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Patient Information Ordering Provider Sample Information

Name: SMITH, JANE BD TEST Specimen: Dried Blood Spot
DOB: 01/01/1980 Imaware Draw Date: 01/13/2020
Gender: Female 3625 Willow Bend Blvd. Accession Date: 01/13/2020
Patient ID: 2766D61E-1A3F-4756-BAF8-4 Suite 106 Report Date: 01/13/2020
Accession #: 20H000004 Houston, TX 7054

Requistion #: 30044971

Result Interpretation

INTERMEDIATE RISK
The results of this Haptoglobin Genotype Test indicate that your patient
Test Performed Result isHp 1-2 and has intermediate additional risk for Cardiovascular Disease

Haptoglobin INTERMEDIATE RISK (CVD).
Haptoglobin Genotype Hp 1-2

Comments

Significance: Haptoglobin genotype is a screening for diabetic patient at risk for cardiovascular disease (CVD). Haptoglobin (Hp) is
an acute-phase protein that binds to freely circulating hemoglobin. Haptoglobin exists as two distinct forms, Hp1 and
Hp2. The larger Hp2 form has been associated with cardiovascular events and mortality in individuals with type 2
diabetes. Haptoglobin allele frequency in European populations is 40% for Hp1 and 60% for Hp2. The expected genotype
frequencies in the western world are 16% for Hp1-1, 48% for Hp1-2 and 36% for Hp2-2.

Risk: In patients with diabetes, the antioxidant capacity of Hp for glycosylated hemoglobin is reduced.

Consider: Haptoglobin genotype is a predictor of CVD in the diabetic population but not in the general population. Diabetic
patients with the Hp2-2 genotype are 5 times more likely to have CVD than patients with Hp1 -1. Diabetic patients with
Hp1-2 are 3 times more likely to have CVD than patients with Hp1-1.

The Haptoglobin genotype is performed by Real-Time PCR using a fluorescently labeled primerence assay. The clinical interpretation is

a Laboratory Developed Test (LDT). The Haptoglobin Genotype test was developed and its performance characteristics determined by
MyGenetx Laboratory (MGL), LLC. The laboratory is regulated under the Clinical Laboratory Improvement Amendments of 1988 (CLIA) and
is accredited to perform high-complexity clinical testing. The test has not been approved by the U.S. Food and Drug Administration.

Such approval is not necessary. MGL is not liable for any outcomes arising from clinicians' treatment protocols and decisions.
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Cardiology Genetic Plus Report for JANE SMITH

Patient: SMITH, JANE Accession #: 20H000004 Received Date:  1/13/2020
Gender: Female Report Date:  1/13/2020 Collection Date: 1/13/2020
DOB:  01/01/1980 Ordered By: BD TEST Specimen Type:

Risk Management

\/ Atrial Fibrillation
No increased risk of atrial fibrillation
The patient does not have a mutation in 4925 variant rs2200733.
Unless other risk factors are present, noncarriers of 4q25 variant rs2200733 do not have an increased risk of atrial fibrillation.

No action is needed for this patient unless other cardiovascular risk factors are present.

\/ Coronary Artery Disease

No increased risk for coronary artery disease
The patient does not carry the variants rs1333049 and rs1075278 within the 9p21 region.

Unless other risk factors are present, non-carriers of 9p21 rs1333049 and rs10757278 variants do not have an increased risk of coronary artery disease
compared to the general population.

No action is needed for this patient unless other genetic and non-genetic risk factors (e.g., high blood pressure, smoking, diabetes, obesity, high blood
cholesterol, excessive alcohol use) are present.

\/ Type lll Hyperlipoproteinemia

Not Associated with Type Il Hyperlipoproteinemia

The patient is negative for both the APOE ¢.388 T>C (Cys130Arg) and c.526 C>T (Arg176Cys) mutations. The patient's genotype is wild-type, which is the
most common genotype in the general population (frequency: >60%).

A patient with wild-type genotype does not have a defect in the apolipoprotein E (APOE), which is an integral structure of lipoprotein particles that have
critical roles in blood lipid metabolism and transport. The APOE €3/€3 genotype is not associated with increased risk of cardiovascular disease.

No action is needed when a patient is normolipidemic.

GUIDANCE LEVELS EVIDENCE LEVELS
A medication has potentially reduced efficacy, increased Recommendations based upon publications by international
toxicity or the patient has an increased risk for the pharmacogenetic expert groups, consortia or regulatory bodies
indicated condition. ACTIONABLE (CPIC, DPWG, FDA, EMA). Recommendations are suitable for
implementation in a clinical setting. Guidelines may change as
Guidelines exist for adjusting dosage, increased vigilance ol knowledge arises.

the patient has a moderate risk for the indicated condition.
There are insufficient or contradictory findings documenting the

The medication can be prescribed according to standard impact of a given genetic polymorphism or drug interaction.

regimens or the patient's risk for the indicated condition is INFORMATIVE Recommendations are informative and implementation in a clinical
not increased. setting is optional.
Pharmacogenetic Test Results
Gene Genotype Phenotype Clinical Consequences Alleles Tested
4925 rs2200733 C/C Wild-type for The patient is non carrier of 4925 variants and are not associated rs2200733
rs2200733 increased risk atrial fibrillation unless other cardiovascular risk

factors are present.
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