencscence, 0ria repa,r. 

"' "_n* 
,","i"01'iiii"ili"',T,,1,'"";ifff"i?:::"J5:t?iXg,y"'[t:l#:*:l*.,,t]:il::

hereditary cancers sudr 6s u Fraumenr svn.t,ome. Altd.rir. .pr,"rdoi ir,i, g;"lri-tt,-.1j." o .tt"n.t" p,*oters resutt in,nut;orelranscfipl varranls and rsofolms Addton'l'|s-olol,,sl\-ar" 
"r*["*'J""" L'**iiii#-ri]r." or ar"rn.," r,anslarion rnrriarron codonslrdn r(hnr,cat t(ansc.rpt vaoants ipMtDs. t ?03?516. 2oglzla fp,*,oJ il n..fi"q,bll ioi if

' APC. Ihrs gene €ncodes a tumor suppressor prot6n lhat acls as an anlago.!st ol the Wol stqnaling pahway. It ts also rnvdved,n ohe{
;:ffi:,:,',XtT.fiHi'o;1ll,:,';n:-l;i:"':t,d;i';';;i;'":;;;;;:il,'J.il'ilo," *,,**.ause,am,,,a,adenoma,ous
i*i'i r" 

".*, 
i. ,o,r'*l;;;,;I;:;:?J r:I1S,"1J"1'.H"Jli:J#:,i1fr:f;HJilH,i:::*; ffi*lUffiSi:Ti,:1""J-clusler regron (MCR) and,esrtl rn a lruncated prolein p,"or". fp,*llJ-u,l ri*i"qloli"iirii 

,,

r SETD2 Hunlrnglon s disease (HD)' a nEJlodegdr-eratve dlsddE dEractefized by ross or stri.tar n'rons, rs caosed by an erpansron of a
HH:"':Ttr,it[,,JTi]:l;:l*i"TllXT-ll:'-':r''+;;;;iil"l;il;;:1::sorh',o..ns,in'n,erac,,nspro,e,ns
""au",,".,0i,,iJ*,il,;",',:"#Hil:iil:y":**i,tr11"1:IJJ.*T#Jln:;ff,,*T,fl:J,"Ts**i*,,."asso.rated nth hype.phospioryiated Ril pdymer.se .1p,*io"aUy n"rS"q, tu; i00!i

Patent Name:Hameed Maieed Maje.d,Sames Cas. #: N6S26{Og2l5
Paqe 3 of 9
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Nfi2 1. This gt,|e slcodls a prolein inila{y idtilitld Es a thyrod'speofic Iansc'rplron laclol The dcnded g'otein binds to he

iiviq"b"i" it""t" ""0 
regutates ttre erpessm ol tlty|orjspeci'c qenes b{ll has also bc€n shown to requlale he etpessron of goes

.i"irit 
'^ 

,&prt q""*". uitarions ano iaetoos io thi's gene ae assoo atec *ih benlqn heredt6ry dol ea' cioleoa heloss' congenlEl 
.

hypothyrdrlism, and 0e(||ei"t ,eq;r"tory t.t ess, 
"Jmay 

-be 
assocrafed wrm hyrod ca;cer. Mulltple lIan6dBl Yeaants aicoding dller61t

isolorms hase beeo toind lo trrs qs!e- rhs geneli-a.Jir," syntolari". 'nrri*ith anotrer qene, lransctiptidl lemin.lioi factor'1, whidl

p"y" a J" ln ritou.naf q"te lransaipxon lprovi&d h tufseq, Feb mlal

suz12'Ihisrlncfing€rgeneha.beeiidehlili.d.llheb't6kpdm.olaleonlglldllomosomalllanslocalio.l.portedin6do.net'ialstr(,n.l
sarcdna. Rrcombin.u.s of these heatptints rtfrttis-in iilirr. oi tri. q..,ndJAzFt The protein encoded by lhis gdlecoilains a zinc

;;;;;; ,;il';i Lrious o{ lhe codns reton lprodded bt Rets€q' Jul 200e1

LYN. This g6le t'lcdcs a lfodn€ globn kint6r, 
'hi{'l 

mEbe involv€d in he legJlalion ol masl c'll deq ulaton' 
'nd 

e{yhldd

dilterentistim. Altetnatiydv spticeo tanssrpr ,"r,;niJmiihq ditte'*r i.or".. t.ve be6l foJnd tor lhrs qene lFofl&d by R€{seq Jul

20111

0Dx1t. otAD bor pfoleins, dlaract€riz€d by lhe consd.led motil Asp{lu.Ala As? (0t 0), are pulalire RNA h€iiceses. Th!, are implicated 
'n 

a

numb6 ol c€lluld plocesses,*a,ia an"'totr i fri-iclttl'v-irtautt *i'is llanslalionr lialrdr' lude'r and mrlodroodial sdionq'

60d nbosorne aod spliceosorn€ a,""rrbt' Ba"td;;;t;;ifli- p"nern'' "*" '*ber-s 
ol liis lam'lY are behered loberwdved tn

dnHvooefles6. sodmatoqarais aoa ceuar EJti 
"na 

o"il*' rfiii 9"t" *too"t a DEAD bor Botern whrdr rs an enzyme 0|al

msses;es bolh AI F.se and DNA helicase aclivi ;;;fr" i" 
" 

nu'ioa or tl" ytusl cHLl gen. end mav luflc t on lo mainlain

duornosome rangnissrsr ro"riu 
"no 

g.n-" ",iirryl.lIilffi;LilA['in.r[ipil 
ri",*,pr r,nints encodrng drstncl rsofo'ms'

Iprovided by Refse+ Jul 2m8l

GALI{T12 lhrs qane enm*s a m6n!d of a lamlt d uopselNArpdyg.plid€ },1{celylgdact6antlNllransiereses, whici calrlyTe the

tr$sle, o{ N aceMq.lacto6amrne (catnro trom ijDi-itfni" i" 
"-i'ii't 

i ["*trne ieid'e on a mlYoeolioe accep tor n lhe rorlnlslep o{

0 linked orotin slycocvlalron. uur.o*t 
'n 

rn't gllit Ji "";;#;i,ii'a. ;t"tptiulitv to doeaat ctncer'{ptc roed bv Retseq'

Mar ml1l

ABCG2. The membraneassocaled protein arcoded by ltri! gene rs rnduded in.tfi€ sup€rtamily oa- ATP tindnq cassefle (ABC) tlanspdte's'

lBc oroldns uanspdl varrors maeqies adocs;;;llii]nli"'ar"r* tn*ttanes ABc gares ar€ dhded inlo seven dslrncl sublamrkes

{Aec.r. uoR/rlp, uRp,lt-D, oa8p,ccN20, trhile; i;."J,"'rl* J.i"i" 
"r 

itre whrte s-ubfamilY. Ahernatvelr reldled loas 
'bleestcancr

re$shnce glotelo,lhr. prot"n t'nct'*s 
"" 

a '"fuoti 
l"nspJa *nat mal cray ' 

maior 
'de 

ln hfllndruo le'isbnce ll hldy sefles as a

erur", derense medran*m ,n ,op.." ,o .n.Hr"ii;i;;il;r" ;,;;;e. siq.[tcenl ee.essior , this plolern has been obs'rved

.n thE oletita, rfiidr mav $qgesr a porenrirr rili;l;i';t'a1di 'l' 
pi"*ti"o*ue lirlliple ktDsdipl Ytnlnls encoding dif lcreol

,.i"lrJnir"'u"-l"rri ror-tirs 9oe' lgovidec bv Re{seq' Apr 20121

AsIt{2.Thisqeneen.ldesap'ol€lnlhallselF€lsedlnthebran.ndmayluncliinn€Ulonal.miqlalion,basedonlunclionalsludle.olttl.
r.lalpd asllolactn 1 qt'|e in rt,.,n 

"nc 
t*tt''i 'aio.l ir ]" ro-" r'L t""n 

"ssociared 
wlth sdtizohrcira' lt'jlliple lranscrlpl va'ran6

ffi:'"fi;#;i;'il;; haielen tcr:no tor ttrrs toc.s lprovr&d bv Rdseq Mav 20101

Drug lnformation

Pembrolizumab (KeYtruda)

PErnb,diamab ia . ha!*y sdacliYe EG'{aPPa lun"ired monodo'El tntid' agtin't P$l tcc'pld' lt rv" o'n€r't'd by E ttnq tl€ v'n'Ue

seQr.hce. or a r6y hiqrt ftnry ,-.e .dtu#';;i;ftil Jt;-hr"-'hc+r{pr i.orvpG uitl tre co.rdnhq a 3rabisdnE s?28P Fc

i ndio.l.

olaparib (LynParza)

olapdib (Lrrp.tze) i3 an .nlneopltstc ag'ht Pdy(aDP-ribo'e) tuyftt"e 1;2;3 hhibitor' (P nP123 ii'tillitq)'

L,,pdzaisapd,(A0pibo6.)qy."*"!'_lnii:H[J*?,Sg.ffifiEy*$*Ti$:::"'ff:ffi:'::fiffS"'1"'ff.t,
tr;he BRcArnutat.d advanced qi ian cancE

iliJ - * rol"pp,o""o coltr06tu'n dagno6lic {" LF?ana'

Talazoparib

TdazoD.Iib is . polv(ADPrtue) Pdynerasel' 2 (PARP l:2 !tliuto')'

Td.zoo6flb Yras a9proved by lhe mA lo' us€ in g€flline BRCA m'Iitt!4 }ffl2 ncg.th: lTl!-*tt-d "*oUG 
bt'ast cdrclt orl octob'r

15 20iB uoder thr r.de namc r"rzrr"a. reazfiitpciil; pl-nioit"t a rdrrr or ora ddnaoe rn c.ncer cdl6, .llowhg tc'rnrrulttoo ol

dmaoe and PARP oliA co.iPle'o n+ai' 'salSJIi'; 
Jt" pi',t-t""-o"i ttp"'pit a'c;t' c'ocditibulc lo trec'tolqrcit ol

Tararooar.. Tara.op ib rs inaor"o r, m ro.t?lii-iiJil" " 
*.p*ri oitt"rdrs gsrntine snc n,,tat'd, HEP neg'tive lo."ll'

advanced o. nretasttlic blealt cdlcs ln addG

Paliot tlame Hameed M.ieed Maj€ed. Sdneer case l: t{G96{0E21 5
Paqe 4 ol9
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tliraparib (Zejula)

NiraPaib (ZEJU[A) is an inhit lo. ot poly (ADP-ribose) pdymerase (PARP) wilh potenrial antineoplaslic artvity. PARP inhitilor Mxt827 inhitils
PARP aclivily, eflhanciog $€ a!. mulalioo of oliA slrdrd br6ts and promoling qenomic insiabitily and apoptosis.Ihe pARp famity of prol€ins
delecl and repah single shand Dt{A breaks br lhe bise€r.isior r€Fir (BER) pathwa!. The +ecifaa PARPiamity nember target fo iARb inhibitu
M(4827 is unlro{n. (NCl Thesaurus)

zEJULA is a polr(ADP{ibo6e} pdymera6e (PARB id$}itor indical€d fd tfie maintaance trealmmt of adjt patimti with reonrert epitlelial
ovadan, fallopian tube. or Eimary pe loned caDclr $to are in a cdnplele or portial response ro platinum{ased chernoille apy.

Rucaparib iRubraca)

Ru6pa.jb is a Poleot mahmalian polr(A0P{ibc€) pdyrner.sr 1,2.nd3 inhitils wilh .nlic.ncer properties (PARP1;2;3 inhitito.).

Rucapalib is 3n inhibiloa of PARP 1, PARP'z, and PARP'3. Via an inhibilory e{fecl on the PARP enzymatic acliyty. rucaparib dedeases the lormalion
ot PARP 0NA ccmplexes tesulling in DNA damagE, apoplosjs, and cdldeath. ll is proposed lhal PARP inhibition specafically targels lumor crjls wiih
preexisling HRD, suct as those cdls possessing mutalioos in the SRCA1 or BRCA2 genes.

APR 2,16 is a lrrslindass agenl taqetingmutanl p53- ln vilro dd in vivo predinical models have d€monslrated tha1APR246 has excellenl efficac-y
in 0C (both adenocarchoma and squamous cdl carcinoma) end polen y srnergises wlth dremolherapies used in lhe lreatmeni of OC, reslding
sensilivily 1o dh€tnolherapy{esislanttumours. An inilial phase I djnicaltial has shown aPR'24610b€ safe in humans and early resJlts from a
qfireilly innjng phase lb/llttialof APfl 246 with carboplalin and lipo6omaldororubicin inovarian cance. havebeen promisrng. Together,lhese
data provide a sbong ralionale for investiqaling ie efticacf of APF216 in 0C_

APR_246 has beff usei in lrials studyang the lrealm$l of Proslatic Neoplasms, Hemalologic Neoplasrns, and Platiaum Sasitve Recu,renl High-
grade Serous ova an Cancd With Mulated p53.

APR-246 is an aflalogue of PRIMA-], vrhich modifies ihe core dornain of muiafll p53, re$lting in resloralion ot wild-lype p53 coiformalid and
reaclavalion of numal p53 funclion. leading lo increased cdlcycle arresl and lumo, cell dealh (PMID: 2M98615).

Sulindac

Sulindac is a CoX 1/C0X-2 inhbitor. h js being evalualed as a polental canc€r chemcprev€llive and lhdapdJlic &ug in dinrcal l als fo. a variely
ofmalignancies-

Cele€ol,b isa seleclive cyclooxygen ase2 (C0X.2) inhitrilor, is a nmsleroidal anlii nflammalory drug(NSAI0). ll is used lo manage symploms of
vario{rs lypes of arlhrilis pain and in lamilial adenomaious pdyposis (FAP) toreduce pr€cancerous polyps in lhe colon. ll is marketed by Pfizer
uBder the brand nameCelebrex, andwas initially qranted mA approyalin 1998 lnlereslinqly. seleclive C0X'2inhibilors (especlally a-elecoxib), have

been evalualed as polential cancer chemopreveolive and the{apeutic drugs in clinical trials lor a variely of malignancies-

Sirabresib (0TX015 o, M({628) is a potenl EET bromodomian inhibild, whid) largels the BET bromodomain proteins 2, 3, snd,{ (BRDZ3/4)- 8R0s
2, 3, ahd 4 are mnsidered polgllial canctr lagels because of fieir pirotal rde in regulaling lhe transcriplion oa g,oyvlh'pomoling g€nes and cell
crcle requlalors. 0TX015jslhe lirsl BRD2/3/4 idibilorloenler dinicd lrials. Lhon adminlskaUon, barabresibbinds to the acelylaled lysine
recognilion motfs on lhebromodomain of BEf proleins,lhEeby preie[tng$e inleraclioo belwe€l lhe BET proldns and ac€lylaied hislone
peplides. This disrupls dromalrn rernodeling and g€ne expressron.

lmatinib

lmatinib is indicaled lre€lmenl of Pl ladd phia chromoso.ne positive dronic myekid leukernia (Ph+ CML), Ph+ ac le lymphoblastic leukaern,a,
mydodysplas{c/mrdoprolif€rative diseases, aggresslre syslemic mastocylosis, hypereosinoph ac srndomeand/or drcnic eosinophjlic la*emra
(CEL), dermalo{ibrosarcoma protuberans, and maliqanl gastoinlestinal slromallumors (GIST). ll inhibils proliferalion and induces apoplosis in
Bc1 Ablposilive cellhnes as vydlas fresh leukemiccells from Philaddphja chromosome positive dllc{ c myeloid leulemia. lmalinib also iohibits
the receptor lyrosine kioases lor plalelel deriyed growlh laclor (PDGF) and sl€m cellfacior (SCD - called c+it-

Dasatinib

Dasatjnib is an oraldual BCR ABL and Srcfamily tyrosinelinase inhibilor apFca,ed {d usern paliefltswifi CML, ALI- and MPN. The main largets of
Dasatinib are BCR ABL SRC, Ephflns and GFR. 0asalinib, al nanomdar conc€fllralions, inhibils thelollowing kinases: BCR'ABL,SRC family (SRC,

LCX, YES, FYN), c-XlI, EPHAZ and PDGFRA. Based oo modding sludies, dasatinib is predieled to Und lomulliple confo.malioos of lhe ABL kioase.

ln vilro, dasalinib was active rn leskemic celllines reFesentfig varianls of imalinib mesylale senSlive and resislanl disease Dasatinib inhibiledihe
qrowlh of chroiicmyeloid leukemia (CML) and aorle )ymphoblastic leukemia (AU) cdllines oversxpres:inq BCR'ABL
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Bosutinib

ffJ:I'i,':r:;f"ffll"f;l?I'lfliflH*'**:roirr$tits€yer.rrvro6ioe kmases $ch assrq Lyn, and rhrqwhd,..emcmb€rs orrhe
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Potential Clinical Trials

hlSs://clinicallriels. g
ov/study/NCT059029
88

Requiling

htFs://clinicallriats. g
ovlsr!dylNCT074448
14

Rectuiting

htlps://cljnicallals.g Recruitng
ov/sludy/NcT073973
38

Detailed Results

A Phase l/llSrudy of
VLS-1488 (an Oral
KlF18A lnhibilor) in
Subjects Wiltt
Advanced Caner

A Phase i Firsl in-
Human Strdy o{ pT(/
-0fecled Antibody
Drug Conjugale HWX
007 in Padidpants
lvilh Advanced Sdad
Tumots

A Phase 1/2 ops|
Label, Multicenler
Slldy of RAS(oN)
lnhiirlss an

CdnbinatqlWilh
lvomscimab With tr
Wilhoulolher AntF
Caicer Aqeols in
f,alieols With Sdid
Iumoas

Lung Cancer vLs.1488

LLrng Cancer llwx-007

Lung Cancer

MemorialSloan
Kelle ng Canrer
Ce'ller, New york, Ney
Yo* 10065

Haclensack
Lhiverdty Medical
Center 'Jdm Theurer
Cencer Cenler,

JersE 07601

Daraxfirasib,
Eirdlrasib,
Zddonrasib
lvonescimah
Ca6oplatin/Cisdalin
+ Pemekered (Dose

Expansion only),
celurimab {Coho( C2
0nly),

Carb@alin/Cisdatrn
+ Pemelrexed (Coho,l
82 oily),
Darardfasib (Cohorl
8ldy)

NEXT Vironia, Fairfar.
virginia 22031

Trial URL Stalus Title Disease Drug Sites

Single Nucleotide Variant (SNV) and Inserlions.Deletions (INDELS)
Gene nahe Hgvsp Hgvsc

NM-000546.5:c.

375+1G>A

NM_000038.5:c.

4031C>A

Amino acids Codons Conseqrence Allele

splicr-donor varianl

Read

deplh
Predicled effect
on protein

TP53

APC

SEID2

0
frequenc,

85.66 214 0

NP-000029.2ip.

Ser I344Ter

NP 05,4878 5:p.
Serl85Ter

NP 00r073135.
1:p.Ala146Val

NM 0'i4159.6:c,
551C>G

NM 001079668
2c.437C>T

lca/lca

gcc/gTc

slop_gaiIed

slop gained

miss€ns€ varianl

0

dd"tarl"6

0 0

tCa/lAa 14.42 413

64 96 234

Nl(X2-l
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SUZ]2

LYN

Doxl l

GAt-NTr2

NP_056170.2:p
tug555ler

0

NP_001214073.

l:p.lyr202Cys

NP 0789',t8.3:p.

Cysl0Arq

NP 004818.2:p.

Glnl4l Lys

NP 937831.1:p.
Ser390Ter

NM_0't5355.2:c.

1663bT

NM,00l111097.
2:c.321 5C>T

NM_001257141.

1:c.605bG

NM-O2161L4:e
28T>C

l,tM_004827.2:c.

12lC>A

rM'r98't8g2c.
1169C>A

Ag,/Tga

0

tAc/lcc

Tgc/Cgc

Cag/Aag

tC6/lAa

0

deieterqis

0

0

\tc

c/R

Q/(

slop qaaoed 40.86

'spl ce reg on varia 29.6/
nt.rnlfon varianl'

mlss€nse yarianl 10.17

missense varianl 8.92

missense valant J00.0

slop gained 89.63

ddelerious - low
mnfidmc€

lolerated

1050

1109

311

213

126

211

0

ABCG2
(RNA)

ASIN2
(RNA)

This h a next generation sequencing (NGs)test that involves separate analysis of DNA and RNA paners for
abnormalities that are reported to be altejed in various types of iolid rumor;. The 0NA panel is composed of 434
genes and the RNA panel is composed of >1600.genes. The DNA and RNA components of this assay were developed,
validaled, and set up as separate tvolkflotvs, yrith independenl extraclion, library preparation, sequencing, and anilysis
piPelines. The NGs assay also detects several viruses that are important ln oncology, inctuUing e'Bv, Hci, HfLv.t, i0J
TTV. TTV (totque teno virus) was first discoyered in a patient with non-A E hepatitii and is no* r"qurouo ,. . ,u,i oi-
the hxman virome. ln general, TTV does not cause palhology an immunocompetent individuals. TTV is considered as a
malker of immune competence in patients with immunological impairmenl and inflammatory oi.ora"r.. H,!f iiv tJ
is associated with increased risk of infection. ln patients ;ith orgin transplant, low TTV load is associated'with an- 

--
increased risk of rejection.

Nu-cleic.acid is holatedfrom pararfin-embedded lissue. For optimalresults neoplastic cells should be greater than
30% oflhe analyzed cells. H&E-sections are revie*ed by a paihologist and tumor-enrichment is perfor;ed by

:pf9l:...111 -h.I possibre. Testrng is performed using massive parafler sequencing of the coding DNA;f the
Iisled genes. Thjs includes sequenclng of allthe exons as well as approximately 50 nucliotides at thj5,and 3,ends
ol€?cn codlng exon lo detect splice site abnormalities. The TERT promoter region, including the hotspots at 124 and-146 bp, is also covered. our DNA sequencing.merhod has a sensitivily of 3% f6r detecling h;rspor m;;tro;; a;d;;
for detecting single nucleotide variants (sNvs) and small (<60 bp) ins;nions/ deletions (i-noetsj. usr sraius L iniui,eu
by interrogating allavailable genomic microsalellites coveied. Borderline MSI results byiles aie conttrmJ oy
fragment analysis. Tumor mutalional burden (TMB) is measured by counting all nonsynonymous variants and filler
settings as lollows: (A) Pass all filters; (B) inside genes; (C) had a mutant all-ele frequincy ,S*; 101 not touna in itte
dbsNP (to-exclude germline vatiations). The median for iMB is t0 mutations/Mb b;sed on lung circinoma analyiis.
The cul off for other tyPes of tumols is not u,ell-eslablished at this lime. significant gene amplificafion and deleiion
(copy number variants) are arso reported. Targeted RNA Ncs is perrormeo "ty 

trytrioiapture and dupri*res aie
excluded for levels measuremenls. The universal Human Reterence (uHn)nful'is used as control. Alldetecled fusion
transcriptsire Ieporled. whilelhe major focus of the RNA analysis i; the detection of fusion maNl, muratons in ihe

:Itf:t:1111:l th:.analyzedgenes, HLA ctass i qenotyping, ;nd Epsrein Barr virus (EBV1. r,rrrn p.piilor.riiu. 
'-

!ll^r.]:irTi_i yTl,notropic virus rype-l (HTLV|), and rorque reno virus (TTV) virat RHn aie atso anatyzed ana
Iepone0. B- and I -cell cl0nality ',!lll be reported, if clonal or clinically relevanl. The senstlivity of this assav in detectino
fusion mRNA is between 5% and 10%. This test specifically covers tianslocarions thit te;i;il;il;1;; il;;;
RNA. Translocations that lead to deregulation of expression can be addressed by this test if compared to lhe
exptession ptoper normal control. since the clinical relevance of lhe RNA expresiion level of moit of the genes is not
clalacterized at thrs time, only a few specific Aenes l\,ill be commenled on when abnormalities are detecl;d. c0274(ru L I, mHNA levels aIe leporled lvhen they are significantly eleyated. This assay is nol designed to detect minimal
residual disease and should be used for diagnosis. performince of the assays miy vary depenoent on the quaniity
and qualityof nucleic acid, sampre preparalion and sampre age. Decarcified specimenjhave not been varidated. 

'
Decalcificalion with slrong acids is not recommended and miy lead to poor nucleic acid qualily and suboptimal
results The testing is not valadated lo d€tect germline abnormilities. Pltential germline mutations detected
incidentally should be confirmed by tests specifica[y designed for detecting geinrine abnormarities.
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Eased on our validation study, the following exonic regions of lhe genes lisled below are not covered appropriately
< 100X covelage and sequencing by NGS may not be reliable rn these regions. The poor coverage is primarily due to lhe
inherent dilficulty in obtaining adequate sequencing coverage in regions with high GC content. No wellcharaclerized
holspols are presenl in these regions. ASXLl NM-00'l 164603 20:30946620- 30946635, AT M N M-000051
11:108186550-108186638, BAPI NM-0M656 3:52443858-52443894, BCR NM-004327 22:23652510-23652620, BRD4

N M-058243 '19:15353808-1 5354193,5355041'l 53554'1 1, CCN E1 N M-00'l 238 1 9;30303463-30303485, C0274
NM,00'1267706 9:5456109-54561 65, CD79A NM-001783 '19:4238473 642384805, CSf3R NM-008760 1:36937667'
36937740, DDX] I NM_00'1257144 12:31 240872-312N917 , ERBB3 N M-001 982 12:56492284-s6492359, FANcI

NM-001113378 15:8s83 591S-89836052, FLT3 NM-00it119 13:28674605.28674652, FLT4 NM-002020 5180035281-
1 80035284, GENl NM-001 130009 21795448617954525, H3-3A NM-002107 1 :226259140.2262s9180, lRS2

NM-003749 '13:110437126t'10437363, 1104378051 10437899, 1 
'10438359' I 10438400, JAKl NM-002227

1 :65309747-6530921, MAGI2 NM-012301 7:77648719-17649014, MITF NM-000248 3:70005606'70005681 , MYCL

NM-001 033081 1:40367518-40367565, NFl NM-000267 17:29664837-29664898, N0TCH2 N M-001200001

1i120572528-120572610. PBRMI NM-018313 3:526n264-52677322, PlK3R2 NM-005021 19:18272089'1821230s,

PM52 NM-000535 7:6013024-6013173, RANgP2 NM-006267 2:10936316&1 09363254, 1 0936719'1093 67838,

109367984-109368069, 109369453-109369497, 109378578109378651. .RHEB NM-005614 7;1 51216546{ 51216597,

SUFU NM-001178133 10:1042639'11-104264039, TNFRSF14 NM-003820 'l:249430/t' 2494335. Data was annotaled

against GRCh37 (h919) Ielerence human genome using Nirvana v3.17.0. This human reference is based on the

cRch37.p6 version of lhe human genome assembly.

Thc bble bdow mry cor .in r p.rtial list of th€ tcshd DilA 9.n6. For a co[lplGte list, Plcasc go to:
i:t r1ls , ge no m r.t. tt,ng!,qJ-pi r i1!1e. iaE-gflt qnts lgsil! q lrd:tum o r pr ollle pl! s1 (ciict th e DNA tab)

The bble belovr cont im i pa ial lbr ol tllc lc.t d RrlA gGncs (Fusions/ErprcEsiot). For a complcte ll3t, plasc go

to:..,,,. r3r .n L't (clic*, the RNA tab)

surRcSl

socs,

sor!0

Patrent Name Hrmeed Majeed Majeed, Sameer Casa r: NGS26{(8215



)

ARr02 8'tcAl

astl] RncA2

GENOMICol 25371 Commerce,{re 0ive, La&e Foresl CA 92630
Tel: 1366-184-8870 r{yr .genomicbstingcooperalive.cori

CLI t:050? lgt7 CAp*:9411S74

N0ICH3 P!C6l

PtC6?
ATE28 anDa

Dox,ll

DlcEil

t|Gn

ilgrS

tuRc

ILTF

,,,1-:r M.T

{L!_:: tr -' NmSl

MD5]

RlDst 3

M05r c

SBF'

s0lA

srltS

sfic
scc

stsFl

cix6 oD(l

cD(8 D0n2

cDxnrA oDxll

cDlqt I
8T61 C0$l2a

Felu cll2

NSor P0t0l

SROS SPEIY TNFTIP3
ERRfI]

ESnl

ElV6

€rc1

altl2

RNA Fusions/Expression

Fusion/Expression

.IC ERG

CRIF ETS]

F0)(o

ssrs

3CLz

C3F8 CAE88P ETU]

ccNol Et882 ErV6

tlxxr
NIX&

fiTN,G

Nr.P2r 4

8CL6 ixzFi

e!l
$lea2 l TCfS

NOICItr,I PlcaLir nlnA RUtXl Tl rao

2.

Reference

Tumou and micro€nviroiment crosslark jn r,lscLc-pr-ogressim and respons€ ro herapy. Rahar z, Er Darzi R, Mogilraddam sJ, cascone T,
Xadara H. Nal Rev Clin oncot. Z02S Jnt;2211)..163 82_ ddi 10.1038/s4 iS7.l,02S{r OZilt. tpuUiOiS Uay tO. pUtO,.lO:ZsgSO.

Recenl-advances in lherapeulic slleleqies for nonsmall cell lung cancer. $ Pt- Furuya , Asrar A, Rolfo c, u z, carbone Dp, He K. J tlemaloloicrl. 2025 Mar 27J8(t)r35. doi: I0.t l g6/s t 3O4S.O25.01 6U S,t. ptiltO: i0t,1O9tt.

Electronic Signaure

Ahmad Charifa, M.D.

cflffi Testn! coope€tE, t cAseas.s tne coord'natT 6!,rrld) torrnl3 .gy lrr k r6po.r3de for der.lrte3t D.nrrrtle ar{ r.rotnq r he tesl (safroteptc.sis, sequaone 610 dst' qenetuI@ pe.d*d;t G"*6 r*t"9 cqi".r"". iii. isriito,,,"i,J,m o",e r."r. r.*rlcr si6ri-rr;;l oi;"b,r,&l.., Arb,ta.. M.D. A..,sE orre d ! M' peno@ ry GeM" r.,tnq coi*oi., icii.-u,1iii1-i-ii#iiio,," r"r..*, ca siej,r.-iiia"i|;-R;; h.a'BDr MD (cLraroso2lrerTcAple,i4r14) r gsnns Fxdog"in"iEpon"Ct"Gr;-; -i";.6.elE1ion t.;db; fi;i;;;;;lfi;;; ".,*
I rF !4s1 @ &velooGd ano rts EiomE cE6clra<{c !v€ be.n &rerhimd .y cglom r6tng coora.snve, I c A lh,s ten h.s 6r bRn .pp.oved br t}. F DA T.eFDA h.s dere red s6h d@Be d 

'pr.mr,s 
mr n@s,.iy r* ruorr.v iiiLr Jrineo-r- ilioiiiffii iii.gglly 61,;"".1""1*

Palient Name: Hameed Maieed Majeed, Sames Case*: NGS26-008215 Page 9 of9

FGFN]


