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BILEF/NNRIVEEICH T3 RBFARAD D

> BITF/NRIVIRBOERBICHEWL., WeAE (FBhE - BEER) D
FEIT HEEHERIETFEE (ZTRFRR) P %@*%L
RIEINS

> WA EDEFEET 3 RO RBOREEEFIZ. BT F/SRIVIR
BOERDIZEIE. IFLA LDV EGHEEDEEELGFTH S

> W AEDGFET DI RHREFPRW S N-5E. FArz/EE
tT5ZEH,. ACMGIEHTHITHbHINTEHEY ., hHEDEE
EEEMAREZWHRETIAETHIO%NHER L T35, AMEDYI
THRKDOAEHZITHLHTFETH S

> LT=D> T, BIEF/SNRIABEOERICH > CEEGEEEE % i
ETBARFRRICEYICHETZ 2 FI’RETH S

> BIGFNNRIRBETOZRFRIE. FADAL ST EEGIER%E

HETI3MFEEOREEBICHOREZTLREZNS LVOEBEHESNE
ﬁéﬁx%tw EHM&E&ﬁ?/tU/7Wﬂ®%tTﬁm

FIUV7+#0—-TFT v T7HTELIRHIPLETHS

B1E 245/ LERRRILERER (KM SOREBMIETEY77—%Y 77 1—7
HAY / BEBREHEARE (R <50 3 BEEEESHEERIC LT I RAKEENLY
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NCCH Y ANRXNIZKBEEBFZ7AZ774 U S

cERNAAREE X —TCHRLELLE-ZEEEFEHxEy b

c =y b v TFr—EEAVT. 114EEFOLTE - BIEE LU,
13EEFORMSDEENLT vt 4 CHRITATEE,

B ERES R EE R F IR

114 mutation/ amplification(whole exon)

13 fusion genes

ABL1
ACTN4
AKT1
AKT2
AKT3
ALK
APC
ARAF
ARID1A
ARID2
ATM
AXIN1
AXL
BAP1
BARD1
BCL2L11/BIM
BRAF
BRCA1
BRCA2
CCND1
CD274/PD-L1
CDK4
CDKN2A
CHEK2

CRKL
CREBBP

CTNNB1/b-catenin

cuL3
DDR2
EGFR
ENO1
EP300
ERBB2/HER2
ERBB3
ERBB4
ESR1/ER
EZH2
FBXW7
FGFR1
FGFR2
FGFR3
FGFR4
FLT3
GNA11
GNAQ
GNAS
HRAS
IDH1

IDH2

IGF1IR

IGF2

IL7R

JAK1

JAK2

JAK3
KDM6A/UTX
KEAP1

KIT

KRAS
MAP2K1/MEK1
MAP2K2/MEK2
MAP2K4
MAP3K1
MAP3K4
MDM2
MDM4
MET

MLH1
MTOR
MSH2

MYC

MYCN

NF1
NFE2L2/Nrf2
NOTCH1
NOTCH2
NOTCH3
NRAS
NRG1
NTRK1
NTRK2
NTRK3
NT5C2
PALB2
PBRM1
PDGFRA
PDGFRB
PIK3CA
PIK3R1
PIK3R2
POLD1
POLE
PRKCI
PTCH1
PTEN
RAC1

RAC2
RAD51C
RAF1/CRAF

RB1

RET

RHOA

ROS1

SETBP1

SETD2

SMAD4
SMARCA4/BRG1
SMARCB1

SMO

STAT3
STK11/LKB1
TP53

TSc1

VHL

ALK
AKT2
AKT3
BRAF
ERBB4
EGFR2
EGFR3
NRG1
NTRK1
NTRK2
PDGFRA
RET
ROS1

BI3BHAYT / AEERPREHAEREEZGSWG

BXll ERTEASATOLIREFSFNVREDORRICOWVWT (AlIBRERKER)
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https.//www.icrweb.jp/

(A AR B FES SR ERAERD



BILEF/NNRIVEEICH T3 RBFARAD D
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RIEINS

> WA EDEFEET 3 RO RBOREEEFIZ. BT F/SRIVIR
BOERDIZEIE. IFLA LDV EGHEEDEEELGFTH S

> W AEDGFET DI RHREFPRW S N-5E. FArz/EE
tT5ZEH,. ACMGIEHTHITHbHINTEHEY ., hHEDEE
EEEMAREZWHRETIAETHIO%NHER L T35, AMEDYI
THRKDOAEHZITHLHTFETH S

> L1=B> T, BEEF/SRIVEEDERICHE > CEGMEEE % il
ETARFRRICEYICHETZ 2FFIPBETH S

> BIGFNNRIRBETOZRFRIE. FADAL ST EEGIER%E

HETI3MBFEOREEBICHREZTLREZNS LVOEBEHESNE
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Incidental findings (HEE L 7=-HARKBrZBZ TREA.
RUVWEIh-BIFER) ORVLHHERE
BFMFTR (incidental findings: IF) ®320AhF3Y —
(1) &% %ZBHrIREEDOKE VERGEFERICEATIHD

(2) EETH->TH, EELAYVRELEY TE57-00@BNLEFELIEL., FERIFENLIER
BFHWICETSHD

(3) BRPEIEICE>T, SREEERLGRELVELD LRBEDAEWEEBRICATSHD
(1) 12V TiE EBREVIFRATZHFLELLEWVWRY) BREEY

(2) IE2WTIRHEATORIEZMREDHIBTICENLS
(3) IE2WTIIRRIERATDAEHET S

Recommendations for reporting of secondary findings in clinical exome and genome

sequencing, 2016 update (ACMG SF v2.0): a policy statement of the American College of
Medical Genetics and Genomics. Kalia SS, et al. Genet Med. 2017 Feb;19(2):249-255.

> KEERKER - 7/ LFE (ACMG) HERKRICH T 5B T / LigHR
DEFEBIFTRDOEY HFWICOWTHE = FEK

> ACMGTIX, BERZEREANRINIANZT LT B2THERLIETFNDY X b
L7,
2TH&ER, 16%kE (59%) M ETHEES
BIOIBIEFH., 22:8IzF (37%) HEGIEES

> ZRIFRR (secondary findings: SF. AEDHKDH D Tld i LWHIERER
ICRWEShBARR) ZERT 3,
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ACMG SF v2.0 genes and associated phenotypes recommended for

vortuirn nf carnandaris findinace in Alinical caminncing

“REFAR ORISR S B EEF L BEAERE BREEREREEDH) :

Phenotype

Hereditary breast and ovarian i

Li-Fraumeni syndrome ’E%% M I M (ﬁ%)

Peutz-Jeghers syndrome

Lynch syndrome TR N . BF N 604370
BIGEIDA - IEDA 612555

Familial adenomatous polyposis LI - Fra u menlﬁﬂ;g¥ 1 5 1 623

MYH-associated polyposis; ade Peutz-J egh e rSﬁﬂ;ﬁ 175200

multiple colorectal, FAP type 2;

adenomatous polyposis, autosc

recessive, with pilomatricomas

s Lynch EAREE 120435

Von Hippel-Lindau syndrome

Multiple endocrine neoplasia ty gﬂﬁ'ﬁ']’i*ﬂg—,‘ﬁ U 7]': = :) R 175 100

Multiple endocrine neoplasia ty . . . 608456

FRYR—23

Familial medullary thyroid canctMYHE‘jéT ) _J- 5 132600

PTEN hamartoma turmor syndro o o

Retinoblastoma %EIE'-]: U 71-" - :/ R 174900

Hereditary paraganglioma- . .

pheochromocytoma syndrome Von Hi P pe|- Llnd a u’-ﬁ 193300
SRR BIEERE 1 B 131100

Tuberous sclerosis complex ! Y - 1 171400

WT1-related Wilms tumor f%rlilh;ﬁ"%dﬂifﬁ fhi d 162300

Neurofioromatosis type 2 amilial meauliary tnyrol

Eh\ers-Dan\ossyndro?ﬁe,vascu\cancer 1552401

s PTEN BBt 153480

dissections ﬁﬂﬂgﬁmﬂﬂﬂi 180200

168000 (PGL1)
601650 (PGL2)
605373 (PGL3)
115310 (PGL4)

EEEASHYTYF— -
Hypertrophic cardiomyopathy, *5@.%5] ﬂﬂﬂiﬁﬂiﬁ

cardiomyopathy

o 191100
AR L AE 613254
WT1-related Wilms tumor 194070
TR IR IEEE 101100

MIM: menderian inheritance in man, AD:#: & & E . AR:EEFH M.
KP: known pathogenic, EP: expected

Catecholaminergic polymorphic . ...
tachycardia

Kalia SS, et al. Genet Med. 2017 Feb;19(2):249-255.
ICRweb

PMID gene
review RIEFEH Ef=T
entry
BRCA1l
20301425 AdultBRCAZ
20301488 Child/adultTP53
20301443 Child/adultSTK11
MLH1
MSH2
20301390 AdUItMSHG
PMS2
20301519 Child/adultAPC
23035301 AdultMUTYH

. BMPR1A
20301642 Chlld/aduItSMAD4

20301636 Child/adultVHL
20301710 Child/adultMEN 1

20301434 Child/adultRET

20301434 Child/adultRET

20301661 Child/adultPTEN

20301625 ChildRB1
SDHD
SDHAF2

20301715 ChiId/aduItSDI_IC

SDHB

. TSC1

20301399 Child TSC?
20301471 ChildWT1
20301380 Child/adultNF2

pathogenic

37#, 105-126, 2016

https.//www.icrweb.jp/

MIM
BIEF

113705
600185
191170
602216
120436
609309
600678
600259
611731

604933

601299
600993
608537
613733

164761

164761

601728
614041
602690
613019
602413
185470
605284
191092
607102
607379

Variants

ance®  report®

AD KPand EP

-
mEst [ BET 8 o
AD KPHBLUEP 7 (e
AD  KP# L UEP
AD KPHLUEP 90 @i
AD
AR® KPand EP
AD KPHB&LUEP o K
ho’m) '
AD KP#H&LUEP 7 «
AR*C KP# & UEP
AD  KP# L U'EP 43
AD KPHXUEP
AD KPHLUEP®
AD KP
B
AD KP
AD KP&&uEPRIEEE
AD KP# & UEP
KP# & U'EP
KP S
AD kg xusep RO
AD KPHLUEP|+. ¥
AD  KP# K UEP yff S48
AD  KP# L UEP
Fait



ACMG SF v2.0 genes and associated phenotypes recommended for
return of secondary findings in clinical sequencing

PMID Gene PMID Gene Variants
MIM Reviews  Typical age MM Variants MM Reviews  Typical age MIM to
Phenotype disorder entry of onset Gene gene Inheritance® to report®  Phenotype disorder entry of onset Gene gene Inheritance*  report®
Hereditary breast and ovarian cancer 604370 20301425 Adult BRCAT 113705 AD KPandEP  Arrhythmogenic right ventricular 609040 20301310 Child/adult ~ PKP2 602861 AD KPand EP
612555 BRCA2 600185 cardiomyopathy 604400 DSP 125647 Kp
Li-Fraumeni syndrome 151623 20301488 Child/adult P53 191170 AD KPand EP 610476 Dsc2 125645 KPand EP
Peutz-leghers syndrome 175200 20307443  Chidladult  STK11 602216 AD KPand £P g?g‘:gg ”‘gggf fgg‘ﬁ
Lynch syndrome 120435 20301390 Addlt ML 120436 AD KPandEP  omano-Ward long-QT syndrome types 1,2, 192500 20301308  Childadult  KCNQT 607542 AD KPand £P
MSH2 609309
MSHE 500678 and 3, Brugada syndrome 613688 KCNH2 152427
603830 SCNSA 600163
PMS2 600259
- 601144
Familial adenomatous polyposis 175100 20301519  Child/adult APC 611731 AD KPand EP el i i 143890 No Childadutt LDIR 606045 D KPand £P
MYH-associated polyposis; adenomas, 608456 23035301 Adult MUTYH 604933 AR KP and EP 603776 GeneReviews APOB 107730 D Kp
multiple colorectal, FAP type 2; colorectal 132600 entry PCSK9 607786 AD
f;‘l::;”j@fm‘l’gmi‘CZ‘;:‘;ZOW' Wilson disease 277900 20301685 Child ATP78 606882 AR KPand EP
Juvenile polyposis 174900 20301642  Chid/adult  BMPRIA 501299 AD KPand EP Ornithine transcarbamylase deficiency 311250 24006547 (nrjaebw)b(c);riwld orc 300461 XL (iz;riwdhi:
SMAD4 600993 g ek
i . ) (female) hom)
Von Hippelindau syndrome 193300 20301636 Chiidiadult - VL 608537 AD KPandEP ) Fonant hyperthermia susceptibilty 145600 20301325  Child/adult  RYR! 180901 AD Kp
Multiple endocrine neoplasia type 1 131100 20301710 Child/adult ~ MENT 613733 AD KPand EP CACNATS 114208
Multiple endocrine necplasia type 2 171400 20301434 Child/adult RET 164761 AD KP
162300
Familial medullary thyroid cancer® 1552401 20301434 Child/adult RET 164761 AD KP
PTEN hamartoma tumor syndrome 153480 20301661 Child/adult PTEN 601728 AD KPand EP
Retinoblastoma 180200 20301625 Child RB1 614041 AD KPand EP %ﬂ:% % E /\ £ .a— g t .a— 6
Hereditary paraganglioma- 168000 (PGL1) 20301715 Child/adult SDHD 602690 AD KPand EP A E /A8 1— I] ,\
pheochromocytoma syndrome 601650 (PGL2) SDHAF2 613019 KP
605373 (PGL3) SDHC 602413 KPand £P 27 Jﬁ $ 59 13.? 0) U z I~
115310 (PGL4) SDHB 185470 100
Tuberous sclerosis complex 191100 20301399 Child 751 605284 AD KPand EP
613254 5C2 191092
WT1-related Wilms tumor 194070 20301471 Child wr1 607102 AD KPand EP 2 7;; ¢ 1 6;; (59(y ) b\‘ \51 I‘i EE
Neurofibromatosis type 2 101100 20301380 Child/adult NF2 607379 AD KPand EP 10N 10N (0] K H
Ehlers-Danlos syndrome, vascular type 130050 20301667  Child/adult ~ COL3AT7 120180 AD KPand EP .
Marfan syndrome, Loeys-Dietz syndromes, 154700 20301510 Chil/adult BN 134797 AD Kpand P 13 ? |:|:| 2 2 15 % (3 7 %) ‘ ‘5113 I‘EHEE
and familial thoracic aortic aneurysms and 609192 20301312 TGFBR1 190181
dissections 608967 20301299 TGFBR2 190182
610168 SMAD3 603109
610380 ACTA2 102620
613795 MYHTT 160745 . ‘e
611788 ) - —i ) ~
— _ » 2TRBISOVTHATADEERC HERDERDIA
Hypertrophic cardiomyopathy, dilated 115197 20301725  Child/adult ~ MYBPC3 600958 AD KPand EP
cardiomyopathy 192600 MYH7 160760 KP - * * _g—
601494 TNNT2 191045 KPand EP “- o L\ T E E 6
613690 TNNIZ 191044 KP .
-t
11si% PMI 19010 > BRICBIIZIERFHCEROXL - AL, .’ft\n
612098 ACTC? 102540 > > AN E/
600858 PRKAG2 602743 Bkl ZZITEAICED L 5 BIOEBHESNEE
301500 GLA 300644 XL KPand EP . - N .
608758 MY2 160781 AD  (hemi het, s s *ﬁETT HEAH
115200 LMNA 150330 hom) ﬁ 5 6 b > A 6 ’K b 5 6
KP

1l
H.

KPand EP S pAgy
Catecholaminergic polymorphic ventricular 604772 RYR2 180902 AD aKnP *EI#%E 1ﬂ! E $ 1KjJ I7 /t U 7 %

— 37%, 105-126, 2016
Kalia SS, et al. Genet Med. 2017 Feb;19(2):249-255. 10
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EIGHEIDA - IIERDA
HEBLFEZDHAFEENR

auag a|guIS

EFH LT E—H

RREEF fElREIBMZR | EIRF/IERE
=EREEEEF |5~20f3 BRCA1/BRCA2/RAD51C:

Hereditary breast and
ovarian cancer syndrome
TP53: Li-Fraumeni syndrome
STK11/LKB1: Peutz-Jeghers

syndrome
PTEN: Cowden syndrome

PEERENE 1.5~51% CHEK2, PALB2, BRIP1, ATM
BIET

oluagAjod

FXEFMZ

BEZZEEEEF 0.7~1.5(F FGFR2, TOX3, MAP3K1,
CAMK1D, SNRPB,
FAM84B/c-MYC, COX11,
LSP1, CASP8, ESR1, ANKLE]1,
MERIT40, etc.

Deutsches Arzteblatt International | Dtsch Arztebl Int 2011; 108(19): 323-30
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BiF/SHRIIZE D

BIEFRIRE

Myriad myRisk™

25 8 F = RIFICIRE

BR = Breast

OV = Ovarian

CO = Colorectal

EN = Endometrial

ME = Melanoma

PA = Pancreatic

GA = Gastric

PR = Prostate

OC = Other Cancers / Clinical Features

MYRIAD myRisk™ Clinical Handbook & Y &%

| Gene | syndome | Associated Cancers

BR OV CO EN ME PA GA PR OC

BRCAT
BRCA2
MLHT
MSH2
MSH6
PMS2
EPCAM
APC
MUTYH
CDKN2A (p16INK4A)
CDKN2A (p14ARF)
CDK4
TP53
PTEN
STKT1
CDH1
BMPRIA
SMAD4
PALB2
CHEK2
ATM
NBN
BARD7
BRIPT
RADSIC

RADSID

ICRweb

Hereditary Breast and Ovarian Cancer
Syndrome (HBOC)

Lynch Syndrome /
Hereditary Non-Polyposis Colorectal Cancer (HNPCC)

Familial Adenomatous Polyposis (FAP)/
Attenuated FAP (AFAP)

MUTYH-Associated Polyposis (MAP) Cancer Risk

Melanoma-Pancreatic Cancer Syndrome (M-PCS)

Melanoma Cancer Syndrome (MCS)

Li-Fraumeni Syndrome (LFS)

PTEN Hamartoma Tumor Syndrome (PHTS)
Peutz-Jeghers Syndrome (PJS)

Hereditary Diffuse Gastric Cancer (HDGC)

Juvenile Polyposis Syndrome (JPS)

Juvenile Polyposis Syndrome (JPS) &
Hereditary Hemorrhagic Telangiectasia (HHT)

PALB2-Associated Cancer Risk
CHEK2-Associated Cancer Risk
ATM-Associated Cancer Risk
NBN-Associated Cancer Risk
BARD1-Associated Cancer Risk
BRIP1-Associated Cancer Risk
RADS51C-Associated Cancer Risk

RAD51D-Associated Cancer Risk

https.//www.icrweb.jp/
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35,000 AL LD ZER DA BEZXWRIC, 25BDEREMED A BEE
BILFH ORSZEEF/SRI (myRisk) 1 REZFET

TBKMZRE (pathogenic variants : PV) Di&HER

0 \

2.5%—

2.0% —

y

S 5%

£ 1.0%

0.5% —

A g T T T T e LT T e Ty T TR g e G e g @ B g & @' g’ &
8 o ..k = & S B & &..3 S & < 2 R
%%|“§§852§QGHH§§‘§Q§”§§§§§|
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PV | £tk | BRCAL/2 [ Zoftt | [P® .1 BRCA1/2 | CHEK2 | ATM | PARB2
PVIRIHE | 9.3% | 45% | 4.8% || PVOSEE | 484% | 11.7% | 9.7% | 9.3%

\_ J
Buys SS, et al. A study of over 35,000 women with breast cancer tested with a 25-gene panel of hereditary cancer genes.
Cancer. 2017 May 15;123(10):1721-1730. 19
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Tung N, et al. Cancer. 2015 Jan 1;121(1):25-33.
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Standards and guidelines for the interpretation of sequence variants: a joint consensus recommendation of the

American College of Medical Genetics and Genomics and the Association for Molecular Pathology.

Richards S, et al. ACMG Laboratory Quality Assurance Committee.

Genet Med. 2015 May;17(5):405-24.
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Homologous Recombination Deficiency: Exploiting the Funhdamental

Vulnerability of Ovarian Cancer.
Konstantinopoulos PA, Ceccaldi R, Shapiro Gl, D'Andrea AD.
Cancer Discov. 2015 Nov;5(11):1137-54.

Approximately 50% of high-grade serous EOCs have alterations in HR repair genes.

OTHER (some may be HR deficient via upregulation l HR DEFICIENT
of miRNAs or other mechanisms) 1 BEEAT germiinemutabons 8%
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(Nucleotide excision repair) ~ BRCA1 promoter
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R How ICLs kill tumor cells.

Repair of DNA interstrand crosslinks (ICLs)

Fanconi anemia (FA) pathway

- )
DNA interstrand crosslinks (ICLs) Helicase
carboplatin Transcription Nucleosome
cisplatin DNA polymerase RNA polymerase factor \ /
: B,
: -
DNA damage Stalled Stalled Inhibition of DNA
accumulation replication transcription maintainance
Mitotic catastrophe | p53-dependent apoptosis
Death when apoptosis is absent
\ but vital DNA integrity is lost )

Double-strand break (DSB) repair

Homologous recombination (HR) pathway

DNA damaging agents / Interplay \

Unrepaired

Repaired

v

Chemotherapy-resistant

Deans, Nat Rev Cancer. 2011, 11:467-80.
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Predictive biomarkers of PARP inhibitor sensitivity.
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PARP inhibitors: Synthetic lethality in the clinic.
Lord CJ, Ashworth A. Science. 2017 Mar 17;355(6330):1152-1158 28
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PD-1 Blockade in Tumors with Mismatch-Repair Deficiency
Dung T. Le, et al. N Engl J Med Volume 372(26):2509-2520 June 25, 2015
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PD-1 Blockade in Tumors with Mismatch-Repair Deficiency
DungT. Le, et al. N Engl J Med Volume 372(26):2509-2520 June 25, 2015

CDOHARIE., X<y FIEEIREED pembrolizumab
DREF v 75K4 > FELEIC & B EEKRBIESE
DX —h—&LBnaEHEZRLT-,

Tumor Killing

Tumor Killing

ON
ON

A Surprising Match: Cancer Immunotherapy and Mismatch Repair
Posted on June 9, 2015 by Dr. Francis Collins
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MYRIAD HEREDITARY CANCER PANELS

Panels & Myriad myRisk® | Breast Cancer Ovarian Bg‘?;:i::d Pancreatic Cgr?cl:zrrel-?gL- Colorectal and | HBOC & Lynch
« | Hereditary Cancer Panel Cancer Panel Cancer Panel e Polyposis Panel | Syndrome Panel

Associated Genes Panel (104) (105) Ca“?f(;; snel (n) (:*(;57";;‘33; (102 & 103) (112)
BRCAI, BRCAZ2 (] ° ® ] ° ™
ATM ® L] ® ®

CHEKZ2 ® L ° °

PALBZ2 ® ® ® ] ®

P55 ® L] ® ® e

CDHI ° ® ] °

PTEN ® ® ® ®

STKI1 ® e e ®

BRIPT ® [ ®

RAD5IC ] ® ]

RADS5ID ® ° °

o : : : : : : -
APC (] e L] °

MUTYH L] @ ®

BMPRIA ® ®

SMAD4 ® e

GREMT** ® o

POLDT** ® °

POLE*™** L] ]

CDKNZA (016INK4a & pl4ARF) ® (]

BARD1, NBN ® ®

CDK4 [}

*Additional risks may be associated with each gene/syndrome.

**Large rearrangement only.

" For patients who meet Lynch syndrome criteria order: Colorectal Cancer High-Risk Panel (107).
~ For patients who meet Polyposis syndrome criteria order: Colorectal Cancer High-Risk Panel (108).

* For patients who meet Lynch syndrome criteria order: Colorectal Cancer and Polyposis Panel (102).
* For patients who meet Polyposis syndrome criteria order: Colerectal and Polyposis Panel (103).
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DECISIONS MATTER

Myriad, Myriad myRisk and the Myriad logo are either trademarks or registered trademarks of
Myriad Genetics, Inc. in the United States and other jurisdictions, ©2016
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Test Catalog > Panels and Genes

2 Search
Panels and Genes I
Request 3 samgle kit
Browse by clinical area or s=arch for tests and genes. For a list of Mew York state approved panels and genes please visit cur Contactus

MNew York page.

CARDIOLOGY

DERMATOLCGY

HEMATOLOGY

HEREDITARY CANCER

IMMUNOLOGY

METABOLIC DISORDERS AND NEWBORN SCREENING

NEUROLOGY
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Hereditary Cancer

Select a pre-curated test, combine multiple tests, or customize your own test for each patient. Invitae’s pricing is per clinical zrea for initizl order and re-requisition.

All the tests on this page fzll into 2 single clinical area. If your order contains tests from multiple clinical areas, you will need to send in two sample tubes and your order

will represent two billable events. Your test results will be delivered as two reports. Please contact Client Services with any questions.

& FREQUENTLY-ORDERED PANELS

Cross-Cancer Panels

P Invitae Multi-Cancer Panel
P Invitae Common Hereditary Cancers Panel

STAT Turnaround Time
W |nvitae Breast Cancer STAT Panel

This test analyzes up to 9 established genes that are associated with 2 significantly
increased risk of breast cancer and have medical management guidelines. Report

delivery is guaranteed within 5-12 calendar days (7 days on averzge) of Invitae receiving

80 genes

43 genes

up to 9 genes

the sample. |nvitae Breast Cancer STAT Panel can be ordered with 7 high risk genes - BRCAT, BRCA2, CDH1,
PALBZ, PTEN, STK11, TP53 - with the option to add on ATM andfor CHEKZ. This panel cannot be further
customized or combined with any other panel or gene(s). However, dinicians may re-requisition to additional

genes within the cancer clinical area within 90 days of the initial report at no additional charge.

GENES TESTED:

Primary Panal-

[ ercar || srocaz || comn | [ eaez || eren | [ s ||

Panel details and technical assay limitstions

Add-on ATM Gene:

ATM

ATM can be added at no additional charge with the same turnaround time.

Add-on CHEK2 Gene:

CHEK2

CHEK2 can be added at no additional charge with the same turnaround time.
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Search

Clinical Resources

i

b Ik

‘Gaenes and associated cancers
chart

Genetics resource hub
Hereditary cancer gene list
Hereditary cancer risks and
references chart

Invitae brochure

Patient Resources

s

W &

Patient guide: Genetic testing for
hereditary cancer

Patient guide: Genetic testing
simplified

Patient guide: Hereditary breast
cancer

Fatient guide: Hereditary
colorectal cancer

Fatient guide: Hereditary
gynecologic cancers

Test Information

]

Forms pags
Specimen requiraments page

Request 8 sample kit
Comtact us
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Transparent pricing, ethical billing

Invitae’s mission is to make high-quality genetic testing affordable and accessible to everyone. We believe in ethical and transparent billing. To assist
you through this process, we offer multiple billing options and have an exceptional Client Services team ready to work with you.

: m

Panels & genes Exome

View View

Comprehensive panel & single gene testing

Within a single clinical area, you can select a curated panel, combine multiple panals, or customize your own test for each patient—all for the same price. If you don't get

the answers you need from the initial test, you can add additional genes within the same clinical area within 90 days for no additional charge.

In addition, Invitae testing includes Clinical Consult Services to help identify the right test and clarify results (at no additional charge), targeted follow-up for family
members at no additional charge within 90 days, and VUS resclution to darify results.

D Patient pay

D Insurance & institutional billing S PA N E LS
Transparent pricing.

D Medicare . ) @ @
- Ethical billing. $250 lnl*
> Patient Assistance Program PATIENT PAY

= Panel testing that lets you take cost out of the equation with
no explanation of benefits =$1500 ever

S
= Comprehensive exome testing now available $1 5 00 o com—
) S

LR |
LIST PRICE
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