Fairfay

CrYobank

The Trusted Choice for Donor Sperm

Donor 4849

Genetic Testing Summary

Fairfax Cryobank recommends reviewing this genetic testing summary
with your healthcare provider to determine suitability.

Last Updated: 1/16/20

Donor Reported Ancestry: French Canadian, German, Irish, Canadian, English, Polish

Jewish Ancestry: No

Genetic Test*

Result

Comments/Donor’s Residual Risk**

Chromosome analysis (karyotype)

Normal male karyotype

No evidence of clinically significant
chromosome abnormalities

Hemoglobin evaluation

Normal hemoglobin fractionation and
MCV/MCH results

Reduced risk to be a carrier for sickle
cell anemia, beta thalassemia, alpha
thalassemia trait (aa/-- and a-/a-) and
other hemoglobinopathies

Cystic Fibrosis (CF) carrier screening

Negative by 99 mutations tested in the
CFTR gene.

Negative by gene sequencing in the
CFTR gene

Negative by duplication and deletion
testing in the CFTR gene.

1/2401

Spinal Muscular Atrophy (SMA) carrier
screening

Negative for deletions of exon 7 in the
SMN1 gene

1/610

Hb Beta Chain Related
Hemoglobinopathies including Beta
Thalassemia and Sickle Cell Disease)

Negative for 28 mutations tested in the
HBB gene

1/290

Tays Sachs Disease by enzyme analysis

Non-carrier by Hexosaminidase A
analysis

*No single test can screen for all genetic disorders. A negative screening result significantly reduces, but cannot eliminate, the

risk for these conditions in a pregnancy.

**Donor residual risk is the chance the donor is still a carrier after testing negative.

3015 Williams Drive #110, Fairfax, VA 22031

info@fairfaxcryobank.com
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Results Recipent Maie Female

Nama: DONOR 4849 Mot lesied
DOB:

Ethnicity: Northern Europaan

Sample Type: 0G-510 Saliva

Date of Collection: 05/08/2014

Date Received: 05/08/2014

Barcode

Indicalion: Egg or Sperm Donor

Test Type: The Counsyt Test

Report Dale: 05/13/2014

Counsyl Test Results Summary (Egg or Sperm Donor)

The Counsyl test (Fairfax Cryobank Fundamental Panel) uses targeted genotyping and copy number analysis as described in the
metheds section on page 2 to determine carrier status associated with 3 diseases. Please refer to page 3 for a complete list of
diseases and genes included in this pansi.

DONOR 4849 Partner
r’;.;_ DONOR 4849's DNA test shows thal he is not The reproductive risk presented is based on a
! a carrier of any disease-causing = hypothetical pairing with a partner of the same ethnic
mutation tested. group.

Reproductive Risk Summary

No increased reproductive risks to highlight. Please refer to the following pages for detailed information about the resuits.

Clinical Notes

+ I necessary, patients can discuss residual risks with their physician or a genetic counselor. To schedule a complimentary
appointment to speak with a clinical expert aboul these resulls, please visit counsyl.com/my/consults/.
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Methods and Limitations
DONOR 4849: The Counsyl Test - targeted genotyping and copy numhber analysls.

Targeted genolyping: Targeted DNA mutation analysis is used to simultaneously determine the genclype of 127 variants associated with 2 diseases.
The test is not validated for detection of homozygous mulations, and athough rare, asymptomaltic individuals affected by the disease may not be
genotyped accuralely.

Copy number analysis; Targeted copy number analysis is used to determing the copy number of exon 7 of the SMN1 gene relalive to other genes.
Other mutalions may interfere wilh this analysis. Some individuats with two copies of SMN1 are carriers with two SMN1 genes on one chromosome
and a SMN1 deletion on the other chromosome. In addilion, a small percentage of SMA cases are caused by nondelelion mutations in the SMNt
gene. Thus, a test result of bwo SMN1 copies significantly reduces the risk of being a carrier; however, there is still a residual risk of being a carder and
subsequenlly a smalt risk of future affected offspring for individuals wilh two or more SMN1 gene copies. Some SMA cases arise as ihe result of de
novo mutation events which will not be detected by carrier testing.

Limitations: In an unknown number of cases, nearby genetic variants may interfere with mutation detection. Other possible sources of diagnoslic
error include sample mix-up, irace contamination, bone marrow transplantation, blood transfusions and technical errors. If more than one variant s
detected in a gene, additional studies may be necessary to determine if those variants lie on the same chromosome or different chromosomes. The
Counsyl test does not fully address all inheriled ferms of intellectual disabiiity, birth defects and genelic disease. A family history of any of these
conditions may warrant additional evaluation, Furthermore, not all mutations wilt be idenlified in the genes analyzed and addilional testing may be
beneficial for some patients. For exampte, individuals of African, Southeast Asian, and Mediterranean ancestry are at increased risk for being carriers
for hemoglobinopathies, which can be identified by CBC and hemoglobin efeclrophoresis or HPLC (ACOG Praclice Bulletin No. 78. Obstet. Gyngcol.
2007,109:228-37).

This test was developed and its performance characteristics determined by Counsyl, Inc. It has not been cleared or approved by the US Food and
Drug Adminisiration {FOA). The FDA does ot require this test to go through premarket review. This test is used for clinical purposes. it should not be
regarded as investigational or for research. This laboralory is certified under the Clinical Laboratory Improvernent Amendments of 1988 (GLIA) as
qualified to perform high-complexity clinical testing. These resulls are adjunctive to the ordering physician's workup, CLIA Number: #0501102604.

._L‘a‘lg Di‘re‘c‘lo rs:

s e

H. Peter Kang, MD, MS, FCAP Jelena Brezo, PhD, FACMG
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Diseases Tested

Cyslic Fibrosis - Gene: CFTR. Variants (99): G85E, R117H, R334W, R347P, A455E, G542', G551D, R553", R560T, R1162°, W1282', N1303K, ¢.1521_1523delCTT,
¢.1519_1521delATC, ¢ 2052delA, ¢.3528delC, c.489+1G>T, ¢ 579+ 1G>T, ¢.1585-1G>A, ¢ 1766+1G>A, 2789+5G>A, ¢.2088+1G>A, 3849+10kbC>T, E60", R757, £92°, Y122",
G178R, R347H, Q493°, V520F, S549N, P574H, M1101K, D1152H, ©.2012delT, ¢.262_263delTT, c.313delA, ¢.248delT, c.3744delA, ¢.3773dupT, c.1680-1G>A, 3272-26A>G,
¢.2051_2052delAAinsG, S549R, R117C, L206W, G330°, T338l, R352Q, S364P, G480C, C524*, SH49R, Q552*, AS59T, G622D, R709", K710°, R764%, Q890°, R1066C, W1089",
Y1092X%, R1158%, S1186°, W1204*, Q1238°, S12561N, S$1255°, ¢.3067_3072del6, c.442delA, ¢.531delT, ¢.803delA, ¢.805_BOBdelAT, ¢.1545_1546delTA, 1942del84, ¢.1911delG,
.1923_1931del9ins1, c.1976delA, ¢.3039delC, ¢.3536_3532delCCAA, ¢.3659delC, ¢ 1155_1156dupTA, ¢.2052dupA, ¢.2175dupA, €.2738insG, 206+12T>C, ¢c.273+1G>A,
405+3A>C, ¢.274-1G>A, T11+5G>A, ¢.580-1G>T, c.1766+1G>T, 1898+5G>T, 0996, ¢.325_327delTATinsG, 3849+4A>G, ¢.1075_1072del5ins5. IVSB-5T allele analysis is only
reported in the presence of the R117H mutation. Detection rate: Ngfihern European 91%.
Hb Beta Chaln-Related Hemoglobinopathy (Including Beta Thalassemia and Sickle Cell Disease) - Gene: HBB. Variants (28): E7V, K187, 407, ¢ 126_129delCTTT,
¢ 27dupG, IVS-I1-654, IVS-11-745, ¢.315+1G>A, IVS-I-6, IVS-1-110, IVS-I-5, c 92+1G>A, -B8C>T, -28A>G, -20A>G, ¢ 25_26delAA, ¢ 2 17dupA, €.316-2A>C, ¢.316-2A>G, G25,
7C>G, ETK, W16*, c.51delC, c.20delA, E27K, E122Q. E122K. Detection rate: Northern European 83%.
pinal Muscular Atrophy (copy number analysis only) - Gene: SMN1. Variant (1): SMN1 copy number. Detection rate: Northern European 95%.
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Below are the risk calculations for all diseases tested. Since negative results do not completely rule out the possibility of being a carrier, the residual
risk represents the palient's post-test likelihood of being a carrier and the reproductive risk represents the likelihood the patient's future children
could inherit each disease. These risks are inherent to all carrier screening tests, may vary by slhnicity, are predicated on a negative family history and
are present even alter a negalive test result. Inaccurate reporting of ethnicity may cause errors in risk calculation.

. DONOR 4849 : . .
- Disease Residual Risk . Reproductive Risk -
‘Cyslic Fibrosis C 1in300 © 1in 33,000
Hb Bela Chain-Related Hemoglobinopathy (Including Beta Thatassemia and ) .
‘Sickle Celt Disease) 1in 290 1in 58,000

. SMMN1T: 2 copies .
Spinal Muscular Atrophy 1in 610 1in 84,000

Copyright 204 Counsyl, Inc 180 Kimbal Way, South San Franeisco, CA 84080 : v ‘Pagedold
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MALE FEMALE
SPERM DONOR 4348 A
DOB:

fthnicity: Morthern European

Sample Type: EDTA Blood

Date of Collection: 03/18/2015

Date Received: 03/20/2015

Date Tested; 03/28/2015

Barcode:

Indication: Egg or sperm donor

RESULTS RECIPIEMT

Counsyl

Report Date: 03/28/2015

Family Prep Screen NEGATIVE
ABOUT THIS TESY PANEL DETAILS
The Counsyt Family Prep Screen (version 2.0) utilizes sequencing, Cystic Fibrosis Panel (1 disease tested)

maximizing coverage across all DNA regions tested, to help you learn VERSION

hild with etic di .
about your chance to have a child with a gen isease SPERM DONOR 4849 (Family Prep Screen 2.0)

RESULTS SUMMARY

NEGATIVE
No known or potential disease-causing mutations were detected.

o330

T T OB

CLINICAL NOTES MEXT STEPS
+ None +  If necessary, patients can discuss residual risks with their physician
or a genetic counselor.
» To schedule a complimentary appointment to speak with a clinical

expert about these resuits, please visit counsyl.com/iny/consults/,

Copyright 2015 Counsy), Inc 180 Kimball Way, South 5an Francisco, CA 24080 Page 1 of 4 |
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tthniclty: Northern European

(f()lll'l‘.SUI Report Dater 03/28/2015 Barcode:

Methods and Limitations

SPERM DONOR 4849 [Family Prep Screen 2.0k sequencing and targeted genotyping.

Targeted genotyping: Targeted DNA mutation analysis Is used to simultaneously determine the genotype of 9% variants assoclated with 1 disease, The test is not
valldated for detection of hormozygous mutations, and although rare, asymptomatic individuals affected by the disease may not be genotyped accurately.

Sequencing: High-throughput sequencing Is used to analyze 27 exons in 1 gene, as well as sefected intergenic and intronic regions. These reglons are sequenced to
high coverage and the sequences are compared to standards and references of normal variation. Mutations may not be detected in areas of lowrer sequence
coverage. On average, more than 99% of all bases in the exons listed for each gene are sequenced at the minimum read depth. Variants discovered In other exons of
these genes will also be reported If they meet quality control criteria. Triplet repeats and targe deletions and dupfications may not be detected. Small insertiens and
delations may not be as accurately determined as single nucleotide variants. Genes that have closely related pseudogenes are not well analyzed by this method.

High-throughput sequencing detects, on average, $4% of known clinically significant variants. Disease-specific detection rates and residual risks are reported as
"greater than {>)" and "less than {<)" the values for targeted genotyping, respectively, More precise values are not currently available, but may become avallable In the
future.

Ali variants that are a recognized cause of the disease will be reported. In addition, variants that have not previously been established as a recognized cause of
disease may be identifled. In these cases, only variants classifted as "predicted” or "likely” pathogenic are reported. Predicted/likely pathogenic variants are described
elsewhere in the report as "predicted/itkely to have a negative impact on gene function®. In general, predicted pathogenic variants are those which are predicted to be
pathogenic based on the nature of the sequence change, while likely pathogenic variants are evaluated by reviewing reports of allele frequencies in cases and
controls, functional studles, variant annotation and effect prediction, and segregation studles. Benign variants, variants of uncertain significance, and variants not
directly associated with the intended disease phenotype are not reported. Literature cltations validating reported variants are avallable upen request.

Limitations: In an unknown number of cases, nearby genetic variants may interfere with mutation detection. Other possible sources of diagnostic error include
sample mbx-up, trace contamination, bone marrow transplantation, blood transfistons and technical errors. i more than one variant Is detected in a gene, additional
studies may be necessary to determine If those variants lie on the same chremoseme or different chromesomes, The Counsyl test does not fully address all inheriied
forms of intellectuat disability, birth defects and genetic disease. A family history of any of these conditions may warrant additional evaluation.

This test was developed and s performance characteristics determined by Counsyl, Inc. It has not been cleared or approved by the US Food and Brug Administration
(FDA). The FDA does not require this test to go through premarket review. This test is used for clinical purposes. It should not be regarded as investigational or for
research. This laboratory is certified under the Clinical Laboratory Improvement Amendments of 1988 (CLI1A) as qualified to perform high-complexity clinical testing.
These results are adjunctive to the ordering physician's evaluation, CLIA Number: #0501102604.

LAB DIRECTORS

H. Peter Kang, MD, MS, FCAP Rebecca Mar-Heyming, PhD, DABMG

Copyright 2015 Counsyl, Inc 180 Kimball ¥Way, Seuth San Francisco, CA 24080 Page 20f4
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RESULTS REC

Counsyl

Report Date: 03/28/2015

Diseases lTested

Autosomal Recessive Disorders

SEQUENCING AND TARGETED GENOTYPING

Cystlc Fibrosis - Gene: CFIR. Varlants (99} G8SE, R117H, R334W, R347P, Ad55E,
G542%, G551D, R553%, RS60OT, R1162%, Wi1282%, N1303K, ¢.1521_1523delCTT,
€.1519_1521delATC, ¢.2052delA, ¢.3528dell, ¢.489+1G>T, c.579+1G>T, €. 1585-1GA,
C.1766+1G>A, 2789+5G>A, c.2988+1G>A, 3849+ 10kbC>T, £60%, R75%, EQ2%, Y1225,
G178R, R347H, Q493%, V520F, S549N, P574H, M1101K, D1152H, ¢.2012delT,
€.262_263delTT, ¢.343delA, ¢.248delT, ¢.3744delA, ¢.3773dupT, ¢.1680-1G>A,
3272-26A>G, €.2051_2052delAAINSG, $549R{C.1645A>C), R117C, L2Z0GW, G330%,

Copyright 2015 Counsyl, Inc
All rights reserved,

180 Kimbali ¥ay, South San Francisco, CA 94080
(888) CGUNSYL | http:ffveer.counsyl.com

MAALE FEMALE
SPERM BONOR 4849 MIA
BoB:

Ethnicity: Northern European

Barcode:

13381, R352(Q, S364P, G480C, C5247, SSA9R(C.1647T>G), 5525, A559T, (6220,
R209%, K710%, R764%, Q830%, R10GGC, W1089%, Y1092X, R1158%, 511956%, W1204%,
01238% S1251N, S1255%, ¢.3067_3072del6, c.442delh, c.531delT, c.803delA,
€.805_806delAT, c.1545_1546delTA, M607_Qo4d3del, c.1911delG,
€.1923_1931delSins 1, c. 1976delA, ¢.3032delC, ¢.3536_3530delCCAA, c3650delC,

¢ 1155_11566UpTA, ¢,2052dupA, ¢.2175duph, €.2738insG, 296+12T>C, £,.273+1G>A,
ABS+3A>C, £.274-1G>A, 71145GA, ¢.580-1G>T, €.1766+1G>T, 1898+5G>T, Q996,
€.325_327delTATinsG, 3849 +4A>G, ¢.1075_1079del5ins5. Exons: NM_000492:1-27.
IVS8-5T allele analysis is only reported in the presence of the R117H mutation.
Detectlon rate: Northern European > 91%,

Page 30f4
Version: 3.1.7
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SPERM DONOR 4840 MIA
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Ethnicity: Northern European
parcod

ff(ﬁ)l..fl"lﬁﬂ}!. Report Date: 03/28/2015

Risk Calculations

Belows are the risk calculations for all diseases tested. Since negative results do not comgletely rule out the possibility of being a carrier, the resldual risk represents
the patient's post-test likelihood of being a carrier and the reproductive risk represents the likelihood the patient's future children could inherit each disease. These

risks are Inherent to & carrier screening tests, may vary by ethnicity, are predicated on a negative family history and are present even after a negative test result,
Inaccurate reperting of ethnicity may cause errors In risk calculation.

SPERM DONOR 4849 Reproductive
Disease o Resldual Risk Risk
Cystic Flbresis <1in 300 ] . %tin33000
Copyright 2015 Counsyl, Inc 180 Kimball Way, South San Francisco, CA 94080 Page 4 of 4
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e A b G t" - FINAL REPORT - 07/31/15
&= AMOry Genetics
Ordered By Gonlad ID: 31112 QOrglD: 07815 Pstient Name: Donor, 4849
ag-_Sia arun Accesalon #: _ Spaciman#: Donor 4849
APZ DrdariD: P125812 Spaciman: Bloard EDTA (Purpla top)
Blrth Data:_ Aga:-

AddMonal Authorized Raciplent Gandar: M

MRN#: Gollscled: 07/16/15
Famlly# - Recalved: 07/17/16
Authorized: O7/20/15
Indication: Carrler sareening

NTEIRE@

V=5 milem

CYSTIC FIBROSIS: Deletlon/Duplication Analysls of CFTR

[RESULTS - [
CFTR DEL/DUP Gross Deletion(s)/Duplication(s): None Detectad

| INTERPRETATION |

No gross deletions or duplications were detected in the CFTR gene. Gene sequencing analysis of the CETR gene was pedformed by
anpthar laboratory on a previous spacimen. Assuming the accuracy of those resulis, the combined sequencing and gross
deletion/duplication results indicate a decreased likelihood that this individual’s clinical condition is due to alterations in the CFTR gene.
Clinical correlation Is recommended.

Genalic counssling is a recommended option for all patients undergoing genetic testing.

Altarations of Unlikaly Clinical Significanca - any alleralions classified as "likely benign” or "benign” are not included on results reporls as availabla evidence strangly argues
againsl pathoganicity. While thesa findings are mare likely benign, 1ha available evidenca is insufficiant lo complalely rule out a disease-causing or contribuling role al this
time. Should enaugh evidence emerge ta wareant a significant classification update for any of these findinga, a reciaasification alert will sutomatically be sent ta the ordering

clinician(s).

| ELECTRONICALLY SIGNED BY
BErlgatte Tlppin Davls, Ph.D., DABMG, GGMBS, on 07/31/2015 at 01:09:47 PM

Toll Free 866 262 7943 Fh 949 900 5500 Fx 949 900 5501 www.ambrygen.com 15 Argonaut  Aliso Viejo, CA 92656
Laboratory Director: Triau Timothy D. Vo, PhD, DABMG, FACMG.  CLIA#05D0981414 Page 10of 3
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Paflent Name: Donor, 4848

Accession #: | INIGNGI:NG
CYSTIC FIBROSIS ASSAY INFORMATION (Suppiement to Test Resuits)

Cystic Fibroais General Information  Cystic Fibrosis {CF} is an autosomal recessive genetic disease affecting approximately 30,600 children and
adults in tha Unitad States. CF has an incidenca of approximataly 1/3200 liva hiths. Tha carrier frequency for non-Hispanic Gaucasians is about ona in
25, and lower In other athnle groups. Two dafective GF allales causa the body to produce abnormally thick, stleky mucus that clogs tha lungs and leads
to life-threalening lung infections. People with CF have a variety of other symptoms including high sweat chlonde tevels, persiatent coughing, wheezing
or shoriness of breath, and excessive appatite but poor weight gain. These thick secretions also obstruct the pancreas and prevent digeslive enzymas
from reaching the intestinas to help break down and absorb food, cantributing to pancreatitis, CF mutations may also lead to conganital bilateral
absenca of the vas deferens (CBAVD} and Infeniliity. Tha sevarity of aymptomis varlas grealiy batwasn Indlviduals dizgnosed with GF due, In part, to the

more than 1,500 different CF mutalions descrbed to date,

Methodology  Genomic deoxyribonucleic acid (gDNA) is isolaled from the patient's gpecimen using a standardized kit and quantified, When only the
deltaF508 mutation is 1o ba analyzed, traditional Sanger dideoxy terminator DNA sequancing fechnigue is utitized fo identify the presance of dF508
allale. When CFTR full gane sequenca analysls Is requasted, a TruSeq Custom Amplicon (TSCA) saquancing protocol is utllized, and the sequancing s
performed on a next-generation sequencing instrument from Hlumina, When full gene sequence analysis plus reflexing to gross delelion/duplication
{Ambry Test: CFF AMPLIFIED™) is requested, gene deletion/duplication analysis is performed using Multiplex Ligation-dependent Probe Ampiification
{MLPA, MRC Hoifand). Whan specific alteration(s) in the CFTR gene is (ars) requasted, fradilional Sanger didaoxy tarminator DNA saguencing
tachnlque andfor MLPA are used,

Note: For blood apot samiples, if CFTR full gene seqdence analysis is requested, double siranded sequencing in sense and anti-sense directicns is
usad to defact saquence varations,

Analytleal Ranga 508 FIRST detacts only the deltaF508 mutation. For {ull gane sequenca analysls, the analytical range Includes: axons 1 10 27
coding domains, as well as at least 20 bases into the 5 and 3-ands of &ll introns, 5'- and 3-untranslated regions (S'UTR and S'UTR). This assay is also
capable in assessing the poly-T tract within intron 8 and in identifying the ¢.1679+1634A>G {c.1811+1634A>G or c.1811+1.6kb) mutation in intron 12
and the c.3717+H12191C>T (0. 3849+10kbC>T) mutation in intron 22. Gross deletion/duplication analysis datermines gene copy number for any of the 27
axons. All 23 ACOG ard ACMG racommaended mulatlons are analyzod ualng the Ambry Tesl: CF and Ambry Test: CF AMPLIFIED. Nove! varlants aro
always reported. Polymorphisms and the poly T status vill be reported upon request. The following sites are used te search for previously described
CF mutzalions and polymorphisms: Toronto Sick Children’s CF database, HGMD, and online search engines {i.e., FubMed). Sequence analysis is based
on the following NCBI refaranca sequence: NM_000492.3,

Result Reports  in result reports, alterations in the following classifications ere always reported, and are based on the following definitions and clinical
recommendations:

« Pathoganie Mutatlon: alterations with sufficient evidencs to classify as pathogenic {capabls of causing disease). Targeled testing of at-risk
relallves and approprlata changas In madical managamant for pathogenlc mutation carriars racommanded.

Vi . mh LPY: alteralions with strong evidence in faver of pathogenicity, Targeted testing of at-risk relatives and approprate

changes in medical management for VEP carriers typically recommended,

« Varlant, Unknown Significance (VUIS): aiterations with limited and/er conflicting avidence ragarding pathagenicity. Famitial tesfing via the
Famlly Studles Program recommendad. Madical managemant to ba based parsenalifamlily clinlcal historlas, not VUS earrier staius,

Alterations of unlikely clinfcal significance (those with strongivery strong evidence 1o argue against pathegenicity) are not routinely included on resulls
reporis. These include findings classified as "likely benign™ and "benign” allerations as well a3 ACMG inferpretive category 6 variants {see AGMG
Recommandations. Revision 2007. Ganet Med. 2008,10:294 for mora information}.

Carrier Risk and Detection Rates

trdividuals with GFand

MNo CF Ona CF

Exfmakd Oelecion Rakt* Carder Risk ** After Negative Test | Mulstions | Mutation

Ethnis Growp CF gene CFgtme Befonz Test CFgena CFygens CF gana sequance and

setpence [ seguencernd sEquEnce sepurnUe aed . deltiup
deidup daliup

Ashrenaz Jawiah 97 88 -Y¥% 1724 —1in 459 =1 1n231 —0.M% —Z%
Nop-Haparde Cousaxinn | 07-86% ~98% 25 ~1in 1001 ~1in2401 ~0.01% ~2%
Alflcen Amenioan 8T8 -Ybe 1641 = Hin 2594 ~11InEQO1 et =25
Hispanic Amerdcan * 87.08% ~0B% 1/58 ~1in2378 =1in5704 ~0,01% ~2%
Aslan Amaetican Y795 141 14 = 1in 376 -1inb01 -0.01% 2%

*This is & pooled sel of data and requires additional information lo pradict risk acouralaly for spacific Hispanic populations. **Basad on a nagstive family histary, *** Based on
Ambry's ampirics! data.
Assay Informatlon Gontinuad on Next Page

Toll Free 866 262 Y243  Ph 949 800 5500  Fx 949 900 5501 www.ambrygencom 15 Argonaut  Aliso Vielo, GA 92656
Labaratory Director: Trieu Timothy D. Vo, PhD, DABMG, FACMG,  CLIA# 05D0981414  Page 20f3
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Patlent Name: Donor, 4849

Acceszion # [ IEGNG
ASSAY INFORMATION (Supplement to Test Results - Continued)

Resources: The following references are used in variant analysls and classification when applicable for observed genetic alterations.

1.The 100{ Ganomes Project Consortium.An intagrated map of genatic variation from 1082 human genomas. Nature.2012:431:58-65.

2. Barkelay Drosophila Genomé Projact [Internel]. Rease MG atal. J Comp Blol . 1997;4:341-23. http:/fwwaw. frultfly.orglsaq teotsisplice. himl,
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Digclaimer  This test was developed and ils performance characteristic were determined by Ambiy Genetics Corporation. It has not been cleared or
approved by the US Food and Drig Administration. The #DA doas not require this fest to go through premarket FDA review. |t should not be regarded
as Invastigatlonal or far rasearch. This test shauld ba Interpreted In context with other efinleal findings. This raport doas not represant medical advica,
Any questions, suggeslions, or concsms regarding interpretalion of results should be relegaled to & genetic counselor, medical genelidist, of physician
skilled in evaluating the relevant medical [eralure. This laboratory is certified under the Clinical Laboratory Improvement Amendments (GLIA) as
qualifiad to parform high complexity clinfcal laboratery tasting. 508 FIRST analyzes only the dallaF508 mutafion. The Ambry Test: CF analyzas the
following typas of mutations: nucleotids subsiliutions, small deletlons, small Insertlons, and small Indels, and tha Ambry Test: GF AMPLIFIED analyzes,
in addition, the gene's gross delelion and duplicalion mutations, Neilher methed Is |n{ended to analyze the following types of mutations: gross insertions,
press rearrangements, deep infronic variations, and olzer unknown abriormalities. The patlern of mutation types varies with tha gene tested and the
Ambry Test datects a high but variable parcentags of known and unknown mutants of tha classes stated. A negativa rasult from the analysis cannot rule
out the peselbllity that the tested Indlvidual cares a rara unexaminad mutation or mutation In the undoetectable group. Tha Ambry Test: GF and GF
AMPLIFIED are designed and validated to be capable of detecting about ~97-98% and ~88% of CF mulations, respuectively {considering less than 1%
being the other types of mutations). CF is a complex clinical disorder, which in the majority of cases is due to alterations in the GF gene generally
detacted by the Ambry Test: CF except as noted abava. Mutations in other genas or thae regions not testad by tha Ambry Tast: CF can alzo give riga to
elinical condltlons slmilar or idantleal to GF. Although mefactilar teets ara highly accurate, rara dlagnostic arors may occur. Possibie diagnastlc arrors
include sample mix-up, grroneous patemity identHicalicn, technical erors, clerial emors, and genolyping errers. Genolyping errors oan result from Irace
contamination of PCR reactions, from maternal cell contamination in fetal samples, from rare genetic variants that interfere with analysis, low-leve]
mosaicism or from olher sourcas. This report doas not represent madical advica, Any questions, suggestions, or concarns ragjanding interpretation of
results should be relegated to a genelle colngator, madicat ganaticlst, or physlelan skillad In avaluatlng the relavant medical eratura. Refarances are

available upon request,

Maternei Cell Contamination {(MCC) Assay Information: applies only to prenatal samples tested for MCG. Six different STRs at FGA, TPOX,
0881179, VWA, D18851, and CEF1PO leci and up to 10 additional STR loci can be used for MCC study of materal and fetal DNA using polymerase
chaln raaction and fragment analysls by caplllary electrophorests. Unrasolvad cases naadlng aven furthar sludy may be forwarded to an cutslda
reference laboratary. Validation studies In our laboratory have shown that MCC st tevels of approximately 5% and higher can be detected by our MCC
assay, Separate studies with our diagnostic sequencing tests have shown that the test and interpretation are not affected until MCGC reaches greater
than 10%. Tharafore, a napative MCC result is expacted to rula out all casas of MGG that may have interfared with our niolscular diagnastic rasult,

Toll Free 866 262 7943 Ph 848 300 5500  Fx 949 900 5501 wwwrambrygencom 15 Argonaut  Aliso Viejo, CA 92656
Laboratory Director: Triau Timethy D. Vo, PhD), DABMG, FACNG. CLIA#(5D0981414 Page 3of 3
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