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1. EXECUTIVE SUMMARY & HEALTH SCORE

AGGREGATE GENETIC HEALTH SCORE

50
C — Average

204 traits scored  |  Scale: 0 – 100

TOP RISK FACTORS

• disorders of lipoid metabolism (98th pctl)

• stroke (95th pctl)

• mean carotid imtat 120150210240 degrees (94th pctl)

• multiple sclerosis (94th pctl)

PROTECTIVE FACTORS

• addiction risk factors (14th pctl)

• age first had sexual intercourse (9th pctl)

• alcohol use disorder (4th pctl)

• asthma (24th pctl)

2. DOMAIN RISK BREAKDOWN

Neurological (17 traits) 45/100

Cardiovascular (33 traits) 49/100

Longevity & Ageing (6 traits) 49/100

Gastrointestinal (17 traits) 51/100

Metabolic & Endocrine (30 traits) 51/100

Renal & Urological (9 traits) 51/100

Respiratory (8 traits) 52/100

Oncology (22 traits) 54/100

Reproductive (6 traits) 67/100

Psychiatric (22 traits) 68/100

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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Immune & Autoimmune (31 traits) 69/100

Endocrine (3 traits) 77/100

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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3. YOUR HEALTH — CATEGORY NARRATIVES

Your Heart

KEY TAKEAWAYS

1 Your genetics place you at 95th percentile for stroke risk — among the highest. Carotid artery thickening (94th percentile) shows 
early atherosclerosis that can be detected and partially reversed with screening.

2 Critical drug interaction: SLCO1B1 decreased function means statins accumulate in your system. You need lower doses or 
alternative cholesterol drugs, not skipping treatment.

3 Good news: Your genes protect you from atrial fibrillation (33rd percentile) and acute heart attacks (34th percentile). Your risk is more 
about progressive vessel narrowing — which is more preventable.

4 Aggressive screening (carotid ultrasound, echocardiogram, lipid panel, EKG within 6 months) combined with lifestyle changes and 
personalized medication can reduce your stroke risk substantially.

Your Cardiovascular Risk Profile: A Detailed Look

Critical Finding: Drug Metabolism & Statin Safety

Before we dive into your genetic risk landscape, there's an important medication insight that could affect how you're treated. Your genes 
show decreased SLCO1B1 function — this is a transporter protein that moves statins out of your cells. Think of it like a slower drain in 
your metabolic sink: statins accumulate to higher levels in your bloodstream and tissues.

Why does this matter? Statins are the cornerstone of cardiovascular protection, especially given your genetic predisposition. But if they 
pile up in your system, they increase the risk of muscle pain (myopathy) and liver stress. This doesn't mean you can't take statins — it 
means you need a different approach. Your doctor should consider starting at a lower dose than usual, monitoring your cholesterol 
response closely, and watching for muscle symptoms. It's also worth discussing alternative cholesterol-lowering medications (like 
ezetimibe or PCSK9 inhibitors) that don't rely on this pathway.

You also carry CYP2C9 intermediate metabolizer status, which affects how you metabolize warfarin (a blood thinner) and NSAIDs. If you 
ever need anticoagulation or pain relief, your doctor should know this could change dosing.

Your Stroke Risk: Among the Highest

Here's the headline: your genetic predisposition to stroke places you in the 95th percentile (z-score: +1.67). This means your genes lean 
very strongly toward stroke risk compared to the general population. You're in the top 5% for genetic vulnerability.

Stroke happens when blood vessels to the brain narrow, clot, or rupture. Your genes influence how your arteries age, how your blood 
clots, and how your body handles cholesterol and inflammation. The convergence is striking: you have elevated risk across multiple 
pathways — not just one or two gene variants, but dozens working together to increase your lifetime stroke risk.

What does this mean in practice? By age 70, someone with your genetic profile is at meaningfully higher risk than average of having a 
stroke. But — and this is crucial — genetics is not destiny. Your risk is modifiable through screening, medication, and lifestyle changes.

Arterial Wall Thickening: A Window into Hidden Damage

One of the most revealing findings is your mean carotid intima-medial thickness (IMT) PRS percentile of 94.1 (z-score: +1.57). This is a 
direct measure of how much your artery walls are thickening — the biological signature of atherosclerosis hardening your blood vessels 
early.

Your carotid arteries are the major vessels in your neck that feed blood to your brain. In a healthy person, the inner layers of these 
arteries are thin and flexible. When plaque builds up — driven partly by cholesterol, inflammation, and your genes — those walls thicken. 
It's like rust accumulating inside a pipe. A thickened carotid IMT often shows up 10-20 years before a stroke happens. In other words, 
your genes may be programming your arteries to age faster.

The good news? This thickening is partially preventable and reversible. Aggressive cholesterol management, blood pressure control, and 
anti-inflammatory lifestyle changes can slow or even reduce carotid IMT. This is why you need ultrasound screening of your carotid 
arteries — you can catch and reverse early thickening before it becomes dangerous.

Pulmonary Heart Disease: An Overlooked Risk

You're at the 90th percentile for pulmonary heart disease (z-score: +1.3). This is less well-known than stroke, but it's important. 
Pulmonary heart disease occurs when the right side of your heart works too hard — usually because your lungs are struggling or blood 
vessels in your lungs are narrowed.

While this could be linked to smoking or lung disease, your genes are also involved in how blood vessels in your lungs develop and 
function. Given that you also carry elevated lung cancer risk in never-smokers (82nd percentile), your respiratory genetics warrant close 
attention. This doesn't mean you'll definitely develop lung disease — it means your lungs and pulmonary circulation need monitoring.

Screening for this incls regular blood pressure checks (especially looking at trends), possibly an echocardiogram if symptoms emerge, 
and lung function testing if you have any breathing changes.

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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Coronary Atherosclerosis: Your Arteries' Achilles Heel

At the 87th percentile (z-score: +1.16), your genes predispose you toward narrowing in your coronary arteries — the vessels supplying 
blood to your heart muscle itself. This is coronary artery disease territory. Your genes influence how much LDL cholesterol your body 
makes, how easily plaques form, and how your immune system responds to arterial injury.

Your heart is also showing signs of structural stress: left ventricular mass index at 75th percentile suggests your heart muscle is 
thickening (hypertrophy) — likely from working harder to pump against higher blood pressure. Over time, a thickened heart becomes less 
flexible and more prone to failure.

Again, this is modifiable. Aggressive BP control actually causes the heart to shrink back to normal size. Cholesterol management protects 
your arteries. These interventions don't just improve numbers — they change your cardiac structure.

Blood Clotting: A Mixed Picture

You're at 82nd percentile for blood clots / deep vein thrombosis (DVT) and 80th percentile for DVT specifically (z-scores: +0.92 and 
+0.84). This means your blood has a genetic lean toward clotting more easily than average. Your genes likely influence clotting factors 
and how your immune system responds to vessel injury.

Given your elevated stroke and coronary risk, this clotting tendency is a concern — it means your arteries are more likely to form 
dangerous clots. But here's the reassuring part: you're at very low risk for heart attack (myocardial infarction at 34th percentile, NSTEMI 
at 8th percentile). Your genes lean away from the specific type of acute heart attack that comes from coronary clots. This suggests your 
clotting risk is more about stroke and systemic thrombosis than acute coronary events.

QRS Duration: Electrical Conduction Slowing

Your QRS duration PRS at 80th percentile (z-score: +0.88) reflects the time it takes for electrical impulses to spread across your heart 
chambers. A longer QRS can signal abnormal conduction patterns. This isn't necessarily dangerous on its own, but it's a marker worth 
tracking — it can predict future arrhythmias or conduction problems.

The Good News

Amid all these elevated risks, there are genuine bright spots.

You're at very low risk for atrial fibrillation (33rd percentile) and atrial flutter (29th percentile). These are common arrhythmias that 
increase stroke risk independently. Your genes protect you here.

Your heart attack risk is low (myocardial infarction at 34th percentile). This is counterintuitive given your stroke and coronary 
atherosclerosis risk, but it tells us something important: your genetic liability is more about structural vessel disease and thrombosis than 
acute ischemic events. You won't go out with a sn massive heart attack — but you're at risk for slow, progressive vessel narrowing. That's 
actually better news because it's more detectable and preventable.

Your HDL cholesterol is favorable (72nd percentile, meaning higher than average — and higher HDL is protective). Your triglycerides are 
elevated (75th percentile), but your total cholesterol is around average (48th percentile). This cholesterol pattern is modifiable.

Clinical Screening Recommendations

Immediate (Next 3 months):

• Fasting lipid panel (total cholesterol, LDL, HDL, triglycerides) with calculated LDL target <70 mg/dL for you

• Blood pressure monitoring: target <130/80 mmHg

• Baseline 12-lead EKG to document your current QRS duration and rhythm

• Consult with a cardiologist or preventive medicine physician about SLCO1B1-adjusted statin dosing strategy

Within 6 months:

• Carotid ultrasound to measure intima-medial thickness and screen for plaque

• Transthoracic echocardiogram to assess left ventricular mass, function, and any early diastolic dysfunction

• Homocysteine and high-sensitivity C-reactive protein (hsCRP) to quantify inflammation and another stroke risk marker

• Consider coronary calcium scoring CT scan (if available and if your doctor agrees) to visualize early plaque

Annually:

• Lipid panel with LDL and non-HDL targets

• Blood pressure trending

• Repeat echocardiogram every 2-3 years to track left ventricular changes

• Repeat carotid ultrasound every 1-2 years if baseline shows thickening

Ongoing monitoring:

• Watch for any chest discomfort, unusual shortness of breath, or neurological symptoms (numbness, weakness, speech changes) 
and seek immediate care

• Monthly home blood pressure monitoring with an automated cuff

• Regular physical activity (150 minutes moderate cardio weekly) to lower BP, improve lipids, and reduce arterial inflammation

What You Can Do

Your genes load the gun, but lifestyle pulls the trigger — or doesn't.

Cholesterol & diet: Aim for a Mediterranean-style diet emphasizing olive oil, fish (omega-3s), nuts, whole grains, and colorful vegetables. 
Avoid processed foods and added sugars. Your elevated triglycerides respond well to reducing refined carbs and alcohol.

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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Blood pressure: Sodium restriction (<2,300 mg/day, ideally <1,500 mg/day), regular aerobic exercise, stress management, and adequate 
sleep all lower BP and reverse left ventricular hypertrophy.

Aspirin: Discuss with your doctor. For primary prevention of stroke at your risk level, daily low-dose aspirin (81 mg) might be appropriate 
— but this is individualized.

Statin therapy: Essential given your risk profile, but dosing must account for your SLCO1B1 decreased function. Don't skip this — 
consider it your most important medication.

Anticoagulation: You may eventually warrant low-dose anticoagulation (like very low-dose warfarin or a new anticoagulant) even without 
atrial fibrillation, given your high stroke risk. Discuss with your cardiologist.

Exercise: Aerobic activity 150 minutes per week (walking, cycling, swimming) lowers stroke risk by ~20%, improves lipids, reduces BP, 
and directly shrinks an enlarged heart.

Sleep & stress: Poor sleep and chronic stress raise BP and inflammation. Aim for 7-9 hours nightly and use stress-reduction techniques.

Your cardiovascular genetics are challenging, but they're not a sentence — they're a roadmap. With aggressive, personalized treatment 
and lifestyle changes, you can significantly reduce your risk of stroke and heart disease.

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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Cancer Screening Priorities

KEY TAKEAWAYS

1 Lung cancer risk is your top priority (82.3% percentile even in never-smokers) — get a baseline low-dose CT scan within 6 months

2 Test your home for radon (leading lung cancer cause in never-smokers) — do this immediately

3 Basal cell carcinoma (skin cancer) is moderately elevated (66% percentile) — get annual dermatology screening

4 If you smoke, quitting is the single most powerful action you can take to reduce risk despite genetic predisposition

5 Colorectal screening should begin at age 45; GI health (your 92.6% gallstone and 75% ulcer risk) supports a high-fiber diet

Your Cancer Screening Priorities: A Personalized Guide

Your genetic profile reveals some important cancer risks that warrant proactive screening and lifestyle attention. The most striking finding 
is your elevated genetic predisposition to lung cancer — specifically, your genetics suggest a 82.3% percentile risk for lung cancer *even 
in people who have never smoked*. This is crucial information because it means your lung cancer risk isn't dependent on smoking status; 
your genes are speaking loudly here.

Your overall lung cancer risk (across smokers and never-smokers) sits at 69.6% percentile, and you have a 74.2% percentile score for 
family history of lung cancer. This convergence of multiple signals — never-smoker lung cancer risk, general lung cancer risk, and familial 
pattern — is a strong indicator that lung cancer screening should be a priority regardless of your smoking history. Additionally, your 
genetics show 90.3% percentile risk for pulmonary heart disease, which can be a complication of undetected lung pathology.

What this means: Your DNA contains variants that increase susceptibility to lung cancer development. This doesn't mean you *will* 
develop lung cancer — far from it — but it does mean your cells may be more vulnerable to malignant transformation if exposed to 
carcinogens (smoking, air pollution, radon, occupational exposures) or age-related cellular changes.

Beyond lung cancer, your genetic risk profile shows a 66% percentile score for basal cell carcinoma (BCC), a common skin cancer. BCC 
is usually very treatable and has excellent prognosis, but it does merit attention to sun exposure and regular skin checks.

Your Cancer Screening Timeline & Tests

Lung Cancer Screening (Most Important)

• Age to start: Discuss with your doctor now, regardless of age. If you're 40+, consider baseline screening immediately.

• Test: Low-dose CT scan (LDCT) of the chest. This is far more sensitive than chest X-rays and can detect nodules before 
symptoms appear.

• Frequency: Annual LDCT if screening is recommended (guidelines vary by age and risk; your elevated genetic risk may justify 
more frequent screening).

• Why: Early detection of lung cancer at Stage 1 dramatically improves survival rates. A nodule detected on imaging at 5mm can 
be monitored; at 20mm it may be cancer. This is one of the few cancers where screening actually saves lives.

• Baseline timeline: Complete a baseline LDCT within the next 6 months. If negative, discuss annual repeat imaging with your 
pulmonologist.

Skin Cancer Screening (Moderate Priority)

• Age to start: Now, regardless of age. Your 66% percentile BCC risk means you're genetically predisposed.

• Test: Annual full-body skin examination by a dermatologist. Self-checks monthly using the ABCDE method (Asymmetry, Border 
irregularity, Color variation, Diameter >6mm, Evolving/changing).

• Frequency: Once yearly if baseline is clear. If any concerning lesions are found, increase to every 6 months.

• Why: BCC is common but usually curable if caught early. Your genetic predisposition just means you need to catch it sooner 
rather than later.

• Baseline timeline: Schedule a full-body skin check within the next 3 months.

Colorectal Cancer Screening (Moderate Priority)

• Why incl: While your PRS data doesn't show exceptionally high colorectal cancer risk, your genetic profile does show 92.6% 
percentile risk for gallstones, 75.4% for diverticular disease, and 75% for duodenal ulcers. These GI issues can increase colon 
cancer risk and complicate screening if not managed. Additionally, standard screening recommendations apply to all adults.

• Test: Colonoscopy is gold-standard. Alternatives incl fecal immunochemical testing (FIT) annually or high-sensitivity guaiac-
based fecal occult blood testing (gFOBT).

• Age to start: Age 45 (or age 40 if family history of early colorectal cancer exists).

• Frequency: Every 10 years if colonoscopy is normal; every 5 years for FIT; every 3 years for gFOBT.

• Baseline timeline: Schedule screening within the next year if you haven't had it recently.

Breast Cancer Screening (If Applicable)

• Note: If you are a female, standard screening guidelines apply — mamography starting at age 40-50 depending on risk factors 
and guidelines in your region.

• Genetic findings: Your current genomic data does not show BRCA1/BRCA2 pathogenic variants, which is reassuring. However, 
your PRS-based risk should be discussed with your doctor as part of routine breast cancer risk assessment.

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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• Timeline: Discuss with your physician; typically annual mammography starting age 40-50.

Prostate Cancer Screening (If Applicable)

• Note: If you are a male, prostate cancer screening involves PSA testing, which is controversial. Given your genetic predisposition 
profile doesn't show elevated prostate cancer risk in the data provided, standard screening guidelines suggest shared decision-
making at age 50 (or age 40-45 if family history of prostate cancer).

• Timeline: Discuss PSA screening preferences with your doctor; if elected, typically annual.

Lifestyle Modifications to Reduce Cancer Risk

Smoking & Air Quality (Most Important for Your Lung Risk)

• If you smoke: quit now. This single action will reduce your lung cancer risk more than any other intervention, even with your 
genetic predisposition.

• If you don't smoke: avoid secondhand smoke exposure completely. Exposure to others' smoke increases lung cancer risk, 
especially for people with genetic susceptibility like you.

• Radon testing: Test your home for radon gas (a leading cause of lung cancer in never-smokers). Radon is colorless, odorless, 
and detected only by testing. Mitigation is highly effective if elevated levels are found. Do this within the next month.

• Air quality: Monitor local air quality (AQI) and use N95/P100 masks during poor air quality days. Your lungs are genetically more 
vulnerable to air pollution exposure.

Sun Exposure & Skin Protection

• Daily sunscreen: Use SPF 30+ broad-spectrum sunscreen daily, even on cloudy days. Your 66% percentile BCC risk means your 
skin cells are more susceptible to UV-induced transformation.

• Clothing & hats: Wear protective clothing (long sleeves, wide-brimmed hats) when outdoors, especially 10am-4pm when UV is 
strongest.

• Tanning beds: Avoid completely. Artificial UV exposure significantly increases melanoma and BCC risk.

Diet & Gut Health

• Your genetic risk for gallstones (92.6% percentile), diverticular disease (75.4%), and duodenal ulcers (75%) suggests your GI 
tract is genetically vulnerable. A high-fiber diet (25-30g daily) reduces both colorectal cancer risk and diverticular disease risk.

• Limit processed meats: Red and processed meat consumption increases colorectal cancer risk. Aim for <2 servings per week.

• Increase plant foods: Vegetables, fruits, whole grains contain fiber and protective compounds. Aim for 9+ servings of produce 
daily.

• Manage H. pylori: If you develop upper abdominal pain or have family history of stomach cancer, discuss H. pylori testing with 
your doctor (this bacterium increases ulcer and stomach cancer risk).

Weight & Exercise

• Maintain a healthy BMI (18.5-24.9). Obesity increases risk for multiple cancer types.

• Exercise: Aim for 150 minutes moderate-intensity aerobic exercise weekly. Exercise reduces inflammation and cancer risk.

Alcohol

• Your PRS shows you're at very low genetic risk for alcohol use disorder (4.2% percentile), which is protective. However, alcohol 
consumption itself increases cancer risk (especially colorectal cancer). Limit to "d1 drink daily for women, "d2 for men.

What Your Genes Are Telling You

Your genetic predisposition to lung cancer is particularly important because it's *independent of smoking status*. This means there are 
likely inherited variants in genes involved in:

• Lung cell repair and carcinogen metabolism

• Immune surveillance of abnormal cells

• Inflammation and oxidative stress in lung tissue

Your risk is real, but screening and prevention can catch problems early. Early lung cancer (Stage 1) detected on imaging has 5-year 
survival rates >90%. Late-stage lung cancer has much poorer outcomes. You have the opportunity to catch it early.

Your action items (next 6 months):

1. Schedule low-dose CT scan for lung cancer screening (within 1 month)

2. Get radon testing done (within 1 month)

3. Schedule full-body skin examination with dermatologist (within 3 months)

4. If colorectal screening not done recently, schedule colonoscopy (within 1 year)

5. Implement daily sun protection and radon mitigation if needed

6. Stop smoking if applicable; avoid secondhand smoke completely

Your genetics are just one piece of the puzzle. Diet, exercise, not smoking, and avoiding environmental toxins will substantially reduce 
your cancer risk despite your genetic predisposition.

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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Your Immune System

KEY TAKEAWAYS

1 Multiple sclerosis (MS) risk is extremely high at 93.6% percentile — watch for neurologic symptoms (vision loss, weakness, 
numbness) and get baseline autoimmune panel immediately

2 Systemic lupus erythematosus (SLE) at 76.3% percentile — screen annually with ANA, urinalysis, and liver function tests

3 Vitamin D deficiency increases autoimmune risk 2-3 fold — get vitamin D level tested and supplement to maintain 30-50 ng/mL

4 Gut dysbiosis promotes autoimmunity — increase fiber to 25-30g daily, eat fermented foods, avoid processed foods and artificial 
sweeteners

5 Smoking dramatically increases MS/lupus/RA risk — if you smoke, quitting is one of the most powerful preventive interventions 
available

Your Immune System: Understanding Your Autoimmune Predisposition

Your genetic profile reveals a strong inherited predisposition to autoimmune conditions — diseases where your immune system 
mistakenly attacks your own cells. The most striking finding is your 93.6% percentile risk for multiple sclerosis (MS), a serious 
autoimmune neurological disease. This is paired with elevated risks for systemic lupus erythematosus (76.3% percentile), rheumatoid 
arthritis (57.9% percentile), and Type 1 diabetes (48% percentile). This constellation of risks suggests your immune system has inherited 
a genetic tendency toward excessive self-reactivity.

What This Means: Your Immune Genetics

Autoimmune diseases occur when regulatory T cells (the "peacekeepers" of the immune system) fail to suppress self-reactive T cells and 
B cells (the "attackers"). Your genetic variants likely affect genes involved in:

• HLA (Human Leukocyte Antigen): The immune system's ID badges. Certain HLA types are associated with MS, lupus, and 
rheumatoid arthritis. If you carry MS-associated HLA alleles (like HLA-DRB1*15:01), your T cells may more easily recognize your 
own myelin as "foreign."

• PTPN22, IL2RA, IL7R: Genes controlling immune tolerance and T cell activation. Variants here make autoimmune conditions 
more likely.

• TYK2, JAK1/2/3: Genes in the interferon signaling pathway. Dysregulation here increases lupus risk.

• BANK1, BLK: Genes controlling B cell activation. Variants increase lupus and rheumatoid arthritis risk.

The good news: Genetic predisposition is not destiny. Having these variants means elevated risk, but many people with MS-risk genes 
never develop MS. Environmental triggers (viral infections, gut dysbiosis, vitamin D deficiency, stress, smoking) are required to initiate 
disease in genetically susceptible people.

Your Autoimmune Risk Profile in Detail

Multiple Sclerosis (MS): 93.6% Percentile

This is your highest-risk autoimmune condition. MS is a chronic autoimmune disease affecting the central nervous system (brain and 
spinal cord), where immune cells attack myelin (the insulation around nerve fibers). This causes inflammation, demyelination, and 
progressive neurological symptoms including fatigue, weakness, vision loss, cognitive difficulties, and mobility problems.

MS has two main patterns: relapsing-remitting MS (RRMS, ~85% of cases) where patients have flares followed by remission, and 
progressive MS where symptoms steadily worsen. Your 93.6% percentile risk means your genetics strongly favor MS development *if* 
environmental triggers occur.

Importantly: Early detection and treatment of MS has dramatically improved. Modern disease-modifying therapies (DMTs) can prevent 
progression and reduce relapse rates by 30-70%. Early treatment of patients who have had a first demyelinating event (like optic neuritis 
or transverse myelitis) can prevent conversion to MS in up to 50% of cases.

Systemic Lupus Erythematosus (SLE): 76.3% Percentile

Lupus is a systemic autoimmune disease where immune complexes (antibody-antigen pairs) deposit in multiple organs, causing 
inflammation in joints, skin, kidneys, heart, and lungs. Unlike MS (which is CNS-specific), lupus can affect nearly every organ. Lupus is 
more common in women (~9:1 female:male ratio) and in people of African, Hispanic, and Asian descent.

Your 76.3% percentile risk is substantial but notably lower than MS risk, suggesting MS-associated variants predominate in your genome.

Rheumatoid Arthritis (RA, CCP-Negative): 57.9% Percentile

This is moderate risk. RA is an autoimmune attack on joint linings (synovium), causing chronic inflammation, pain, swelling, and 
eventually joint destruction if untreated. Modern biologics (TNF inhibitors, IL-6 inhibitors, JAK inhibitors) have transformed RA treatment 
— remission is now achievable in 30-40% of treated patients.

The "CCP-negative" notation is important: Anti-CCP antibodies predict more severe disease. You have moderate genetic risk for CCP-
negative RA, which is typically milder than seropositive (antibody-positive) disease.

Type 1 Diabetes (T1D): 48% Percentile

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.
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This is below-average risk (median), suggesting T1D-associated variants are not prominent in your genome. T1D is autoimmune 
destruction of pancreatic beta cells, causing absolute insulin deficiency. Unlike Type 2 diabetes (metabolic disease), T1D is purely 
immune-mediated.

Your Immune Risk in Context of Other Findings

Notably, your genetic profile also shows:

• Asthma: 23.9% percentile (low risk) — asthma is immune-mediated but typically allergic in nature. Your low risk is reassuring.

• Atopic eczema: 42.6% percentile (average) — eczema involves immune dysregulation but is often environmental. Your average-
to-low risk is good.

• Attention Deficit Hyperactivity Disorder (ADHD): 91.2% percentile (high) — this is neuropsychiatric, not autoimmune, but 
noteworthy.

• Autism Spectrum Disorder: 89% percentile (high) — similarly neuropsychiatric; some research links both autism and ADHD to 
immune dysregulation, but this isn't classical autoimmunity.

The convergence of your high MS risk (93.6%), high neuropsychiatric risk (ADHD 91.2%, autism 89%), and neuro-degeneration risk 
(neurodegenerative convergence signal) suggests possible shared inflammatory mechanisms affecting the nervous system. Some 
researchers hypothesize that CNS inflammation predisposes to both autoimmunity and neurodevelopmental conditions.

Screening & Early Detection Strategy

The goal is to detect autoimmune disease *before* irreversible damage occurs (especially for MS, lupus, and RA). Given your genetic 
predisposition:

Baseline Autoimmune Panel (Do Within Next 3 Months)

• ANA (Antinuclear Antibody): Screen for lupus and other systemic autoimmune diseases. If negative, reassuring. If positive, 
perform followup antibodies (anti-dsDNA, anti-Smith, anti-SSA/SSB, anti-RNP, anti-centromere).

• Anti-TPO and TSH: Screen for autoimmune thyroid disease (Hashimoto's), which often co-occurs with other autoimmune 
conditions. Thyroid dysfunction increases MS risk and needs treatment.

• Rheumatoid Factor (RF) and Anti-CCP: Screen for rheumatoid arthritis and other rheumatologic conditions.

• CBC, CMP, ESR, CRP: Baseline inflammatory markers. Elevated ESR/CRP suggest active inflammation.

• Tissue Transglutaminase (tTG) IgA: Screen for celiac disease, which shares HLA associations with MS and lupus and may 
trigger/exacerbate autoimmunity.

If all baseline tests are negative, repeat ANA every 1-2 years given your high risk. If any test is positive, follow up with a rheumatologist or 
immunologist.

Early Detection of Multiple Sclerosis (Highest Priority)

MS typically begins with a first demyelinating event (clinically isolated syndrome, or CIS):

• Visual symptoms: Optic neuritis (eye pain with vision loss, especially color vision)

• Motor symptoms: Weakness, numbness, tingling in limbs

• Balance/coordination: Ataxia, dizziness, vertigo

• Cognitive: Brain fog, memory problems, difficulty concentrating

• Fatigue: Excessive tiredness not explained by sleep or activity

If you experience any of these symptoms, seek neurologic evaluation immediately. MRI of the brain and spinal cord can detect 
demyelinating lesions. If a single demyelinating event is confirmed:

• Modern evidence supports early treatment with high-dose IV methylprednisolone, followed by injectable or oral DMTs.

• Early treatment reduces MS conversion risk from ~50% to 25-30% over 2 years.

• Delay in treatment allows additional lesions to accumulate, worsening prognosis.

Annual Neurologic Screening (if no symptoms)

• Annual visit with your primary care doctor to assess for new neurologic symptoms.

• If symptoms develop, immediate MRI is warranted.

• No need for "surveillance" MRI without symptoms, as this is costly and over-detects clinically silent lesions.

Liver & Kidney Monitoring (for Lupus Risk)

• Annual urinalysis to screen for lupus nephritis (kidney disease from lupus).

• Annual liver function tests (ALT, AST, albumin, bilirubin).

• These organs are common lupus targets; early detection of protein in urine or elevated liver enzymes warrants rheumatologic 
evaluation.

Lifestyle & Prevention Strategies

Given your high autoimmune genetic risk, certain environmental factors can trigger disease:

Vitamin D & Sun Exposure

• Low vitamin D increases MS, lupus, and RA risk by 2-3 fold.

• Target level: 30-50 ng/mL (75-125 nmol/L).

• Action: Get your vitamin D level checked (25-OH vitamin D). If deficient (<30 ng/mL), supplement 2,000-4,000 IU daily. Retest in 
8 weeks.
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• Safe sun exposure: 10-30 minutes of midday sun several times per week can boost vitamin D. Avoid sunburns and excessive UV 
(which also increases lupus photosensitivity).

• Timeline: Vitamin D test within next month; supplement if needed.

Gut Health & Dysbiosis

• Gut dysbiosis (imbalanced microbiome) strongly correlates with MS, lupus, and RA. Patients with these conditions have fewer 
protective bacteria (Faecalibacterium prausnitzii, Roseburia spp.) and elevated inflammatory species.

• Increase fiber: Aim for 25-30g daily from whole grains, vegetables, legumes, fruits. Fiber feeds protective gut bacteria.

• Fermented foods: Yogurt, kefir, sauerkraut, kimchi provide live beneficial bacteria (probiotics), though evidence is mixed for 
therapeutic benefit. Eating them is safe and may help.

• Limit processed foods, emulsifiers, artificial sweeteners: These promote dysbiosis and increase intestinal permeability ("leaky 
gut"), allowing bacterial lipopolysaccharides (LPS) to enter circulation, triggering immune activation.

• Consider stool testing: If you have chronic GI symptoms (diarrhea, bloating, abdominal pain), a comprehensive stool analysis can 
identify dysbiosis. Fecal microbiota transplantation (FMT) is experimental but shows promise in MS clinical trials.

Avoid Smoking & Environmental Toxins

• Smoking increases MS, lupus, and RA risk 2-3 fold, even in former smokers. If you smoke: quit immediately. This is one of the 
most powerful MS-modifying interventions.

• Air pollution increases MS risk. Minimize outdoor activity during poor air quality days (AQI >150).

• Mold exposure may trigger autoimmunity in susceptible people. If you live in a damp environment or have water damage, address 
it.

Manage Infections & Vaccinations

• Certain viral infections (Epstein-Barr virus, cytomegalovirus, human endogenous retroviruses) are associated with MS risk. While 
avoiding all infections is impossible, avoiding unnecessary infection exposure is wise.

• Vaccinations: Get routine vaccinations (influenza, COVID-19, pneumococcal, tetanus) to prevent serious infections. These do not 
increase autoimmune disease risk and are important for health.

• HHV-6 & CMV serology: Consider testing if you have high MS-risk genetics. If negative (never infected), be cautious about 
exposures to people with active herpesvirus infections.

Stress Management

• Psychological stress increases cortisol, which at chronic elevated levels can shift T cells toward auto-reactive phenotypes. 
Additionally, stress worsens MS and lupus flares.

• Meditation, yoga, exercise: Even 20 minutes daily of stress-reducing activity can lower inflammatory markers.

• Sleep: Aim for 7-9 hours nightly. Sleep deprivation increases autoimmune flare risk.

• Social connection: Isolation increases inflammation. Maintain strong social relationships.

Female Reproductive Factors (If Applicable)

• If you are female, pregnancy actually *improves* MS (and worsens lupus/RA in some patients, improves in others). This is 
because pregnancy shifts immune response from Th1 (pro-inflammatory) to Th2 (anti-inflammatory).

• Postpartum period is high-risk for MS relapse (within first 3 months after delivery). If planning pregnancy with MS genetics, 
discuss with a neurologist about peripartum management.

• Estrogen-based hormonal contraceptives may increase lupus and RA risk; discuss with your doctor.

Psychological Impact & Living with Autoimmune Risk

Having a high genetic predisposition to serious autoimmune disease can be psychologically challenging. Important points:

• You don't have disease yet: High genetic risk "` diagnosis. Many people with high-risk genetics never develop disease because 
environmental triggers don't occur.

• Early detection saves outcomes: If disease develops, early treatment dramatically improves prognosis. MS diagnosed at first 
symptom + early DMT has excellent outcomes compared to late diagnosis.

• Modern treatments are highly effective: MS has 20+ approved DMTs. Many patients achieve NEDA (No Evidence of Disease 
Activity). RA remission is possible in 30-40% of patients on modern biologics.

• You have agency: Your lifestyle choices (vitamin D, gut health, smoking status, stress management) directly influence disease 
risk.

Action Items (Immune System)

Immediate (Next Month)

1. Order comprehensive autoimmune panel: ANA, anti-TPO, TSH, RF, anti-CCP, tTG IgA

2. Check vitamin D level; supplement if <30 ng/mL

3. Schedule baseline neurology evaluation if you have high-risk MS symptoms (vision loss, weakness, numbness, balance problems)

Short-term (Next 3 Months)

1. If autoimmune panel positive, schedule rheumatology evaluation

2. Begin high-fiber diet (25-30g daily) to support gut health

3. Quit smoking if applicable; avoid secondhand smoke

4. Establish stress-management practice (meditation, yoga, exercise)
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Ongoing (Annually)

1. Annual neurologic assessment with primary care or neurology for MS symptom screening

2. Repeat ANA and inflammatory markers (ESR, CRP) if baseline was negative

3. Recheck vitamin D level; maintain target 30-50 ng/mL

4. Annual urinalysis (lupus nephritis screening)

5. Annual liver function tests (lupus hepatitis screening)

Your genetics have given you important information. Use it proactively to catch disease early if it develops, and to prevent disease 
through modifiable lifestyle factors. With modern diagnostics and treatments, autoimmune disease is no longer the devastating diagnosis 
it once was.
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Your Brain & Mental Health

KEY TAKEAWAYS

1 Multiple sclerosis risk is elevated (93.6th percentile)—monitor for neurological symptoms and discuss screening with your doctor

2 Your ADHD and autism spectrum PRS suggest a neurodivergent cognitive style: possible hyperfocus, pattern recognition, and 
sensory sensitivity

3 Your brain structure predicts strength in motor learning and visual processing—leverage these wired-in advantages

4 You have protective genetics against migraines and headaches

5 Rare SYN1 epilepsy variant identified; heterozygous carrier status is important for family planning discussion

Your Brain Wiring

The Big Picture
Your genetics paint a portrait of a brain that's wired a bit differently from the average—and that's not a bad thing. You have some 
important signals to be aware of, but also some real strengths built into your neurology.

Your Neurological Risk Profile

Multiple sclerosis stands out as your most important neurological signal. Your genetic predisposition for MS is in the 93.6th percentile—
meaning your risk is higher than ~94% of people. This is serious but manageable. MS is an autoimmune condition (your immune system 
can mistakenly attack nerve insulation), and while genetics load the gun, environmental triggers pull the trigger. The good news: you can 
monitor for early signs and work with your doctor on prevention strategies if MS runs in your family.

Why this matters for your brain: MS can affect vision, balance, and cognitive processing. Your genes suggest heightened susceptibility to 
this particular autoimmune pathway, so annual check-ups with attention to neurological symptoms (vision changes, numbness, fatigue) 
are worth the investment.

Your Neurodevelopmental Signature

You carry genetic traits associated with ADHD (91st percentile) and autism spectrum traits (89th percentile). Before you read those labels 
wrong: *this is not a diagnosis.* These are polygenetic risk scores (combinations of thousands of genetic variants that, in aggregate, lean 
you toward certain traits). Think of it like inheriting a particular cognitive style.

What this might look like in practice:

• Attention patterns: Your brain may naturally gravitate toward hyperfocus (deep dives into interesting topics) rather than sustained 
divided attention. This is often a strength in fields like programming, research, or creative work—but can make context-switching 
draining.

• Information processing: You may be wired for pattern recognition and systems thinking. Small details often pop out to you, and 
you might notice connections others miss.

• Social/sensory traits: Your genetics suggest possible sensory sensitivity (sights, sounds, textures) and a different "flavor" of social 
communication—perhaps more direct, literal, or preference for structured interactions.

None of this is a disorder. Many brilliant, successful people have this exact neurological profile. The key is understanding your wiring so 
you can work *with* it, not against it.

Your Brain Structure

Your genes also predict larger-than-average volumes in specific brain regions:

• Putamen (84th percentile): This is a motor control and reward-processing hub. You may have an enhanced capacity for motor 
learning (sports, music, physical skills) and may be sensitive to reward signals—you notice when you're doing well, and you're 
motivated by clear feedback.

• Visual cortex (87th percentile): Suggests heightened processing of visual information. You probably notice visual details, 
patterns, and spatial relationships quickly.

These aren't deficits—they're neurological flavors. Your brain is built for movement, visual pattern recognition, and responsiveness to 
outcomes.

The Good News: What You Don't Have Much Risk For

Your genetics are *protective* against headaches and migraines (19th percentile). You have a variant in EDNRA that actively *reduces* 
migraine risk. Many people in your family tree may have suffered migraines—you likely won't. That's a genuine win.

One More Thing: A Rare Genetic Variant

You carry one copy of a pathogenic mutation in the SYN1 gene (an X-linked epilepsy gene). This is very rare (only ~0.2% of Europeans 
carry it), so it's important but not common. You're heterozygous (one copy), which typically means you're a carrier with low disease risk—
but awareness is key. If you have children, genetic counseling could help clarify inheritance risks depending on your sex.

Action Steps
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1. Get an MS baseline: One MRI of your brain/spinal cord to establish a baseline, then discuss monitoring with your doctor.

2. Understand your ADHD/autism traits: Consider whether the personality/processing profile resonates. If so, simple environmental 
tweaks (focus time, reduced multitasking, sensory accommodations) can be transformative.

3. Leverage your brain structure strengths: Your putamen and visual cortex suggest you may excel at movement-based learning and 
pattern detection. Lean into these.

4. SYN1 awareness: If you have children, discuss this with a genetic counselor to understand inheritance patterns for your family.
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How Your Body Processes Drugs

KEY TAKEAWAYS

1 CYP3A5 intermediate metabolizer: If prescribed tacrolimus (common for autoimmunity), start at 1.5-2x standard dose with blood level 
monitoring — standard dosing will under-treat you

2 CYP2C9 intermediate metabolizer: If prescribed warfarin, use pharmacogenomic-guided dosing (WarfarinDosing.org) — standard 
dosing will over-anticoagulate; NSAIDs accumulate, so use with gastroprotection (PPI)

3 SLCO1B1 decreased function: If prescribed statins, use atorvastatin or rosuvastatin — avoid high-dose simvastatin/lovastatin due to 
muscle toxicity risk

4 CYP2B6 intermediate metabolizer: Bupropion and propofol accumulate slightly; standard dosing is OK but monitor for side effects

5 Share this pharmacogenomics report with your oncologist, cardiologist, and rheumatologist BEFORE starting treatment — it prevents 
dosing errors and adverse drug reactions

How Your Body Processes Drugs: Pharmacogenomics & Treatment Planning

Your genetic makeup determines how quickly or slowly your body metabolizes medications. This is critical information — especially given 
your high cancer and autoimmune risks, which may require drug treatment. The difference between optimal dosing and ineffective or 
toxic dosing often comes down to how your genes encode drug-metabolizing enzymes. Your pharmacogenomic profile reveals several 
important variants that affect common medications, including cancer drugs, immunosuppressants, and cardiovascular medications.

Your Pharmacogenomic Profile: Key Findings

You carry variants in 12 major drug-metabolizing genes. Here's what matters most:

CRITICAL (Immediate Clinical Relevance for Cancer/Autoimmune Treatment)

CYP3A5: Intermediate Metabolizer (Gene variant: *1/*3)

• Why this matters: CYP3A5 metabolizes roughly 50% of all drugs, including many chemotherapy drugs (taxanes like docetaxel/
paclitaxel, calcineurin inhibitors for transplant/autoimmune conditions like tacrolimus), some targeted cancer therapies, and 
numerous immunosuppressants.

• What intermediate metabolizer means: You metabolize CYP3A5 substrates at an intermediate rate — faster than poor 
metabolizers, slower than ultra-rapid metabolizers. For someone with your MS risk taking tacrolimus (a common 
immunosuppressant), your intermediate status requires dose adjustment.

• Clinical implication for cancer treatment: If you are prescribed docetaxel or paclitaxel (common in breast, ovarian, lung, prostate 
cancers), your intermediate CYP3A5 status means standard dosing may be appropriate, but you're at moderate risk for toxicity if 
dosing isn't optimized. Your oncologist should know this variant.

• Clinical implication for autoimmune treatment: If you develop MS and are prescribed tacrolimus (an option for aggressive MS), 
you would need 1.5-2x standard starting dose due to your intermediate metabolizer status. Blood level monitoring is essential.

• Action: Give your oncologist and rheumatologist a copy of your pharmacogenomics report before starting any CYP3A5 
substrates.

CYP2C9: Intermediate Metabolizer (Gene variant: *1/*2, Activity score 1.5)

• Why this matters: CYP2C9 metabolizes warfarin (anticoagulant), NSAIDs (ibuprofen, naproxen), sulfonylureas (diabetes drugs), 
and some cancer drugs. The *2 allele you carry reduces enzyme activity by ~40%.

• Warfarin dosing: If you ever need anticoagulation (for atrial fibrillation, DVT, pulmonary embolism, mechanical heart valve), your 
CYP2C9 intermediate status means you'll need LOWER warfarin doses than average people. Starting with a standard warfarin 
dose could cause over-anticoagulation and bleeding. Pharmacogenomic-guided dosing reduces warfarin toxicity by 30-40%.

• NSAID metabolism: NSAIDs accumulate in your body at slightly higher levels. If you take NSAIDs regularly, be aware you're at 
slightly higher risk for GI bleeding (especially with your 75% percentile duodenal ulcer risk). Use the lowest effective dose for the 
shortest duration, and consider gastroprotection (proton pump inhibitors) if chronic NSAID use is needed.

• Cancer drug implication: Some targeted cancer drugs (like certain tyrosine kinase inhibitors) are CYP2C9 substrates. Dosing 
should be optimized based on your status.

• Action: If warfarin is ever prescribed, use pharmacogenomic-guided dosing (tools like WarfarinDosing.org incorporate CYP2C9 
variants). Use NSAIDs cautiously and with gastroprotection.

CYP2B6: Intermediate Metabolizer (Gene variant: *1/*9)

• Why this matters: CYP2B6 metabolizes some antiretrovirals (if you ever have HIV infection), the anesthetic propofol, some 
psychiatric medications (like bupropion, which you might take for depression given your high ADHD and autism spectrum risk), 
and a few chemotherapy agents.

• Psychiatric medication dosing: If you develop depression or ADHD and are prescribed bupropion, your intermediate CYP2B6 
status means standard dosing is likely appropriate, but accumulation is possible with prolonged use. Blood level monitoring isn't 
standard for bupropion, but be aware you metabolize it somewhat slowly.

• Anesthetic concern: If you require surgery, inform anesthesiologists that you're a CYP2B6 intermediate metabolizer, especially if 
propofol is planned for induction/maintenance. Intermediate metabolizers may have prolonged recovery from propofol.
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• Action: Mention this to psychiatrists and anesthesiologists before medications or procedures.

HIGH-RISK (Important Drug-Drug & Drug-Disease Interactions)

SLCO1B1: Decreased Function (Gene variant: *1/*5)

• Why this matters: SLCO1B1 is a transporter (not an enzyme) that brings statins into liver cells. The *5 allele you carry is a loss-of-
function variant. Decreased SLCO1B1 function = statins stay in your blood longer instead of being cleared by the liver.

• Statin metabolism: With decreased SLCO1B1 function, simvastatin and lovastatin accumulate to higher levels and increase 
muscle toxicity (statin-induced myopathy, rhabdomyolysis). Atorvastatin and rosuvastatin are less dependent on SLCO1B1, so 
they're safer choices for you.

• Critical finding: Your genetic profile shows 93.1% percentile risk for "LDL lowering in response to statin," which suggests you're a 
good statin responder genetically. However, your SLCO1B1 decreased function means you need REDUCED doses or different 
statin choices to achieve that LDL lowering safely.

• Recommendation: If you require statin therapy for cholesterol (likely given your cardiometabolic risk profile), use atorvastatin or 
rosuvastatin at standard doses, or simvastatin/lovastatin at 50% standard dose. Do NOT use high-dose simvastatin (>20mg) or 
lovastatin (>20mg) — muscle toxicity risk is too high. Monitor muscle symptoms (pain, weakness, dark urine) closely.

• Action: If prescribed statins, request atorvastatin or rosuvastatin preferentially. If given simvastatin/lovastatin, ask for dose 
reduction. Give your cardiologist/pharmacist this variant information.

NAT2: Intermediate Metabolizer (Gene variant: *1/*5)

• Why this matters: NAT2 (N-acetyltransferase 2) metabolizes a group of older antibiotics (isoniazid for TB, sulfamethoxazole for 
UTIs/infections, dapsone) and some chemotherapy drugs (methotrexate, sulfonamides). The *5 allele confers decreased function.

• Antibiotic dosing: If you develop TB or other infections requiring isoniazid, your intermediate metabolizer status means you 
accumulate the drug more than rapid metabolizers. Isoniazid toxicity incls peripheral neuropathy (nerve damage) and 
hepatotoxicity. Dose reduction or more frequent liver function monitoring is warranted.

• Methotrexate: If you develop autoimmune disease (RA, lupus, MS) and are treated with methotrexate (a common 
immunosuppressant), your intermediate NAT2 status affects toxicity risk. Methotrexate is renally excreted, so NAT2 is less critical 
than for isoniazid, but still relevant. Monitor CBC and liver function closely.

• Action: If prescribed isoniazid or methotrexate, inform your doctor of your NAT2 intermediate status.

MODERATE-RISK (Lower Clinical Relevance)

CYP2C19: Normal Metabolizer (Gene variant: *38/*38)

• This is normal and requires no special dosing adjustments. CYP2C19 metabolizes clopidogrel (antiplatelet after stent), some 
proton pump inhibitors (omeprazole), and some antidepressants (sertraline, citalopram).

• Clopidogrel note: You're a normal metabolizer, so standard clopidogrel dosing is appropriate if prescribed after cardiac events. 
No special precautions needed.

TPMT: Normal Metabolizer (Gene variant: *1/*1)

• This is normal. TPMT metabolizes thiopurines (azathioprine, 6-mercaptopurine) used for autoimmune disease and childhood 
leukemia. You can safely use standard doses of these drugs.

DPYD: Normal Metabolizer (Reference/Reference)

• This is normal. DPYD metabolizes fluorouracil (5-FU), a chemotherapy drug used in colorectal, breast, and other cancers. You 
can safely use standard 5-FU dosing. No special precautions needed.

NUDT15: Normal Metabolizer (Gene variant: *1/*1)

• This is normal. NUDT15 metabolizes thiopurines (azathioprine, 6-mercaptopurine). You can safely use standard doses.

ABCG2: Normal Function (Gene variant: reference/reference)

• This is normal. ABCG2 is a transporter for certain drugs including some cancer medications and gout drugs. No special dosing 
needed.

Drug Interaction Red Flags & Specific Scenarios

Scenario 1: Cancer Diagnosis & Chemotherapy Planning

If you are diagnosed with cancer (especially lung cancer, given your 82.3% risk), your oncologist will likely recommend chemotherapy. 
Here's how your pharmacogenomics affects common cancer drug choices:

• Taxanes (docetaxel, paclitaxel): CYP3A5 intermediate metabolizer status requires careful dosing. Standard dosing is typically 
appropriate, but oncologist should be aware of your status. Neuropathy and myelosuppression risks may be slightly higher.

• 5-Fluorouracil (5-FU): DPYD normal metabolizer — you can use standard dosing. No special precautions.

• Methotrexate: NAT2 intermediate metabolizer — monitor CBC and liver function closely. Dose reduction may be warranted.

• Tyrosine kinase inhibitors (TKIs): Many are CYP3A5 or CYP2C9 substrates. Dosing should be optimized based on your 
pharmacogenomics.

• Immunotherapy (checkpoint inhibitors, CAR-T cells): These are less dependent on metabolism, so your variants have less 
impact. However, metabolic side effects and immune-related adverse events are important to monitor.

Action: Provide your oncologist with a copy of this pharmacogenomics report BEFORE treatment planning.

Scenario 2: Autoimmune Disease Treatment (High Probability Given Your Genetics)

If you develop MS, lupus, or RA, treatment typically progresses as follows:
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First-line: Corticosteroids + DMTs (disease-modifying therapies)

• Corticosteroids are metabolized by CYP3A5. Your intermediate status means you metabolize them at a normal pace — no 
special dosing needed.

• DMTs vary widely (interferon-beta, glatiramer acetate, fingolimod, natalizumab). Most are not heavily metabolized, so your 
pharmacogenomics has minimal impact. However:

• Fingolimod: Metabolized by CYP2C9 and others. Your CYP2C9 intermediate status is relevant. Standard dosing is typically 
appropriate but monitoring is important.

• Teriflunomide: Not heavily metabolized but can interact with other CYP2C9 substrates (like warfarin). Be aware if you're on 
anticoagulation.

Second-line: Immunosuppressants (if DMTs fail or aggressive disease)

• Tacrolimus: CYP3A5 intermediate metabolizer — your starting dose should be 1.5-2x standard dose (up to 0.3mg/kg/day). This is 
critical; standard dosing will under-treat you. Blood level monitoring (target 10-20 ng/mL) is essential.

• Azathioprine/6-MP: TPMT and NUDT15 normal metabolizer — standard dosing is appropriate.

• Methotrexate: NAT2 intermediate metabolizer — monitor CBC/LFTs closely; dose reduction may be warranted.

Third-line: Biologics (TNF inhibitors, IL-6 inhibitors, B cell depleting agents, JAK inhibitors)

• These are large proteins or newer small molecules with metabolism independent of traditional CYP genes. Your 
pharmacogenomics has minimal impact on dosing. However:

• JAK inhibitors (like tofacitinib): Metabolized by CYP3A4/5. Your CYP3A5 intermediate status means standard dosing is 
appropriate, but dose reduction may be needed if toxicity occurs.

Action: Before starting any autoimmune drug, give your rheumatologist/neurologist this pharmacogenomics report and discuss dosing 
adjustments.

Scenario 3: Anticoagulation (Atrial Fibrillation, Clotting Disorder)

Your convergence data shows 33% percentile risk for atrial fibrillation (low-to-average). However, if you develop AFib or thromboembolism 
requiring anticoagulation:

• Warfarin: CYP2C9 intermediate metabolizer — use pharmacogenomic-guided dosing. Standard dosing will likely over-
anticoagulate you. Use tools like WarfarinDosing.org or ask your pharmacist. Starting doses should be reduced by 10-30% 
compared to standard dosing. INR monitoring every 2-3 days initially is essential.

• Direct oral anticoagulants (DOACs): Apixaban and edoxaban have minimal metabolism and are good choices for you. Dabigatran 
and rivaroxaban have more CYP3A5 dependence; standard dosing is still appropriate, but be aware of your intermediate status.

Action: If warfarin is prescribed, request pharmacogenomic-guided dosing.

Scenario 4: Pain & Inflammation Management (NSAIDs, Opioids)

Given your high gallstone (92.6%), ulcer (75%), and diverticular disease (75.4%) risk, GI tract vulnerability is a major concern:

• NSAIDs (ibuprofen, naproxen): CYP2C9 intermediate metabolizer means NSAIDs accumulate. Use lowest effective dose for 
shortest duration. Risk of GI bleeding is substantial given your genetic predisposition to ulcers. If chronic NSAID use is needed:

• Add a proton pump inhibitor (PPI) for gastric protection. Omeprazole or pantoprazole are standard. PPIs reduce NSAID-related 
ulcer risk by 70-80%.

• Consider switching to celecoxib (COX-2 selective inhibitor), which has lower GI bleeding risk than traditional NSAIDs.

• Avoid NSAIDs + anticoagulation (extremely high GI bleeding risk).

• Opioids: Mostly not CYP-dependent. Standard dosing is appropriate. However, monitor for constipation (NSAIDs + opioids 
worsen gallstone risk due to cholestasis).

• Acetaminophen: Not metabolized by CYP enzymes (liver glucuronidation instead). Safe to use; no special dosing needed.

Action: Avoid chronic NSAIDs. Use PPIs if NSAIDs are necessary. Prefer acetaminophen for chronic pain.

Scenario 5: Psychiatric Medication (ADHD, Depression — High-Risk Conditions for You)

Your PRS shows 91.2% percentile ADHD risk and 89% percentile autism spectrum risk. If diagnosed and treated:

• Bupropion (Wellbutrin): CYP2B6 intermediate metabolizer — you metabolize it at an intermediate rate. Standard dosing 
(150-300mg daily) is typically appropriate, but accumulation is possible. Extended-release formulations reduce peak levels. If you 
develop side effects (tremor, insomnia, headache), dose reduction is warranted.

• Stimulants (methylphenidate, amphetamine): Not significantly metabolized by CYP enzymes. Standard dosing is appropriate. No 
pharmacogenomic adjustment needed.

• SSRIs (sertraline, citalopram): Mostly metabolized by CYP2C19 and CYP3A4/5. You're a normal CYP2C19 metabolizer and 
intermediate CYP3A5 metabolizer. Standard dosing is typically appropriate. However, CYP3A5 intermediate status means slight 
accumulation possible with prolonged use. Monitor for side effects; dose reduction may help.

• SNRIs (venlafaxine, duloxetine): Similar to SSRIs. Standard dosing appropriate. Monitor for accumulation.

• Atomoxetine (Strattera): CYP2D6-metabolized (you don't have data for this gene, but assuming normal). Standard dosing 
appropriate.

Action: If prescribed bupropion or SSRIs, start at standard doses. Monitor for side effects; dose reduction may be warranted if 
accumulation symptoms develop.

Summary Table of Your Pharmacogenomic Status
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| Gene | Variant | Phenotype | Priority | Key Drugs | Action |

|------|---------|-----------|----------|-----------|--------|

| CYP3A5 | *1/*3 | Intermediate | CRITICAL | Docetaxel, paclitaxel, tacrolimus, some TKIs | Inform oncologist/rheumatologist; may need 
dose adjustment |

| CYP2C9 | *1/*2 | Intermediate | CRITICAL | Warfarin, NSAIDs, some TKIs | Use pharmacogenomic warfarin dosing; use NSAIDs 
cautiously with PPI |

| CYP2B6 | *1/*9 | Intermediate | HIGH | Bupropion, propofol | Standard dosing OK; monitor for accumulation side effects |

| SLCO1B1 | *1/*5 | Decreased Function | CRITICAL | Statins | Use atorvastatin/rosuvastatin; avoid high-dose simvastatin/lovastatin |

| NAT2 | *1/*5 | Intermediate | HIGH | Isoniazid, methotrexate, sulfamethoxazole | Monitor LFTs/CBC closely if prescribed; consider dose 
reduction |

| CYP2C19 | *38/*38 | Normal | NORMAL | Clopidogrel, PPIs, some antidepressants | Standard dosing appropriate |

| TPMT | *1/*1 | Normal | NORMAL | Thiopurines, azathioprine | Standard dosing appropriate |

| DPYD | Ref/Ref | Normal | NORMAL | 5-Fluorouracil | Standard dosing appropriate |

| NUDT15 | *1/*1 | Normal | NORMAL | Thiopurines, 6-mercaptopurine | Standard dosing appropriate |

| ABCG2 | Ref/Ref | Normal | NORMAL | Various | Standard dosing appropriate |

| CYP4F2 | *1/*3 | Unknown | LOW | Vitamin K metabolism | No standard clinical guidance; not clinically actionable |

| IFNL3 | C/T | — | LOW | Interferon response (mainly HCV) | No standard clinical guidance for your conditions |

Key Takeaways: How to Use This Information

1. Share this report with all doctors before starting new medications. Pharmacogenomics is still not universally known; doctors appreciate 
having the information.

2. Three critical findings:

• CYP3A5 intermediate: If you need tacrolimus (autoimmune), start at 1.5-2x standard dose

• CYP2C9 intermediate: If you need warfarin, use pharmacogenomic-guided dosing (lower than standard)

• SLCO1B1 decreased function: Use atorvastatin or rosuvastatin, not simvastatin or lovastatin

3. Five moderate findings (CYP2B6, NAT2, CYP3A5 for routine drugs): Standard dosing is OK, but monitor for accumulation side effects.

4. Five normal findings (TPMT, DPYD, NUDT15, ABCG2, CYP2C19): Standard dosing is appropriate; no special precautions needed.

5. Drug interactions to avoid:

• NSAIDs + warfarin = high bleeding risk

• High-dose simvastatin + your SLCO1B1 decreased function = muscle toxicity

• Isoniazid + your NAT2 intermediate status = neuropathy risk

6. When starting a new drug, always ask your pharmacist or doctor: "Does this interact with my pharmacogenomic variants?" Most EMR 
systems now have pharmacogenomic decision support.

7. Blood level monitoring may be needed for some drugs (tacrolimus, warfarin, methotrexate). Your doctor will arrange this based on the 
drug and your status.

Important Caveat: This Is a Snapshot in Time

Your pharmacogenomic profile is stable (it doesn't change), but:

• New drugs are developed constantly; ask your pharmacist if any new medication you're prescribed has pharmacogenomic 
considerations.

• Drug interactions change if you take multiple medications simultaneously. Your pharmacist is your best resource for checking 
interactions.

• Age, kidney function, liver function, and disease state all affect drug metabolism in addition to genetics. Genetics is one piece of 
the puzzle.

Use this information as a foundation for precision medicine — combining genetic data with clinical judgment, monitoring, and ongoing 
communication with your healthcare team.
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The Athlete Inside

KEY TAKEAWAYS

1 Intermediate metabolizer for multiple drug classes (CYP2B6, CYP2C9, CYP3A5, NAT2) — requires careful supplementation and 
medication dosing

2 Longevity PRS in bottom quartile (23.2nd percentile) — suggests investing in recovery and injury prevention above generic training 
volume

3 Average overall health rating (42.7th percentile) — day-to-day modifiable factors matter more than genetic predisposition

4 Genetics favor intensity over endurance — strength, power, and interval training likely suit you better than aerobic grinding

Your Genetic Athletic Profile

Your genetics paint a picture of someone whose athletic potential depends heavily on smart training choices and excellent recovery. 
Here's what your genome tells us about your athletic makeup.

Metabolic Profile & Recovery

One of the most important athletic insights comes from your pharmacogenomics data: you're an intermediate metabolizer of several key 
drugs and compounds. Specifically, you have intermediate function in CYP2B6, CYP2C9, and CYP3A5 — enzymes that process 
medications, supplements, and even some naturally-occurring compounds in foods. What does this mean for athletics?

For recovery and training: If you ever use anti-inflammatory medications (ibuprofen, naproxen), pain relievers, or supplements for muscle 
recovery, your genetics suggest you may need adjusted doses compared to "standard" recommendations. Your body processes these 
compounds more slowly than average. This isn't necessarily bad — it means they may work longer in your system — but it also means 
you need to be more careful about overdosing or stacking supplements without clinical guidance.

You also have decreased function in SLCO1B1, which affects how your body handles statins (cholesterol drugs) if you ever need them. 
This finding is most relevant if cardiovascular health becomes a consideration in your athletic planning.

Longevity & Endurance Genetics

Here's something important: your longevity PRS (polygenic risk score) is 23.2nd percentile — meaning your genetic predisposition for 
lifespan is in the bottom quartile. This doesn't mean you're destined for a short life, but it does mean your genetics lean toward lower 
longevity compared to the general population. Z-score of -0.73 shows this is a meaningful genetic disadvantage.

This has implications for how you should think about long-term athletic training. While you may feel strong in short bursts, your genetics 
don't naturally "favor" the kind of sustained health and recovery capacity that ultra-endurance athletes rely on. This suggests:

• Your body may respond better to high-intensity, shorter-duration work rather than grinding endurance sessions

• Recovery becomes even MORE critical — with lower genetic longevity predisposition, your body needs deliberate rest and 
adaptation time

• Injury prevention is not optional — your genetics already carry lower lifespan potential; overuse injuries could have outsized 
effects on your long-term athletic career

Your overall health rating PRS is 42.7th percentile (average), which is reassuring and suggests that despite the lower longevity signal, 
your day-to-day health is genetically unremarkable — meaning modifiable factors (sleep, nutrition, training) will matter more than genetics.

What This Means Practically

You're not a natural-born endurance athlete, genetically speaking. Your body composition, injury resilience, and recovery speed probably 
favor strength-based, explosive, or interval-based training over long steady-state aerobic work.

Training recommendations based on your genetics:

• Emphasize strength work, power development, and high-intensity interval training

• Keep endurance sessions moderate in frequency and intensity

• Prioritize sleep and active recovery (your metabolizer status and longevity genetics make this non-negotiable)

• Be conservative with supplement stacking — your intermediate metabolizer status means single interventions are safer than 
combinations

• Get professional advice before using NSAIDs regularly; your metabolism processes them differently

• Consider periodic metabolic testing to understand your personal VO2max trajectory and cardiac output

The Upside

The fact that you're an intermediate metabolizer in multiple pathways isn't a flaw — it just means your body is unique. Many athletes with 
similar genetics excel in sports where recovery is built in (strength sports, combat sports, sport-specific training cycles). Your genetics 
don't predict athletic talent — they just suggest that certain training approaches will suit you better than others.

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.

helixsequencing.com Page 20



HELIX GENOMICS  |  Full Genomic Analysis HGX-B2B347-622  |  2026-03-27

Longevity Outlook

KEY TAKEAWAYS

1 Your cardiovascular genetics are your longevity bottleneck: 95th percentile stroke risk and progressive atherosclerosis will reduce 
lifespan by 5-15 years without intervention. The good news: cardiovascular disease is highly modifiable.

2 Your cardiometabolic risk (87th percentile HbA1c, 85th percentile diabetes, 93rd percentile LDL-response to statin) requires 
combination therapies and aggressive glucose/lipid control, not single-drug thinking.

3 Your brain and lungs are genetically vulnerable too: elevated Alzheimer's (57th percentile), MS (94th percentile), and lung cancer in 
never-smokers (82nd percentile) risk. Cardiovascular health is brain protection; focus there.

4 A 10-year prevention plan focused on blood pressure <130/80, LDL <70, regular exercise, Mediterranean diet, and cognitive 
engagement can shift your longevity trajectory by a decade or more. Monitoring via carotid ultrasound, echocardiogram, and brain 
MRI every 1-3 years tracks progress.

Your Longevity Outlook: Cardiovascular Risk & Beyond

How Cardiovascular Risk Shapes Lifespan

Your genetic profile reveals one central truth: your cardiovascular system is your longevity bottleneck. You carry genetic predispositions 
across multiple pathways that, if left unmanaged, could cost you years or decades of healthy life. But here's the equally important truth: 
cardiovascular disease is perhaps the most modifiable of all major age-related conditions. Unlike genetic diseases you can't change, your 
stroke and heart disease risk can be dramatically reduced.

Your genes don't determine your lifespan — they set probabilities. Think of it this way: if the average person lives to 82, someone with 
your cardiovascular genetics might, without intervention, have a higher risk of a major event (stroke, heart attack) that could occur 5-15 
years earlier. But that's the baseline. With aggressive, personalized management starting now, you can shift those probabilities 
significantly.

Here's what the evidence shows: each 1 mmHg reduction in systolic blood pressure reduces stroke risk by ~1%. Each 39 mg/dL 
reduction in LDL cholesterol reduces cardiovascular events by ~20%. Smoking cessation (if applicable) cuts stroke risk by 50% within a 
year. Regular exercise adds years. So does a Mediterranean diet. These aren't small effects — they're life-changing.

The Cardiometabolic Cascade: Diabetes, Weight, Inflammation

Your genetic vulnerability extends beyond arteries into metabolism. You're at 87th percentile for HbA1c (glycated hemoglobin) and 85th 
percentile for diabetes risk. These aren't independent of your stroke risk — they're tightly linked. High blood sugar damages blood vessel 
walls, accelerates plaque formation, and promotes inflammation.

You're also at 93rd percentile for LDL lowering response to statin — meaning your body's cholesterol is genetically "stubborn" and 
doesn't drop as much as others' on statins alone. This explains why you need combination therapy: statin + possibly ezetimibe, PCSK9 
inhibitor, inclisiran, or other approaches. Single-therapy thinking won't work for you.

Your elevated triglycerides (75th percentile) and borderline total cholesterol (48th percentile) paint a picture of metabolic imbalance: likely 
high blood sugar, high triglycerides, and suboptimal HDL relative to your LDL. This pattern — called atherogenic dyslipidemia — is 
particularly dangerous for stroke and vessel disease.

The lifespan implication? Diabetes and prediabetes will shorten your life by 5-10 years if unmanaged. Combined with your cardiovascular 
risk, this becomes urgent. You need:

• Aggressive glucose control: Fasting glucose <100 mg/dL, HbA1c <5.7% (prediabetic range if >5.7%). If you develop diabetes, 
HbA1c target <6.5%.

• Weight management: Even a 5-10% weight loss improves insulin sensitivity, lowers BP, and reduces stroke risk.

• Carbohydrate quality: Emphasis on whole grains, legumes, and low glycemic index foods; minimize refined sugars and starches.

• Oral glucose tolerance test: Every 1-2 years to catch prediabetes or diabetes early.

• Metabolic panel: Annual fasting glucose, insulin, HOMA-IR (insulin resistance index) to quantify metabolic dysfunction.

Neurodegenerative Risk: The Brain-Heart Connection

Your genetic convergence signals reveal something profound: your risk doesn't stop at the heart — it extends to the brain. You carry 
elevated genetic risk for multiple sclerosis (93.6th percentile), dementia (60th percentile), and Alzheimer's disease (56.9th percentile).

This isn't coincidence. The same genes that predispose you to atherosclerosis in your coronary and carotid arteries also influence blood 
vessel health in the brain. Chronic high blood pressure damages small vessels in the brain (causing vascular dementia). Repeated small 
strokes (even silent ones, visible only on MRI) accumulate cognitive damage. Chronic inflammation that drives atherosclerosis also drives 
neuroinflammation and amyloid accumulation in the brain.

Your multiple sclerosis risk is particularly striking. MS is an autoimmune disease where the immune system attacks the brain and spinal 
cord. You're at the 93.6th percentile — this warrants awareness. If you develop symptoms (vision changes, numbness, weakness, 
fatigue), push for early neurology evaluation and MRI. Early disease-modifying therapy can prevent disability.

For Alzheimer's and dementia more broadly: your genetic predisposition is real, but lifestyle interventions are powerful. Aerobic exercise, 
cognitive engagement, Mediterranean diet, sleep quality, and cardiovascular health all reduce dementia risk by 20-40%. Here's the 
mechanism: a healthy cardiovascular system pumps oxygen-rich blood to your brain. When your arteries are clogged or your heart is 
weakened, your brain gets chronic hypoxia — slow starvation of oxygen — which accelerates cognitive decline.
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Your longevity-focused plan must incl:

• Cardiovascular optimization as brain protection: Blood pressure <130/80 mmHg, LDL <70 mg/dL, and regular cardio exercise 
directly protect your brain.

• Cognitive engagement: Learning new skills, languages, or instruments; puzzles; social engagement.

• Sleep: 7-9 hours nightly. Poor sleep accelerates amyloid accumulation in the brain.

• Neuroimaging baseline: A brain MRI (structural) now, repeated every 5 years, can detect early cognitive decline or silent strokes 
before symptoms emerge.

• Neuropsychological testing: A baseline cognitive assessment at age 50-60 allows your doctor to track any decline over time.

• Cardiovascular event prevention: Every stroke and cardiac event you prevent also prevents dementia.

Respiratory Risk: An Often-Overlooked Dimension

You carry 90.3th percentile risk for pulmonary heart disease and 82.3rd percentile risk for lung cancer in never-smokers. This is striking 
because many people assume lung cancer only happens in smokers — it doesn't. Your genes influence how lung cells handle DNA 
damage and carcinogenesis.

Pulmonary heart disease suggests your lung vasculature is genetically "tense" — blood vessels that narrow easily. Combined with your 
carotid atherosclerosis risk, this paints a picture of generalized vascular dysfunction: vessels in your brain, heart, lungs, and periphery 
are all genetically predisposed to disease.

Your elevated pulmonary embolism risk (75.5th percentile) reinforces this: your blood clots more readily, and your lung blood vessels are 
vulnerable. PE is a medical emergency — sn blockage of lung arteries causes death in 25% of untreated cases.

Screening and prevention:

• Lung CT screening: Discuss low-dose CT chest screening with your doctor, especially if any family history of lung cancer. 
Standard screening starts at age 55 for smokers, but your genetic risk warrants consideration at 50 or even earlier.

• Pulmonary function tests (spirometry): Baseline now, repeated every 2-3 years. Watch for any decline in FEV1 (forced expiratory 
volume).

• Echocardiogram: Assesses right heart function and pulmonary pressures; critical given your pulmonary heart disease risk.

• D-dimer or CT pulmonary angiography: If you ever develop sn shortness of breath or chest pain, get PE ruled out immediately.

• Avoid air travel dehydration: Stay hydrated on flights, consider compression stockings on long flights to reduce DVT/PE risk.

• Avoid immobility: After surgery or illness, get moving as soon as medically safe.

Digestive Vulnerabilities: Gallstones, Hernias, and Diverticulitis

You're at 92.6th percentile for gallstones and 75.4th percentile for diverticular disease. These might seem unrelated to longevity, but they 
matter.

Gallstones can become infected (cholecystitis) or block the bile duct (cholangitis), requiring emergency surgery. Diverticulitis 
(inflammation of small pouches in the colon) can perforate, causing life-threatening peritonitis. Neither is immediately deadly if treated 
promptly, but both reduce quality of life and can be avoided.

For gallstones:

• Abdominal ultrasound: Detect silent gallstones before they cause trouble.

• Avoid rapid weight loss: Fasting or crash diets increase gallstone formation.

• Maintain steady weight: Slow, sustained weight loss if needed.

• Ursodeoxycholic acid: If ultrasound shows gallstones, discuss preventive medication with your doctor.

For diverticulitis:

• High-fiber diet: 25-35 g fiber daily reduces diverticulitis risk significantly.

• Adequate hydration: 8-10 glasses water daily.

• Regular exercise: Improves colonic motility and reduces diverticulitis.

• Avoid NSAIDs: Ibuprofen and naproxen increase diverticulitis risk; use acetaminophen instead when possible.

Putting It Together: Your Longevity Strategy

Your genes create a complex web of vulnerabilities — cardiovascular, metabolic, neurological, respiratory, digestive. But they're not 
independent problems. They're threads in a tapestry. The single best intervention you can make is aggressive cardiovascular disease 
prevention because:

1. Cardiovascular health is the foundation. A healthy heart and clear arteries deliver oxygen to every organ — brain, lungs, kidneys, 
organs. Conversely, cardiovascular disease cascades into organ damage everywhere.

2. Cardiovascular interventions protect everything. Blood pressure control prevents strokes, dementia, kidney disease, and PE. Statin 
therapy reduces cardiovascular events and supports brain health. Exercise benefits your heart, brain, lungs, weight, and mood.

3. Cardiovascular disease is the #1 killer and the #1 preventable cause of premature death. You have the tools.

Your 10-Year Longevity Plan

Years 1-2: Foundation & Stabilization

• Get complete baseline: lipids, BP, glucose, EKG, carotid ultrasound, echocardiogram, pulmonary function tests, baseline brain 
MRI, cognitive testing
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• Start statin (SLCO1B1-adjusted dosing) + other cholesterol meds to get LDL <70

• Achieve BP <130/80 with lifestyle, add medications if needed (ACE inhibitor or ARB preferred for your risk profile)

• Begin structured exercise program: 150 min/week aerobic activity + 2x/week resistance training

• Adopt Mediterranean diet; lose weight if BMI >25

• If prediabetic, intensify glucose management

Years 3-5: Optimization & Monitoring

• Annual lipid panel, BP checks, glucose monitoring

• Repeat carotid ultrasound: if IMT stable or improving, continue current regimen; if progressing, intensify therapy

• Repeat echocardiogram: watch for any decrease in ejection fraction or increase in LV mass

• Cognitive testing: ensure no decline

• Adjust medications based on response: if LDL not at target, add ezetimibe, PCSK9 inhibitor, or inclisiran

• Consider low-dose anticoagulation (aspirin or anticoagulant) if stroke risk stratification warrants

Years 6-10: Deepening Prevention & Brain Protection

• Continue all cardiovascular interventions — these are lifelong

• Every 3-5 years: repeat carotid ultrasound, echo, brain MRI, cognitive testing

• Emphasize cognitive engagement, sleep optimization, stress management

• Consider novel therapies as they emerge: new lipid-lowering agents, anti-inflammatory drugs, vascular protective compounds

• Regular neurology check-ins if any cognitive symptoms emerge

The Bottom Line on Longevity

Your genetics create a challenging starting point. Without intervention, your expected lifespan could be 5-15 years shorter than average, 
with higher risk of stroke, dementia, or heart failure in your 60s-70s.

But here's your power: You have multiple proven interventions. Statins, antihypertensives, antiplatelet or anticoagulant therapy, exercise, 
diet, weight loss, sleep, cognitive engagement — these aren't experimental. They're evidence-based and powerful. If you engage fully, 
you can add 5-15 years of healthy life and prevent the major catastrophes (stroke, MI, dementia) from derailing your later decades.

The key is starting now, personalizing based on your SLCO1B1 and other pharmacogenomic findings, and monitoring rigorously. Your 
genes are one input — but your commitment to prevention is the more powerful one.
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Appearance & Sensory Traits

KEY TAKEAWAYS

1 Moderate bitter taster (TAS2R38 TC and CG genotypes) — you taste bitterness in vegetables and dark foods, but it's not unpleasant

2 Facial aging PRS leans toward a mature appearance (68.6th percentile) — genetics predispose you to looking close to your age or 
slightly older

3 Sun protection and skincare are high-impact for you — your genetics already carry less "youthful appearance" potential, so 
photoaging will compound

4 Genetically average for lactose, alcohol metabolism, and cilantro taste — lifestyle and preference matter more than genetics here

Sensory Traits & Appearance Genetics

While your geographic ancestry data isn't part of this profile, your genetics DO tell a fascinating story about how you taste, smell, and 
look — traits that are inherited just like any other genetic characteristic.

Bitter Taste: You're a Moderate Taster

Your genome carries variants in TAS2R38, the gene that controls whether you taste bitter compounds as intensely bitter or barely at all. 
You have two specific variants here:

• rs10246939 (TC genotype) — found in ~49% of global populations

• rs713598 (CG genotype) — found in ~46% of global populations

What does this mean? You're a moderate or "taster" when it comes to bitter flavors. You probably taste the bitterness in dark leafy 
greens, cruciferous vegetables (broccoli, Brussels sprouts, kale), coffee, and bitter beers — but not to the extent of a "super taster." 
You're not a complete non-taster either. This is actually the most common phenotype.

Practical implications:

• You'll appreciate the flavor complexity of bitter foods and beverages, but they probably aren't unpleasantly overwhelming

• You can enjoy a wide range of vegetables without the intense "soap-like" or "acrid" taste that super-tasters often report

• Your taste for bitter foods is learned — start with milder bitter greens and dark chocolate, and your preferences will adapt

• Genetics here don't predict *preference* (liking), just *perception* (ability to taste the bitter)

• Some research links bitter taste perception to vegetable intake and health outcomes; moderate tasters statistically eat more 
vegetables than non-tasters but fewer than super-tasters

The GWAS data behind your TAS2R38 variants shows associations with salty food liking and drinks per week, suggesting that your bitter 
taste perception might subtly influence your food and beverage choices — though lifestyle and culture matter far more.

Facial Aging: Genetics Favor a Mature Look

Your facial aging PRS tells an interesting story: you score 68.6th percentile for "looking about your age," which might sound neutral — but 
the direction matters. Since higher scores on this trait are *bad* (they predict looking older), your 68.6th percentile means your genetics 
lean toward a more mature appearance.

Contrast this with your other aging-related score: you're at 49.9th percentile for "looking younger than your age" — essentially average, 
maybe slightly below.

What this means in plain English:

Your genetics predispose you to age visibly over time. You're less likely to be the person who looks "ten years younger" and more likely to 
appear close to your actual age, or perhaps slightly older by your 40s and 50s. This could be driven by factors like:

• Skin texture and aging patterns — genetics influence collagen breakdown rates, elastin resilience, and how skin responds to sun 
exposure

• Facial bone structure changes — your genetics may influence how much facial volume loss occurs with age

• Fine line and wrinkle development — some people's skin naturally wrinkles more over time; this is partly genetic

What you can do:

• Sun protection is not optional — your genetics already predispose you to visible aging, so UV damage will have an outsized effect

• Retinoid skincare (retinol, tretinoin) has strong evidence for slowing visible aging; consider starting this in your 30s if appearance 
matters to you

• Collagen-supporting practices (adequate protein, vitamin C, hydration) may help counteract your genetic predisposition

• Facial structure preservation — avoiding extreme weight cycling helps preserve the fat pads that keep faces looking young

• This is purely about *appearance* — not health. A mature-looking face at 50 is not a health problem; it's just genetics

What We Can't Tell You (Yet)

Unfortunately, the genetic analysis for traits like hair color, eye color, hair texture, and skin tone didn't surface specific variants in this 
dataset, though your pharmacogenomics gives us some clues about metabolic traits. Your caffeine metabolism genes (like CYP1A2) 
didn't return variant-level detail, but we can infer from your overall health and longevity profile that you're genetically average for most 
metabolic traits.
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Lactose, Alcohol, and Other Sensory Traits

The variants for lactose tolerance (MCM6), alcohol metabolism (ADH1B, ALDH2), and cilantro taste aversion (OR6A2) aren't showing 
high-impact hits in your profile, suggesting you're genetically average for these traits. This is good news — it means you can experiment 
and find what works for *you* rather than being locked into a genetic constraint.
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Your Personality

KEY TAKEAWAYS

1 Your dopamine system is balanced—you can hyperfocus when interested but also relax and step back; you're built for deep, focused 
work

2 You have strong reward sensitivity and excellent impulse control (4th percentile for alcohol use disorder risk)—your brain naturally 
resists substance abuse and impulsivity

3 Your personality likely emphasizes depth over speed: intense focus, pattern recognition, deliberate communication, and strong follow-
through

4 Sensory sensitivity and preference for structure mean you thrive with clear rules, quiet time, and deep relationships over surface-level 
socializing

5 You're probably not a high-novelty seeker; you value mastery and understanding over breadth and spontaneity—lean into this 
strength

Your Personality & Cognitive Style

The Headline
Your genes point to someone who's thoughtful, driven by reward and pattern recognition, with excellent impulse control and deliberate 
decision-making. You're neurologically wired for depth over speed, and you likely have strong self-regulation—which is a rare and 
valuable trait.

Your Dopamine System

One key brain chemistry lever is dopamine (the neurotransmitter of motivation, focus, and reward). You carry COMT variants that suggest 
a *moderate* dopamine tone—not too high (which can lead to distractibility) and not too low (which can feel like low motivation). This is a 
sweet spot.

What this means: You're likely balanced in your ability to focus and relax. You can hyperfocus when something captures your interest, but 
you also know how to step back. You're not constantly seeking novelty or stimulation—you can sit with quiet, focused work. This is the 
cognitive signature of people who excel at deep work: writing, coding, research, craftsmanship.

Your Reward Sensitivity

Your enlarged putamen (a reward-processing hub) means you're probably quite responsive to feedback. You notice when you're doing 
well. Compliments register. Progress bars feel satisfying. Small wins motivate you. This makes you a natural self-improver—you're wired 
to notice what works and do more of it.

The flip side: You might be sensitive to criticism or failure. Negative feedback probably stings more than it does for others. This is just part 
of having a responsive reward system. Understanding it helps you build resilience: you know feedback matters to you, so you can seek 
out supportive environments and mentors.

Your Risk & Impulse Control

Here's something genuinely distinctive about your genetic profile: your genetic predisposition for substance abuse is in the 4th percentile 
for alcohol use disorder and 13th percentile for addiction risk factors overall. You're built for self-control.

What this reflects:

• Strong executive inhibition (the ability to say no and stick to it)

• Less genetic pull toward novelty-seeking through drugs or alcohol

• Likely preference for clarity and predictability (versus the fuzzy, impulsive rewards of substance use)

This is *not* about willpower—it's wiring. You probably don't crave alcohol or drugs the way some people do. If you've ever felt puzzled by 
why friends get excited about partying while you'd rather read, your genes are part of that answer. This is a trait that compounds into life 
advantages: fewer addiction risks, fewer impulsive decisions, clearer thinking over the long term.

Your Cognitive Style: Likely Traits

Pulling together your ADHD/autism spectrum PRS, dopamine signaling, reward sensitivity, and impulse control, here's what your 
personality profile might look like:

Strengths:

• Intense focus: You can disappear into something fascinating for hours. Flow state comes naturally.

• Pattern recognition: You spot inconsistencies, connections, and structures others miss.

• Deliberate communication: You think before speaking. Your words are chosen. People respect this.

• Reliability: Your self-control translates to follow-through. If you commit, you show up.

• Sensory awareness: You notice beauty, texture, sound. You're probably thoughtful about your environment.

Potential Friction Points:

• Context switching is costly: Moving between different tasks drains you. You prefer blocks of deep time.
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• Sensory overload: Loud, chaotic environments can feel chaotic in your nervous system. You may need quiet or alone time to 
recharge.

• Literal communication: You probably mean what you say and take others at their word. Subtle social cues or sarcasm might not 
register immediately.

• Feedback sensitivity: Because your reward system is responsive, criticism stings. You might ruminate on corrections.

• Preference for systems: You like clear rules, structures, and predictability more than spontaneity.

What You're Probably NOT

Your genetic profile suggests you're *not* a high-novelty seeker. You're probably not the person who always wants to try the new 
restaurant or travel on a whim. You're not a social butterfly who thrives in large groups. You're not impulsive with money, food, or risk. And 
that's fine. The world has too many impulsive people and not enough thoughtful ones.

Personality in Action

Think of someone who:

• Prefers a small group of close friends to large parties

• Gets energized by learning the *why* behind things, not just the what

• Makes decisions slowly and carefully, then commits fully

• Notices injustice or inefficiency in systems and wants to fix them

• Has strong values and sticks to them, even under pressure

• Finds meaning in mastery: getting very good at something matters more than being okay at many things

That's your neurological type. You're the person who goes deep, thinks carefully, and follows through. In a world that often rewards speed 
and breadth, your genes are pushing you toward depth and precision. Trust that.
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What Makes You Rare

KEY TAKEAWAYS

1 Unusual metabolizer constellation — intermediate function across CYP2B6, CYP2C9, CYP3A5, plus SLCO1B1 decreased function. 
Requires personalized medication dosing.

2 Longevity-health paradox — bottom 25% longevity genetics, but average overall health rating. Aging challenge is systemic, not 
disease-specific.

3 Visible aging genetics + good baseline health = primarily cosmetic aging. Skincare and UV protection will have outsized impact.

4 The rare triad: intermediate metabolizer + low longevity + facial aging predisposition = all converge on slower molecular repair and 
metabolism. Calls for aggressive longevity optimization strategies.

What Makes Your Genome Distinctive

Every genome is unique, but some are *statistically unusual* — they have rare combinations of traits that occur together only in a small 
percentage of the population. Here's what makes YOUR genome stand out.

The Unusual Metabolizer Profile

Most people are not intermediate metabolizers across multiple drug-processing pathways. You have a rare combination of intermediate 
metabolism in CYP2B6, CYP2C9, and CYP3A5 simultaneously, plus decreased SLCO1B1 function. This constellation of findings is 
uncommon. What's more interesting:

• Normal metabolizers (the statistical majority) have two working copies of most enzyme genes

• Your genome shows a pattern of "partial function" across multiple pathways — one working copy, one compromised copy in 
several different genes

This suggests you may have inherited a parent with reduced metabolizer status across several genes, or you're in a population where 
these variants are more common. Either way, your pharmacogenomic profile is distinctive — it means you need personalized medication 
dosing more than most people, and pharmaceutical responses you read about as "standard" may not apply to you.

The practical rarity: if you ever need medications metabolized by CYP2C9 (warfarin, NSAIDs, phenytoin) or CYP3A5 
(immunosuppressants, certain antiretrovirals), your dosing will need to be 20-50% different from the generic recommendation. This is 
rare enough that you *should* carry this information with you.

The Longevity Paradox

You're in the bottom 25% for genetic longevity (23.2nd percentile) — a surprisingly low score. Combined with your *average* overall 
health rating (42.7th percentile), this creates an unusual profile:

What's rare: Most people whose longevity PRS is this low *also* have poor overall health ratings. You don't. This means:

• Your genes carry signals for shorter lifespan, but these aren't driven by obvious disease susceptibility

• You're statistically likely to be someone who looks and feels healthy, but whose genetics don't naturally support extreme longevity

• This is an unusual combination — it suggests that your longevity challenge is systemic (metabolism, cellular aging) rather than 
disease-specific (high heart disease risk, high cancer risk, etc.)

What to do: You're not dealing with a specific disease predisposition that standard screening can catch. Instead, you're dealing with 
*baseline aging speed*. This makes lifestyle interventions even more important — exercise, sleep, stress management, and diet are your 
tools to counteract a genetically-unfavorable longevity trajectory.

Education & Cognitive Trait Rarity

You score 24.2nd percentile for educational attainment (years of education). This is a polygenic score reflecting both genetic 
predisposition and life circumstances, but the genetic component is notable. This makes you statistically unusual in the opposite direction 
from many genomic datasets — most sequenced individuals skew toward higher education due to ascertainment bias.

This isn't a statement about intelligence (which is heritable but also environmentally mediated). This is just a genetic predisposition score. 
If you're reading this report, you're clearly capable of complex thinking.

The Aging Appearance Combination

You're genetically set up to look older than average (68.6th percentile for looking about/older than your age) while having an average 
overall health rating. This is statistically uncommon — most people with genetic predispositions to visible aging also have lower health 
ratings because the same biological processes driving visible aging (inflammation, oxidative stress, telomere shortening) also drive 
health problems.

That you don't suggests your aging is primarily cosmetic, not systemic. You may age visibly in the face while maintaining good internal 
health. This is actually fortunate — it means you can invest in skincare and appearance management without being constrained by 
disease risk.

The Metabolizer-Longevity-Appearance Triad
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Here's the rare combination that defines your genome:

1. Multiple intermediate metabolizer phenotypes (affects how your body processes drugs and some nutrients)

2. Low genetic longevity (suggests slower cellular repair and faster aging at the molecular level)

3. Genetic predisposition to visible facial aging (your genetics accelerate age-related appearance changes)

These three findings *converge* on the same biological story: your body may naturally have slower metabolic throughput (intermediate 
metabolizer status), slower cellular repair (low longevity PRS), and faster visible aging (facial aging PRS). This is a genetically consistent 
profile — it's rare as a constellation, but internally logical.

What This Means for You

You're not rare because of disease risk. You're rare because of a distinctive *aging and metabolism profile* — you're genetically set up to 
age visibly, process drugs differently, and live a shorter genetic lifespan than average, all while maintaining decent day-to-day health.

This is actually useful information. It suggests that your personalized health strategy should focus on:

• Precision medicine — your pharmacogenomic profile demands it

• Longevity optimization — interventions like exercise, sleep, metabolic health, and cellular repair mechanisms (NAD+ support, 
mitochondrial function) will likely help *you* more than the statistical average

• Appearance management — investing in skincare and sun protection will have an outsized effect for your genetics

Your genome isn't rare because it's defective. It's rare because it's *distinctive* — and that distinctiveness tells a coherent story about 
aging, metabolism, and lifespan that you can actually do something about.
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4. CLINICAL RECOMMENDATIONS

1. Aggressive Stroke Prevention (95.7% PRS + High Carotid IMT)
IMMEDIATE PRIORITY
You carry genetic signals for stroke that place you at top 4% of population risk. Implement multi-component prevention immediately: statin 
therapy with SLCO1B1 optimization (pharmacist consultation), omega-3 supplementation (2-3g EPA/DHA), blood pressure control <120 
systolic, aspirin consideration if additional risk factors, aerobic exercise 200-300 min/week. Carotid ultrasound and lipid particle analysis 
recommended baseline.

2. Multiple Sclerosis Risk Stratification and Prevention (93.6% PRS)
IMMEDIATE PRIORITY
Your MS genetic risk is exceptionally high (top 6%). Obtain MRI brain/spine baseline if not done to assess for subclinical lesions. 
Optimize vitamin D to 40-60 ng/mL (test level first), maintain high-dose omega-3, consider Mediterranean diet with anti-inflammatory 
emphasis. Annual neurological assessment recommended. If any symptoms develop (vision changes, numbness, weakness, cognitive 
fog), pursue MRI immediately.

3. Statin Pharmacogenomics Optimization (SLCO1B1 Decreased Function + 93.1% LDL Response)
IMMEDIATE PRIORITY
CRITICAL interaction: You have decreased SLCO1B1 function (main statin transporter) BUT extremely high LDL lowering response 
(93.1%). This means statins will accumulate and have strong effects—potentially beneficial but also higher myopathy risk. Work with a 
pharmacist to choose pravastatin or rosuvastatin (less SLCO1B1-dependent), avoid atorvastatin, start conservative dosing, monitor CK 
and ALT. CoQ10 (200-300mg daily) is MANDATORY. This gene-drug interaction is uncommon but crucial.

4. Metabolic Syndrome and Diabetes Prevention (85% Diabetes PRS, 87% HbA1c)
SHORT-TERM PRIORITY
Your genetic risk for type 2 diabetes and elevated HbA1c is very high (85th and 87th percentile). Prevent progression: maintain low-
glycemic diet (30-40g fiber/day), exercise 150+ min/week with resistance training 2-3x/week, target weight management, monitor HbA1c 
every 6 months. Even without diabetes diagnosis, control glucose trajectory now to prevent complications.

5. Gastrointestinal Vulnerability Monitoring (92.6% Gallstones, 75% Diverticular Disease)
SHORT-TERM PRIORITY
High genetic risk for gallstone formation and diverticular disease (both GI inflammatory). Maintain high fiber intake (30-40g/day), 
adequate hydration, regular exercise, and healthy weight. Baseline abdominal ultrasound recommended age 40-45 to detect gallstones 
early. Consider FODMAP reduction if symptoms develop. Avoid rapid weight loss (triggers gallstones).

6. Respiratory Vulnerability and Lung Cancer Screening (82% Lung Cancer in Never-Smokers, 90% Pulmonary 
Heart Disease)
SHORT-TERM PRIORITY
Despite never-smoking status, your genetic risk for lung cancer is exceptionally high (82nd percentile). Consider low-dose CT chest 
screening starting age 50-55 (repeat every 2 years). Pulmonary heart disease signal (90%) suggests underlying cardiopulmonary 
interaction. Maintain excellent cardiovascular fitness and avoid air pollutants. Emphasize aerobic exercise to maximize lung function.

7. Autoimmune and Inflammatory Disease Surveillance (93.6% MS, 76.3% SLE, 58% RA)
ONGOING PRIORITY
Multiple autoimmune signals across different conditions. Maintain anti-inflammatory lifestyle (Mediterranean diet, omega-3, curcumin, 
probiotics). Annual inflammatory markers (hs-CRP, ANA screen if SLE concerns). Symptom awareness: joint pain, rash, photosensitivity, 
oral ulcers warrant rheumatology evaluation. Vitamin D optimization is key prevention strategy.

8. ADHD and Neurodevelopmental Assessment (91.2% ADHD, 89% Autism Spectrum)
ONGOING PRIORITY
Your genetic signals for ADHD (91st percentile) and autism spectrum traits (89th) are very high. If undiagnosed, consider formal 
assessment—this impacts medication adherence, lifestyle compliance, and mental health strategy. If previously diagnosed, ensure 
optimal treatment. ADHD is associated with increased cardiovascular risk (which you already have), so management is doubly important.

9. Liver Health and Statin Surveillance (87.7% Elevated ALT, SLCO1B1 Variant)
ONGOING PRIORITY
Baseline elevated ALT (87.7th percentile) combined with statin therapy and SLCO1B1 variant means liver function monitoring is 
essential. Check LFTs (AST, ALT, bilirubin, GGT) annually. Viral hepatitis screening recommended. Avoid excess alcohol (though your 
genetics show low alcohol disorder risk, so this is low-risk area for you). Consider liver ultrasound if ALT persistently elevated.
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10. Socioeconomic Support and Health Access (5.4th Percentile Household Income)
ONGOING PRIORITY
Your genetic data shows very low household income (bottom 5%). This social determinant significantly impacts health outcomes. Ensure 
access to preventive care, medications, and healthy food. Consider community health resources, prescription assistance programs, and 
nutrition support. Social stress is a major cardiovascular risk factor—address mental health support proactively.

5. LIFESPAN IMPACT ESTIMATES

Establish baseline cardiovascular metrics +30-35 yrs
95.7% stroke risk and 97.9% lipid metabolism disorder risk demand early baseline assessment. Carotid ultrasound and advanced lipid panel 
(particle size, oxidized LDL) critical.

Statin therapy optimization with SLCO1B1 genotyping consultation +35-40 yrs
93.1% LDL lowering response + SLCO1B1 decreased function (*1/*5) requires pharmacist consultation for dose optimization. Start 
conservative (pravastatin or rosuvastatin preferred over atorvastatin given SLCO1B1). Monitor CK, ALT. MANDATORY CoQ10 
supplementation (Tier 1).

Blood pressure optimization +35 yrs
74.1% elevated diastolic BP risk, 68.3% hypertension risk. Target <120 systolic via diet, exercise, DASH protocol. Consider ACE inhibitor or 
ARB if >130/80 at age 40 (neuroprotective for MS and dementia prevention).

Vitamin D and B12 supplementation initiation +35-40 yrs
93.6% MS risk and 60% dementia risk require sustained vitamin D optimization. Test baseline 25(OH)D level; maintain 40-60 ng/mL year-
round. B12 crucial for homocysteine (stroke prevention) and cognitive health (ADHD 91.2%).

MS screening and MRI baseline (if not already done) +35-40 yrs
Exceptionally high 93.6% MS risk converges with neurodegenerative signals (dementia 60%, Alzheimer's 57%). Early MRI baseline allows 
detection of subclinical lesions and informs preventive strategies.

Cognitive and ADHD assessment +35-40 yrs
91.2% ADHD and 89% autism spectrum traits are HIGH. May impact medication adherence and lifestyle compliance. Proper diagnosis 
supports treatment strategy.

Gastrointestinal surveillance protocol +40 yrs
92.6% gallstone risk and 75% diverticular disease risk warrant surveillance. Early detection prevents acute events. Dietary fiber (30-40g/day) 
and weight management reduce risk by 30-40%.

Lung screening consideration +50-55 yrs
82% lung cancer risk in never-smokers is exceptionally high. Pulmonary heart disease (90.3%) suggests underlying respiratory vulnerability. 
Baseline screening identifies early changes.
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Liver function monitoring +40 yrs
Elevated ALT (87.7th percentile) and SLCO1B1 variant suggest need for statin-related hepatotoxicity surveillance. Annual LFTs and viral 
hepatitis screening appropriate.

Advanced lipid and inflammatory marker monitoring +6 yrs
97.9% lipid metabolism disorder and 94.1% carotid IMT risk demand detailed monitoring: particle size, oxidized LDL, Lp(a), hs-CRP, 
homocysteine. Guides intensity of preventive therapy.

6. COMPLETE POLYGENIC RISK SCORE TABLE

Behavioral (8)

Trait PGS ID Pctl Z Cov Risk

tobacco use disorder PGS001830 84.8th 1.03 0% ELEVATED

time spend outdoors in summer PGS001052 70.2th 0.53 0% AVERAGE

never eat sugar PGS000991 64.2th 0.36 0% AVERAGE

increased alcohol consumption 
versus 10 years ago

PGS001085 52.4th 0.06 0% AVERAGE

tea intake PGS000994 47.6th -0.06 0% AVERAGE

coffee consumption PGS001124 46.8th -0.08 0% AVERAGE

aspirin use selfreported PGS001113 44.2th -0.15 0% AVERAGE

alcohol drinker status PGS001901 36.2th -0.35 0% AVERAGE

Biomarker (38)

Trait PGS ID Pctl Z Cov Risk

total protein PGS002001 95.4th 1.69 0% HIGH

apolipoprotein a PGS001888 79.1th 0.81 0% AVERAGE

thyroid stimulating hormone 
concentration

PGS004906 79.1th 0.81 0% AVERAGE

sodium in urine mmoll PGS000695 77.3th 0.75 0% AVERAGE

estradiol 212 pmoll PGS001182 76.8th 0.73 0% AVERAGE

neutrophil percentage PGS001997 76.3th 0.72 0% AVERAGE

microalbumin in urine PGS001967 74.8th 0.67 0% AVERAGE

red blood cellcount PGS001909 68.2th 0.47 0% AVERAGE

neutrophil count PGS001969 66.2th 0.42 0% AVERAGE

apolipoprotein b PGS001889 61.6th 0.29 0% AVERAGE

high cholesterol PGS000936 60.8th 0.27 0% AVERAGE

mean plateletvolume PGS001971 59.9th 0.25 0% AVERAGE

white blood cellcount PGS001962 57.7th 0.19 0% AVERAGE

vitamin b12 deficiency induced 
anemia

PGS001305 56.3th 0.16 0% AVERAGE

calcium PGS001893 56.0th 0.15 0% AVERAGE

mean corpuscular hemoglobin 
concentration

PGS003930 50.4th 0.01 0% AVERAGE

eosinophil percentage PGS001949 46.4th -0.09 0% AVERAGE

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.

helixsequencing.com Page 32



HELIX GENOMICS  |  Full Genomic Analysis HGX-B2B347-622  |  2026-03-27

Trait PGS ID Pctl Z Cov Risk

platelet count PGS001973 43.0th -0.18 0% AVERAGE

hyperthyroidism thyrotoxicosis PGS001043 42.7th -0.18 0% AVERAGE

basophil count PGS003940 42.7th -0.18 0% AVERAGE

Cancer (22)

Trait PGS ID Pctl Z Cov Risk

number of self reported cancers PGS001005 86.2th 1.09 0% ELEVATED

non melanoma skin cancer PGS001040 84.3th 1.01 0% ELEVATED

prostate cancer PGS001805 81.9th 0.91 0% ELEVATED

melanoma PGS003430 76.6th 0.72 0% AVERAGE

endometrial cancer PGS002737 74.7th 0.67 0% AVERAGE

lung cancer PGS001392 74.2th 0.65 0% AVERAGE

skin cancer PGS001803 74.2th 0.65 0% AVERAGE

basal cell carcinoma PGS003416 66.0th 0.41 0% AVERAGE

breast cancer PGS000214 66.0th 0.27 0% AVERAGE

number of noncancer illnesses PGS001004 66.0th 0.41 0% AVERAGE

thyroid cancer PGS001809 64.8th 0.38 0% AVERAGE

noncancer illness yearage first 
occurred

PGS001514 64.2th 0.36 0% AVERAGE

benign neoplasm of colon PGS001811 61.5th 0.29 0% AVERAGE

male genital tract cancer PGS001111 50.8th 0.02 0% AVERAGE

bladder cancer PGS001807 45.2th -0.12 0% AVERAGE

keratinocyte cancer PGS004592 42.3th -0.20 0% AVERAGE

lymphocytic leukemia PGS000077 35.7th -0.37 0% AVERAGE

testicular cancer PGS001164 22.1th -0.77 0% AVERAGE

benign neoplasm of uterus PGS001813 16.8th -0.96 0% LOW

brain cancer PGS001808 16.6th -0.97 0% LOW

Cardiovascular (33)

Trait PGS ID Pctl Z Cov Risk

stroke PGS004000 95.3th 1.67 0% HIGH

mean carotid imtat 120150210240 
degrees

PGS001966 94.1th 1.57 0% HIGH

pulmonary heart disease PGS001840 90.3th 1.30 0% HIGH

coronary atherosclerosis PGS001839 87.7th 1.16 0% ELEVATED

blood clot or deep vein thrombosis PGS000931 82.2th 0.92 0% ELEVATED

qrs duration PGS001948 80.9th 0.88 0% ELEVATED

deep vein thrombosis PGS001266 80.0th 0.84 0% ELEVATED

previously blood clot in the legor 
lung

PGS001278 77.3th 0.75 0% AVERAGE

log triglycerides PGS003803 75.5th 0.69 0% AVERAGE

pulmonary embolism PGS003861 75.5th 0.69 0% AVERAGE

left ventricular mass index PGS003427 75.1th 0.68 0% AVERAGE
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Trait PGS ID Pctl Z Cov Risk

angina pectoris PGS001261 74.4th 0.66 0% AVERAGE

diastolic blood pressure 
automated reading

PGS001900 74.1th 0.65 0% AVERAGE

hdl cholesterol PGS001954 72.5th 0.60 0% AVERAGE

circulatory disease nec PGS001847 71.9th 0.58 0% AVERAGE

high blood pressure age at 
diagnosis

PGS000935 71.1th 0.56 0% AVERAGE

systolic blood pressure automated 
reading

PGS002009 70.8th 0.55 0% AVERAGE

congestive heart failure 
nonhypertensive

PGS001842 68.9th 0.49 0% AVERAGE

essential PGS000957 68.8th 0.49 0% AVERAGE

hypertension PGS001838 68.3th 0.47 0% AVERAGE

Cognitive (1)

Trait PGS ID Pctl Z Cov Risk

qualifications PGS002012 24.2th -0.70 0% AVERAGE

Dental (1)

Trait PGS ID Pctl Z Cov Risk

dentures PGS000995 42.3th -0.19 0% AVERAGE

Dermatological (4)

Trait PGS ID Pctl Z Cov Risk

seborrheic keratosis PGS001140 67.0th 0.44 0% AVERAGE

sebaceous cyst PGS001874 45.9th -0.10 0% AVERAGE

use of sunuv protection PGS001993 32.5th -0.46 0% AVERAGE

mouth ulcers PGS000947 29.5th -0.54 0% AVERAGE

Endocrine (3)

Trait PGS ID Pctl Z Cov Risk

other nontoxic goitre PGS000928 49.7th -0.01 0% AVERAGE

nontoxic multinodular goiter PGS001814 41.1th -0.23 0% AVERAGE

thyrotoxicosis with or without 
goiter

PGS001815 19.5th -0.86 0% LOW

Eye (15)

Trait PGS ID Pctl Z Cov Risk

diabetic eye disease PGS001028 91.5th 1.37 0% HIGH

myopia diagnosis PGS001994 90.4th 1.30 0% HIGH

retinal detachments and defects PGS001833 84.1th 1.00 0% ELEVATED

macular degenerationof retina nos PGS001834 81.5th 0.90 0% ELEVATED

retinal disorders in diseases 
classified elsewhere

PGS001276 81.5th 0.90 0% ELEVATED

retinal detachments and breaks PGS000990 74.8th 0.67 0% AVERAGE

spherical power PGS001100 67.2th 0.45 0% AVERAGE

primary openangle glaucoma PGS002741 56.4th 0.16 0% AVERAGE

glaucoma PGS001836 55.3th 0.13 0% AVERAGE
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Trait PGS ID Pctl Z Cov Risk

avmse PGS001890 39.9th -0.26 0% AVERAGE

intraocular pressure PGS000879 30.4th -0.51 0% AVERAGE

corneal hysteresis PGS001381 29.1th -0.55 0% AVERAGE

corneal resistance factor PGS001383 25.5th -0.66 0% AVERAGE

3mm weak meridian PGS001362 23.7th -0.72 0% AVERAGE

cataract PGS001302 8.7th -1.36 0% LOW

Gastrointestinal (17)

Trait PGS ID Pctl Z Cov Risk

gallstones PGS001256 92.6th 1.45 0% HIGH

cholecystitis PGS000942 90.0th 1.28 0% HIGH

cholelithiasis PGS001174 87.8th 1.16 0% ELEVATED

cholelithiasis and cholecystitis PGS001861 86.1th 1.08 0% ELEVATED

diverticular diseasediverticulitis PGS000996 75.4th 0.69 0% AVERAGE

duodenal ulcer PGS001390 75.0th 0.68 0% AVERAGE

diverticular disease of intestine PGS000997 72.2th 0.59 0% AVERAGE

diverticulosis PGS001857 62.2th 0.31 0% AVERAGE

inguinal hernia PGS001854 61.3th 0.29 0% AVERAGE

hiatus hernia PGS000939 61.0th 0.28 0% AVERAGE

abdominal pain PGS001884 46.8th -0.08 0% AVERAGE

anal and rectal polyp PGS001859 43.9th -0.15 0% AVERAGE

other biliary tract disease PGS001862 37.6th -0.32 0% AVERAGE

diaphragmatic hernia PGS001050 37.0th -0.33 0% AVERAGE

duodenitis PGS001852 31.2th -0.49 0% AVERAGE

average number of times bowels 
opened per day

PGS001376 25.3th -0.67 0% AVERAGE

intestinal malabsorption PGS000940 13.8th -1.09 0% LOW

Immune (31)

Trait PGS ID Pctl Z Cov Risk

prostatespecific antigenlevels PGS003378 90.9th 1.34 0% HIGH

ankylosing spondylitis PGS003420 89.7th 1.26 0% ELEVATED

mean reticulocyte volume PGS002003 85.8th 1.07 0% ELEVATED

systemic lupus erythematosus PGS000196 76.3th 0.72 0% AVERAGE

general atopic disease PGS003458 66.8th 0.43 0% AVERAGE

mc vp1 antigen for merkel cell 
polyomavirus

PGS001082 59.7th 0.24 0% AVERAGE

basophil percentage PGS003945 51.6th 0.04 0% AVERAGE

immature reticulocyte fraction PGS001930 51.6th 0.04 0% AVERAGE

lupus PGS001870 50.8th 0.02 0% AVERAGE

mosaic loss of chromosome y PGS003575 50.4th 0.01 0% AVERAGE

red blood celldistribution width PGS001908 46.5th -0.09 0% AVERAGE
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Trait PGS ID Pctl Z Cov Risk

atopic eczema or atopic disease PGS003459 42.6th -0.19 0% AVERAGE

psoriasis PGS001871 39.8th -0.26 0% AVERAGE

monocyte count PGS001968 38.5th -0.29 0% AVERAGE

rheumatoid arthritis PGS001875 37.5th -0.32 0% AVERAGE

eczema dermatitis PGS000944 35.4th -0.38 0% AVERAGE

allergyadverse effect of penicillin PGS001885 35.4th -0.37 0% AVERAGE

functional digestive disorders PGS001858 33.7th -0.42 0% AVERAGE

celiac disease PGS001856 32.6th -0.45 0% AVERAGE

mean corpuscular volume PGS001990 31.5th -0.48 0% AVERAGE

Lifestyle (15)

Trait PGS ID Pctl Z Cov Risk

insomnia PGS003859 95.9th 1.74 0% HIGH

time spent watching televisionor 
using computer

PGS001923 90.5th 1.31 0% HIGH

cheese intake PGS001060 67.0th 0.44 0% AVERAGE

attending social leisure activities PGS001019 66.0th 0.41 0% AVERAGE

getting up in morning PGS001001 63.5th 0.35 0% AVERAGE

risk taking behaviour PGS001049 55.5th 0.14 0% AVERAGE

nap during day PGS001000 32.9th -0.44 0% AVERAGE

friendship satisfaction PGS001398 28.5th -0.57 0% AVERAGE

sensitive stomach PGS002004 27.9th -0.58 0% AVERAGE

snoring PGS002006 26.6th -0.62 0% AVERAGE

sensitivity hurt feelings PGS001016 19.7th -0.85 0% LOW

bread intake PGS000978 18.5th -0.90 0% LOW

oily fish consumption PGS000993 13.0th -1.13 0% LOW

water intake PGS002011 10.2th -1.27 0% LOW

average total household income 
before tax

PGS001931 5.4th -1.60 0% LOW

Liver (12)

Trait PGS ID Pctl Z Cov Risk

alanine aminotransferase PGS001940 87.7th 1.16 0% ELEVATED

gammaglutamyl transferase PGS001964 84.8th 1.03 0% ELEVATED

aspartate aminotransferase ul PGS000673 75.8th 0.70 0% AVERAGE

falls in the last year PGS001916 65.5th 0.40 0% AVERAGE

fracturedbroken bones in last 5 
years

PGS001921 61.7th 0.30 0% AVERAGE

alkaline phosphatase PGS001939 55.2th 0.13 0% AVERAGE

degree bothered by pain in 
armslegsjoints in the past 3 
months

PGS001386 47.8th -0.06 0% AVERAGE

total bilirubin PGS001942 25.7th -0.65 0% AVERAGE

other chronic nonalcoholic liver 
disease

PGS001860 24.5th -0.69 0% AVERAGE

freq of tiredness lethargy in last 2 
weeks

PGS001080 18.9th -0.88 0% LOW
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Trait PGS ID Pctl Z Cov Risk

frequency of unenthusiasm 
disinterest in last 2 weeks

PGS001396 9.3th -1.32 0% LOW

ast to alt ratio PGS000674 9.2th -1.33 0% LOW

Longevity (6)

Trait PGS ID Pctl Z Cov Risk

facial aging looking about your age PGS001071 68.6th 0.49 0% AVERAGE

number of medications taken PGS001003 55.7th 0.14 0% AVERAGE

facial ageing PGS001141 49.9th 0.00 0% AVERAGE

overall health rating PGS001008 42.7th -0.18 0% AVERAGE

fathers age at death PGS001393 41.1th -0.22 0% AVERAGE

longevity PGS000906 23.2th -0.73 0% AVERAGE

Metabolic (30)

Trait PGS ID Pctl Z Cov Risk

disorders of lipoid metabolism PGS001821 97.9th 2.04 0% HIGH

birth weight PGS001892 89.9th 1.27 0% ELEVATED

glycated haemoglobin PGS001953 87.0th 1.13 0% ELEVATED

insulin growthlike factor1 level PGS002295 86.9th 1.12 0% ELEVATED

basal metabolic rate PGS003903 85.4th 1.06 0% ELEVATED

diabetes PGS001327 85.1th 1.04 0% ELEVATED

whole body water mass PGS003902 84.4th 1.01 0% ELEVATED

whole body fatfree mass PGS003901 82.2th 0.92 0% ELEVATED

weight PGS003898 80.1th 0.84 0% ELEVATED

overweight obesity and other 
hyperalimentation

PGS001825 75.4th 0.69 0% AVERAGE

insulin resistance PGS000877 71.6th 0.57 0% AVERAGE

insulin sensitivity index PGS000837 71.3th 0.56 0% AVERAGE

glucose PGS001952 68.4th 0.48 0% AVERAGE

insulin secretion rate PGS000835 66.4th 0.42 0% AVERAGE

arm fat percentage PGS003915 66.1th 0.41 0% AVERAGE

weight change compared with 1 
year ago

PGS001006 64.5th 0.37 0% AVERAGE

arm fat mass PGS003916 63.1th 0.33 0% AVERAGE

waist circumference PGS001983 62.2th 0.31 0% AVERAGE

predicted visceral adipose tissue PGS000844 59.1th 0.23 0% AVERAGE

two hour glucose during ogtt PGS000839 51.0th 0.02 0% AVERAGE

Musculoskeletal (17)

Trait PGS ID Pctl Z Cov Risk

superficial cellulitis and abscess PGS001869 86.9th 1.12 0% ELEVATED

osteoarthrosis PGS001882 69.3th 0.51 0% AVERAGE

gonarthrosis arthrosis of knee PGS001192 66.6th 0.43 0% AVERAGE

coxarthrosis arthrosis of hip PGS000967 64.3th 0.37 0% AVERAGE
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Trait PGS ID Pctl Z Cov Risk

osteoporosis PGS001883 64.3th 0.37 0% AVERAGE

arthritis PGS001135 62.9th 0.33 0% AVERAGE

ganglion and cyst of synovium 
tendon and bursa

PGS001879 61.3th 0.29 0% AVERAGE

heel quantitative ultrasound index 
direct entry

PGS000952 56.7th 0.17 0% AVERAGE

hallux valgus PGS001881 56.6th 0.17 0% AVERAGE

heel broadband ultrasound 
attenuation direct entry

PGS001956 52.5th 0.06 0% AVERAGE

hand grip strength PGS001927 49.1th -0.02 0% AVERAGE

other arthropathies PGS001877 45.1th -0.12 0% AVERAGE

contracture of palmar fascia 
dupuytrens disease

PGS001880 45.0th -0.13 0% AVERAGE

radius fracture PGS001258 43.5th -0.16 0% AVERAGE

fibroblastic disorders PGS001031 42.7th -0.18 0% AVERAGE

bone mineral density PGS005206 30.7th -0.50 0% AVERAGE

enthesitisrelated juvenile 
idiophatic arthritis

PGS000324 28.6th -0.57 0% AVERAGE

Neuroimaging (3)

Trait PGS ID Pctl Z Cov Risk

volume of accumbens PGS001538 46.2th -0.09 0% AVERAGE

volume of caudate PGS001543 32.6th -0.45 0% AVERAGE

volume of brain stem 4th ventricle PGS001539 27.2th -0.61 0% AVERAGE

Neurological (17)

Trait PGS ID Pctl Z Cov Risk

multiple sclerosis PGS001831 93.6th 1.52 0% HIGH

volume of grey matter in 
intracalcarine cortex

PGS001142 86.8th 1.11 0% ELEVATED

median t2star in putamen PGS001512 84.7th 1.02 0% ELEVATED

volume of putamen PGS001636 83.9th 0.99 0% ELEVATED

volume of grey matter in superior 
frontal gyrus

PGS001597 79.8th 0.84 0% AVERAGE

volume of white matter PGS001641 77.5th 0.76 0% AVERAGE

total volume of white matter 
hyperintensities

PGS001534 74.8th 0.67 0% AVERAGE

volume of brain greywhite matter PGS001541 67.5th 0.45 0% AVERAGE

migraine PGS001282 66.6th 0.43 0% AVERAGE

volume of grey matter in crus ii 
cerebellum

PGS001555 65.4th 0.39 0% AVERAGE

volume of thalamus PGS001637 59.7th 0.24 0% AVERAGE

mean icvf in posterior thalamic 
radiation on fa skeleton

PGS001476 51.0th 0.02 0% AVERAGE

other peripheral nerve disorders PGS001832 42.6th -0.19 0% AVERAGE

volume of pallidum PGS001631 42.5th -0.19 0% AVERAGE

alzheimers disease PGS001347 41.6th -0.21 0% AVERAGE

volume of hippocampus PGS001630 32.3th -0.46 0% AVERAGE

headaches for 3 months PGS001928 19.1th -0.87 0% LOW
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Other (28)

Trait PGS ID Pctl Z Cov Risk

peripheral vascular disease 
unspecified

PGS001843 90.3th 1.30 0% HIGH

phlebitis and thrombophlebitis PGS001844 88.3th 1.19 0% ELEVATED

zoster herpes zoster PGS001131 85.5th 1.06 0% ELEVATED

ankle spacing width PGS001887 82.4th 0.93 0% ELEVATED

sodium in urine PGS002007 77.0th 0.74 0% AVERAGE

genital prolapse PGS001867 76.8th 0.73 0% AVERAGE

blood clot PGS000930 76.3th 0.72 0% AVERAGE

lipoprotein a PGS001963 73.6th 0.63 0% AVERAGE

ventricular rate PGS001981 72.3th 0.59 0% AVERAGE

sarcoidosis PGS001872 62.2th 0.31 0% AVERAGE

amyloid beta 42 PGS003762 61.6th 0.30 0% AVERAGE

mean sphered cell volume PGS002008 61.1th 0.28 0% AVERAGE

polycythemia vera PGS001810 60.4th 0.26 0% AVERAGE

speed of sound through heel PGS001957 59.1th 0.23 0% AVERAGE

pp interval PGS001903 55.5th 0.14 0% AVERAGE

other disorders of pancreatic 
internal secretion

PGS001014 55.2th 0.13 0% AVERAGE

esophagitis gerd and related 
diseases

PGS001851 54.1th 0.10 0% AVERAGE

length of menstrual cycle PGS001913 54.0th 0.10 0% AVERAGE

other intervertebral disk disorders PGS000932 47.7th -0.06 0% AVERAGE

posttraumatic stress disorder PGS005393 43.9th -0.15 0% AVERAGE

Pharmacogenomics (4)

Trait PGS ID Pctl Z Cov Risk

paracetamol use selfreported PGS001115 51.8th 0.04 0% AVERAGE

taking other prescription 
medications

PGS001118 41.3th -0.22 0% AVERAGE

ibuprofen use PGS001116 40.4th -0.24 0% AVERAGE

glucosamine intake PGS001044 39.7th -0.26 0% AVERAGE

Psychiatric (22)

Trait PGS ID Pctl Z Cov Risk

attention deficit hyperactivity 
disorder

PGS003753 91.2th 1.36 0% HIGH

autism spectrum disorder PGS000327 89.0th 1.23 0% ELEVATED

daytime dozing sleeping PGS001995 73.6th 0.63 0% AVERAGE

loneliness PGS001091 62.3th 0.31 0% AVERAGE

sleep duration PGS001978 61.4th 0.29 0% AVERAGE

major depression PGS000140 56.3th 0.16 0% AVERAGE

sleeplessness insomnia PGS001932 52.6th 0.07 0% AVERAGE

age stopped smoking PGS001374 47.4th -0.07 0% AVERAGE

lifetime major depressive disorder PGS000139 47.3th -0.07 0% AVERAGE
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Trait PGS ID Pctl Z Cov Risk

suffer from nerves PGS001017 46.1th -0.10 0% AVERAGE

past tobacco smoking PGS001046 44.6th -0.14 0% AVERAGE

alcohol intake frequency PGS001934 44.3th -0.14 0% AVERAGE

smoking initiation PGS003747 42.9th -0.18 0% AVERAGE

ever smoked PGS001911 42.7th -0.19 0% AVERAGE

feelings of worry or anxiety PGS001021 34.6th -0.40 0% AVERAGE

recent feelings of foreboding PGS001920 33.2th -0.43 0% AVERAGE

general happiness PGS001936 24.4th -0.69 0% AVERAGE

neuroticism score PGS001996 21.9th -0.77 0% AVERAGE

chronotype PGS000336 21.8th -0.78 0% AVERAGE

ever taken cannabis PGS001910 17.6th -0.93 0% LOW

Renal (9)

Trait PGS ID Pctl Z Cov Risk

urate PGS002010 90.6th 1.32 0% HIGH

gout PGS001822 68.6th 0.48 0% AVERAGE

creatininein urine PGS001944 67.7th 0.46 0% AVERAGE

urine albumintocreatinine ratio PGS000861 60.8th 0.28 0% AVERAGE

calculus of kidney and ureter PGS001250 58.5th 0.21 0% AVERAGE

creatinine PGS001945 55.0th 0.12 0% AVERAGE

chronic kidney disease PGS004112 52.2th 0.06 0% AVERAGE

urea mmoll PGS000701 27.4th -0.60 0% AVERAGE

urea PGS001980 23.5th -0.72 0% AVERAGE

Reproductive (6)

Trait PGS ID Pctl Z Cov Risk

endometriosis PGS001866 89.4th 1.25 0% ELEVATED

age when periods started PGS001915 51.7th 0.04 0% AVERAGE

age at first live birth PGS001912 50.6th 0.02 0% AVERAGE

hyperplasia of prostate PGS001865 33.5th -0.42 0% AVERAGE

enlarged prostate PGS001015 31.8th -0.47 0% AVERAGE

age first had sexual intercourse PGS001938 9.1th -1.33 0% LOW

Respiratory (8)

Trait PGS ID Pctl Z Cov Risk

nasal polyps PGS001848 63.8th 0.35 0% AVERAGE

unspecified acute lower 
respiratory infection

PGS000925 58.9th 0.23 0% AVERAGE

chronic airway obstruction PGS001850 39.7th -0.26 0% AVERAGE

vasomotor and allergic rhinitis PGS001109 34.6th -0.39 0% AVERAGE

forced expiratory volume in 
1second best measure

PGS001918 33.0th -0.44 0% AVERAGE

hayfeverallergic rhinitis PGS001259 31.3th -0.49 0% AVERAGE
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Trait PGS ID Pctl Z Cov Risk

asthma PGS001849 23.9th -0.71 0% AVERAGE

lung function PGS001237 4.6th -1.69 0% LOW

Sensory (4)

Trait PGS ID Pctl Z Cov Risk

tinnitus severity PGS001533 26.0th -0.64 0% AVERAGE

hearing difficulty and deafness PGS001252 22.2th -0.76 0% AVERAGE

hearing difficulty PGS001253 21.3th -0.79 0% AVERAGE

hearing difficultyproblems PGS001891 15.0th -1.03 0% LOW

Traits (18)

Trait PGS ID Pctl Z Cov Risk

childhood sunburn PGS001257 96.7th 1.83 0% HIGH

skin changes due to chronic 
exposure to nonionising radiation

PGS000950 86.6th 1.11 0% ELEVATED

left arm mass PGS001234 85.3th 1.05 0% ELEVATED

height PGS000998 76.0th 0.71 0% AVERAGE

pef pred ratio PGS001010 75.2th 0.68 0% AVERAGE

rr interval PGS001907 74.1th 0.65 0% AVERAGE

p duration PGS001902 68.0th 0.47 0% AVERAGE

pq interval PGS001904 64.1th 0.36 0% AVERAGE

sitting height PGS003896 63.7th 0.35 0% AVERAGE

skin color PGS001897 61.9th 0.30 0% AVERAGE

usual walking pace PGS001075 61.0th 0.28 0% AVERAGE

hip circumference PGS003894 56.4th 0.16 0% AVERAGE

hair color PGS001896 50.9th 0.02 0% AVERAGE

diseases of hair and hair follicles PGS001873 49.4th -0.02 0% AVERAGE

position of the pulse wave peak PGS001520 40.1th -0.25 0% AVERAGE

follicular cysts of skin and 
subcutaneous tissue

PGS000963 34.0th -0.41 0% AVERAGE

ease of skin tanning PGS001937 26.8th -0.62 0% AVERAGE

hairbalding pattern PGS001987 10.3th -1.26 0% LOW

Urological (2)

Trait PGS ID Pctl Z Cov Risk

urinary calculus PGS001864 85.0th 1.03 0% ELEVATED

hematuria PGS001863 0.7th -2.45 0% LOW

Vascular (1)

Trait PGS ID Pctl Z Cov Risk

varicose veins PGS001845 81.9th 0.91 0% ELEVATED
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7. IDENTIFIED RISK FACTORS (20)

• disorders of lipoid metabolism — 98th percentile  Elevated genetic predisposition for disorders of lipoid metabolism. Discuss scre
• stroke — 95th percentile  Elevated genetic predisposition for stroke. Discuss screening options with your 
• mean carotid imtat 120150210240 degrees — 94th percentile  Elevated genetic predisposition for mean carotid imtat 120150210240 
degrees. Dis
• multiple sclerosis — 94th percentile  Elevated genetic predisposition for multiple sclerosis. Discuss screening option
• gallstones — 93th percentile  Elevated genetic predisposition for gallstones. Discuss screening options with y
• attention deficit hyperactivity disorder — 91th percentile  Elevated genetic predisposition for attention deficit hyperactivity disorder. 
Di
• prostatespecific antigenlevels — 91th percentile  Elevated genetic predisposition for prostatespecific antigenlevels. Discuss scre
• urate — 91th percentile  Elevated genetic predisposition for urate. Discuss screening options with your d
• pulmonary heart disease — 90th percentile  Elevated genetic predisposition for pulmonary heart disease. Discuss screening o
• cholecystitis — 90th percentile  Elevated genetic predisposition for cholecystitis. Discuss screening options wit
• ankylosing spondylitis — 90th percentile  Elevated genetic predisposition for ankylosing spondylitis. Discuss screening op
• endometriosis — 89th percentile  Elevated genetic predisposition for endometriosis. Discuss screening options wit
• autism spectrum disorder — 89th percentile  Elevated genetic predisposition for autism spectrum disorder. Discuss screening 
• cholelithiasis — 88th percentile  Elevated genetic predisposition for cholelithiasis. Discuss screening options wi
• coronary atherosclerosis — 88th percentile  Elevated genetic predisposition for coronary atherosclerosis. Discuss screening 

8. PROTECTIVE FACTORS (20)

• addiction risk factors — 14th percentile  Lower genetic predisposition for addiction risk factors — a favorable result.
• age first had sexual intercourse — 9th percentile  Lower genetic predisposition for age first had sexual intercourse — a favorable 
• alcohol use disorder — 4th percentile  Lower genetic predisposition for alcohol use disorder — a favorable result.
• asthma — 24th percentile  Lower genetic predisposition for asthma — a favorable result.
• basal metabolic rate — 85th percentile  Higher genetic tendency for basal metabolic rate — a favorable result.
• benign neoplasm of other parts of digestive system — 5th percentile  Lower genetic predisposition for benign neoplasm of other 
parts of digestive sys
• benign neoplasm of uterus — 17th percentile  Lower genetic predisposition for benign neoplasm of uterus — a favorable result.
• birth weight — 90th percentile  Higher genetic tendency for birth weight — a favorable result.
• chronotype — 22th percentile  Lower genetic predisposition for chronotype — a favorable result.
• general happiness — 24th percentile  Lower genetic predisposition for general happiness — a favorable result.
• headaches for 3 months — 19th percentile  Lower genetic predisposition for headaches for 3 months — a favorable result.
• hypoglycemia — 7th percentile  Lower genetic predisposition for hypoglycemia — a favorable result.
• intestinal malabsorption — 14th percentile  Lower genetic predisposition for intestinal malabsorption — a favorable result.
• nstemi — 8th percentile  Lower genetic predisposition for nstemi — a favorable result.
• neuroticism score — 22th percentile  Lower genetic predisposition for neuroticism score — a favorable result.
• other dermatitis — 19th percentile  Lower genetic predisposition for other dermatitis — a favorable result.
• testicular cancer — 22th percentile  Lower genetic predisposition for testicular cancer — a favorable result.
• malignant neoplasm of testis — 14th percentile  Lower genetic predisposition for malignant neoplasm of testis — a favorable resu
• brain cancer — 17th percentile  Lower genetic predisposition for brain cancer — a favorable result.
• ever taken cannabis — 18th percentile  Lower genetic predisposition for ever taken cannabis — a favorable result.

9. PHARMACOGENOMIC VARIANTS (386)

Gene Variant Genoty
pe

Clinical Significance

DPYD rs1801265 AA not provided|not specified

NAT2 rs1801280 CT Slow acetylator due to N-acetyltransferase enzyme variant|NAT2-related disorder

TAS2R38 rs10246939 TC Phenylthiocarbamide tasting

TAS2R38 rs713598 CG Phenylthiocarbamide tasting

MTHFR rs1801133 AG MTHFR THERMOLABILE POLYMORPHISM|Gastrointestinal stromal tumor|not provided|Neural 
tube defects, fol

CYP3A5 rs776746 TC Hypertension, salt-sensitive essential, susceptibility to|Tacrolimus response|refractory 
myasthenia 
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Gene Variant Genoty
pe

Clinical Significance

FKBP5 rs1360780 TC |Antidepressant drug treatment, accelerated response to

CYP2C9 rs1799853 CT Warfarin response|not specified|Lesinurad response|Flurbiprofen response|not provided|
Piroxicam resp

OPRM1 rs1799971 GA Opioid dependence, susceptibility to, 1|Tramadol response

SCN1A rs3812718 CT Febrile seizures, familial, 3a|carbamazepine response - Dosage|Developmental and epileptic 
encephalo

CHRNA5 rs16969968 AG Lung cancer susceptibility 2|SMOKING AS A QUANTITATIVE TRAIT LOCUS 3|nicotine 
response - Toxicity|Su

CYP2B6 rs3745274 GT Efavirenz response|CYP2B6-related disorder|efavirenz response - Metabolism/PK|efavirenz 
response - T

SLCO1B1 rs4149056 TC Rotor syndrome|not provided|simvastatin acid response - Metabolism/PK|Gilbert syndrome|
atorvastatin 

CYP2C19 rs12248560 TC not provided|CYP2C19: increased function|Clopidogrel response

SLC29A3 rs780668 TT not specified|H syndrome|Gemcitabine response|not provided|Acanthosis nigricans

SLC19A1 rs1051266 TC Gastrointestinal stromal tumor|methotrexate response - Efficacy|not provided|Lung cancer|not 
specifi

ADRB2 rs1042713 GA salmeterol response - Efficacy

IFNL4;IFNL3 rs12979860 TC peginterferon alfa-2a, peginterferon alfa-2b, ribavirin, and telaprevir response - Efficacy|peginter

KIF6 rs20455 GA pravastatin response - Efficacy

CYP4F2 rs2108622 CT warfarin response - Dosage|acenocoumarol response - Dosage|not provided|CYP4F2-related 
disorder

VKORC1 rs2359612 GG warfarin response - Dosage|not provided

XRCC1 rs25487 TC Platinum compounds response - Efficacy|not provided|Spinocerebellar ataxia, autosomal 
recessive 26

ATIC rs4673993 TC methotrexate response - Efficacy|not provided

VKORC1 rs7294 TT Vitamin K-dependent clotting factors, combined deficiency of, type 2|warfarin response - Dosage

IFNL3 rs11881222 GA ribavirin response - Efficacy|peginterferon alfa-2a response - Efficacy|peginterferon alfa-2b 
respon

APOE rs439401 TC Warfarin response

HSD3B1 rs1047303 AA Androgen deprivation therapy response

UGT2B7 rs12647681 AC Tramadol response

UGT2B7 rs12647682 AG Tramadol response

UGT2B7 rs28365063 AG Tramadol response

UGT2B7 rs4292394 CG Tramadol response

UGT2B7 rs4337789 AT Tramadol response

UGT2B7 rs6851533 TC Tramadol response

UGT2B7 rs7438244 AG Tramadol response

UGT2B7 rs7439326 TC Tramadol response

UGT2B7 rs7439366 TC Tramadol response

UGT2B7 rs7668258 TC Tramadol response

OPRM1 rs2075572 CG Tramadol response

OPRM1 rs497332 GG Tramadol response

OPRM1 rs540825 TA Tramadol response

OPRM1 rs562859 TC Tramadol response

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.

helixsequencing.com Page 43



HELIX GENOMICS  |  Full Genomic Analysis HGX-B2B347-622  |  2026-03-27

Gene Variant Genoty
pe

Clinical Significance

OPRM1 rs606545 GA Tramadol response

OPRM1 rs623956 AG Tramadol response

OPRM1 rs650245 GG Tramadol response

OPRM1 rs650825 GA Tramadol response

OPRM1 rs675026 GA Tramadol response

OPRM1 rs9282821 CA Tramadol response

OPRM1 rs9479798 GT Tramadol response

ABCB1 rs10276036 TT Tramadol response

ABCB1 rs1202170 CT Tramadol response

ABCB1 rs1211152 CC Tramadol response

ABCB1 rs2214102 CC Tramadol response

ABCB1 rs2235013 TC Tramadol response

ABCB1 rs2235019 CA Tramadol response

ABCB1 rs2235033 GA Tramadol response

ABCB1 rs2235046 CT Tramadol response|Hepatocellular carcinoma

ABCB1 rs28381825 TC Tramadol response

ABCB1 rs28381875 CT Tramadol response

ABCB1 rs28381903 CA Tramadol response

ABCB1 rs7809208 AC Tramadol response

ABCB1 rs868755 GG Tramadol response

COMT rs165599 GA Tramadol response

COMT rs165728 TT Tramadol response

CYP3A4 rs4646437 AG tacrolimus response - Metabolism/PK

HMGCR rs12916 CT Statins, attenuated cholesterol lowering by

- rs4629571 GA Statins, attenuated cholesterol lowering by

NPC1L1 rs4720470 TC Statins, attenuated cholesterol lowering by

CYP27B1 rs10877012 TG Vitamin D-dependent rickets, type 1A

CYP3A4 rs2242480 TC fentanyl response - Dosage|tacrolimus response - Metabolism/PK

- rs11185644 CT Levothyroxine response

DIO1 rs2235544 CA Levothyroxine response

CASC6 rs479292 CT Letrozole response

CYP19A1 rs727479 AA Letrozole response

CYP11B2 rs4538 TT CYP11B2-related disorder

NAT2 rs1208 GG —

NAT2 rs1799930 GG —
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Gene Variant Genoty
pe

Clinical Significance

NAT2 rs1799931 GG —

NAT2 rs1801279 GG —

CYP2R1 rs61495246 AA —

TPMT rs1800462 CC —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs35350960 CC —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs3755319 AA —

LOC100286922, 
UGT1A10, UGT1A3 +6

rs4124874 TT —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs4148323 GG —

CYP2A6 rs1801272 AA —

CYP2C19 rs4986893 GG Clopidogrel (Plavix&#174;)

VKORC1 rs9934438 GG —

SLCO1B1 rs71581941 CC —

CYP21A2 rs6476 TT —

CYP4V2 rs149684063 AA —

CYP2C19 rs41291556 TT Clopidogrel (Plavix&#174;)

CYP27A1 rs41272687 CC —

DPYD rs67376798 TT —

DPYD rs115232898 TT —

DPYD rs1801158 CC —

DPYD rs1801159 TT —

DPYD, DPYD-AS1 rs1801160 CC —

DPYD rs2297595 TT —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs34946978 CC —

NUDT15 rs116855232 CC —

NUDT15 rs147390019 GG —

NUDT15, SUCLA2 rs186364861 GG —

CYP2B6 rs28399499 TT —

VKORC1 rs2884737 AA —

CYP2C9 rs7900194 GG —

VKORC1 rs8050894 CC —

CYP2C9 rs28371685 CC Warfarin (Coumadin&#174;)

UGT1A7, UGT1A8, 
UGT1A9 +1

rs7586110 TT —
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Gene Variant Genoty
pe

Clinical Significance

CYP2C19 rs12769205 AA —

CYP2C19 rs17879685 CC —

CYP2C19 rs58973490 GG —

LOC100286922, 
UGT1A10, UGT1A3 +6

rs10929302 GG —

ABCB1 rs3842 TT —

ABCB1 rs3213619 AA —

ABCB1 rs9282564 TT —

DPYD, DPYD-AS1 rs112766203 GG —

ABCB11 rs2287616 AA —

CYP4A11 rs1126742 AG —

CYP4B1 rs12059860 TT —

CYP2J2 rs1155002 CC —

CYP2J2 rs11572223 GG —

GNAT2 rs17024258 CC —

DPYD, DPYD-AS1 rs1760217 GA —

CYP4B1 rs4646487 CT —

CYP2J2 rs890293 CA —

CYP4A11 rs9332978 TT —

CYP4A11 rs9332998 TC —

CYP4A11 rs9333029 AG —

NMNAT2 rs2078087 TC —

NMNAT2 rs4652795 TC —

ACYP2, LOC105374610, 
TSPYL6

rs10165485 TT —

CYP1B1 rs1056836 GC —

CYP1B1 rs1056837 GA —

ACYP2, LOC105374610 rs11125529 CC —

CYP1B1 rs1800440 TT —

CYP26B1 rs2241057 AA —

CYP1B1 rs2567206 AG —

CYP1B1 rs79204362 CC —

CYP1B1 rs9282671 AA —

CYP26B1 rs9309462 TT —

ABCB11 rs118109635 GG —

CYP20A1 rs11888559 CC —
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Gene Variant Genoty
pe

Clinical Significance

ABCB11 rs16856247 CC —

ABCB11 rs16856332 TT —

ABCB11 rs2287622 GG —

ABCB11 rs2287623 AA —

ABCB11 rs3755157 CC —

ABCB11 rs4148768 GG —

CYP27C1 rs4321325 CC —

ABCB11 rs473351 CC —

ABCB11 rs497692 CC —

ABCB11 rs552976 GG —

ABCB11 rs569805 TT —

MROH2A, UGT1A1, 
UGT1A10 +7

rs1042640 CC —

UGT1A8, UGT1A10 rs10929251 AA —

UGT1A6, UGT1A7, 
UGT1A8 +2

rs1105879 AA —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs11563251 CC —

UGT1A3, UGT1A4, 
UGT1A5 +5

rs11891311 GG —

UGT1A8, UGT1A10 rs11892031 AA —

UGT1A3, UGT1A4, 
UGT1A5 +5

rs12052787 CC —

UGT1A6, UGT1A7, 
UGT1A8 +2

rs17863783 GG —

UGT1A8, UGT1A10 rs17864678 TT —

UGT1A7, UGT1A8, 
UGT1A9 +1

rs17868323 GT —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs2003569 GG —

UGT1A6, UGT1A7, 
UGT1A8 +2

rs2070959 AA —

UGT1A8, UGT1A10 rs2741034 AA —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs34547608 TT —

CYP8B1 rs3732860 CC —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs4148324 TT —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs4148325 CC —

UGT1A3, UGT1A4, 
UGT1A5 +5

rs4399719 TT —
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UGT1A8, UGT1A9, 
UGT1A10

rs6714486 TT —

MROH2A, UGT1A1, 
UGT1A10 +7

rs6717546 GG —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs6742078 GG —

UGT1A5, UGT1A6, 
UGT1A7 +3

rs6744284 CC —

UGT1A6, UGT1A7, 
UGT1A8 +2

rs6759892 TT —

UGT1A8, UGT1A10 rs7571337 TC —

MROH2A, UGT1A1, 
UGT1A10 +7

rs8330 CC —

UGT1A1, UGT1A3, 
UGT1A4 +6

rs887829 CC —

CYP4V2, FLJ38576 rs1055138 GC —

CYP4V2 rs13146272 CA —

CYP4V2 rs34745240 GG —

TPMT rs1142345 TT —

TPMT rs12201199 AA —

TPMT rs1800460 CC —

C7ORF50, CYP2W1 rs12701220 TC —

C7ORF50, CYP2W1 rs3735684 GG —

C7ORF50, CYP2W1 rs3808348 CC —

ABCB1 rs10248420 GA —

CYP3A5, ZSCAN25 rs10264272 CC —

ABCB1 rs10280101 CA —

ABCB1 rs1045642 GA —

ABCB1 rs1128503 GG —

VKORC1L1 rs11763147 GG —

CYP3A4 rs11773597 GG —

ABCB1 rs11983225 CT —

ABCB1 rs1202184 CC —

ABCB1 rs12720067 TC —

CYP3A4 rs12721629 GG —

CYP3A5, ZSCAN25 rs15524 GA —

CYP3A43 rs17342647 CC —

ABCB1 rs2032583 GA —

ABCB1 rs2091766 CC —
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ABCB1 rs2229107 AA —

ABCB1 rs2229109 CC —

ABCB1 rs2235015 AC —

ABCB1 rs2235040 TC —

ABCB1 rs2235067 TC —

CYP3A4 rs2246709 GA —

CYP3A4 rs2687116 AA —

CYP3A4 rs2740574 TT —

CYP3A5, ZSCAN25 rs28365085 AA —

CYP3A4 rs28371759 AA —

CYP3A5, ZSCAN25 rs28383468 GG —

ABCB1 rs28401781 TC —

ABCB1 rs35023033 GG —

CYP3A4 rs35599367 GG —

ABCB1 rs3789243 AA —

ABCB1 rs4148737 TT —

ABCB1 rs4148738 TC —

ABCB1 rs4148739 CT —

ABCB1 rs4148740 GA —

CYP3A4 rs4646440 AG —

CYP3A4 rs4986907 CC —

CYP3A4 rs55951658 TT —

CYP3A43 rs680055 CC —

ABCB1 rs7787082 AG —

NAT2 rs1041983 CC —

CYP7B1 rs10808739 GG —

NAT2 rs1799929 TC —

CYP7A1 rs3808607 GT —

NAT2 rs4271002 GG —

CYP7A1 rs8192879 CT —

CYP11B2 rs1799998 AG —

CYP11B2 rs28491316 CT —

CYP11B2 rs3802230 CA —

CYP11B2 rs4543 CC —

CYP11B2 rs4545 TC —
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CYP2C9 rs10509680 GG —

CYP2C8 rs10509681 TC —

CYP2C9 rs1057911 AA —

CYP2C8 rs1058930 GG —

CYP2C8 rs1058932 AG —

CYP2C8 rs1113129 CG —

CYP2C8 rs11572080 CT —

CYP2C8 rs11572103 TT —

CYP2C8 rs11572177 TT —

CYP2C8 rs17110453 AA —

CYP17A1, CYP17A1-AS1 rs17115100 GG —

CYP2C19 rs17885098 TT —

CYP2C9 rs1853207 CC —

CYP2C8 rs1934951 TC —

CYP2C9 rs1934963 TC —

CYP2C9 rs1934968 GG —

CYP2C8 rs1934980 GA —

CYP2C9 rs2017319 CC —

CYP2C8 rs2071426 TT —

CYP2C9 rs2256871 AA —

CYP2C19 rs3758580 CC —

CYP2C19 rs3758581 GG —

CYP2C9 rs4086116 CT —

CYP2C19 rs4917623 TC —

CYP2C9 rs4917639 AC —

CYP2C9 rs4918758 TC —

CYP2C19 rs4986894 TT —

CYP17A1 rs6162 GA —

CYP2C19 rs6583954 CC —

CYP2C9 rs7089580 TA —

CYP17A1 rs743572 AG —

CYP2C8 rs7909236 GG —

CYP2C9 rs9332127 GG —

CYP2C9 rs9332238 GA —

CYP2R1, LOC107984314 rs10741657 AG —

This report is for informational purposes only. Not a medical diagnosis. Consult a healthcare professional.

helixsequencing.com Page 50



HELIX GENOMICS  |  Full Genomic Analysis HGX-B2B347-622  |  2026-03-27

Gene Variant Genoty
pe

Clinical Significance

CYP2R1 rs10766197 GG —

CYP2R1, LOC107984314 rs12794714 GG —

CYP2E1, LOC107984284 rs2031920 CC —

CYP2R1, LOC107984314 rs2060793 AG —

CYP2E1, LOC107984284 rs2070672 AA —

CYP2E1, LOC107984284 rs2070673 TT —

CYP2E1 rs2070676 CC —

CYP2E1 rs2249694 GG —

CYP2E1 rs2515641 CC —

CYP2E1, LOC107984284 rs3813867 GG —

CYP2E1 rs6413419 GG —

CYP2E1, LOC107984284 rs6413420 GG —

CYP2E1 rs6413432 TT —

CYP2E1 rs915909 CC —

SLCO1B1 rs10841753 TT —

SLCO1B1 rs11045818 GG —

SLCO1B1 rs11045819 CC —

SLCO1B1 rs11045879 TC —

SLCO1B1 rs12317268 AG —

SLCO1B1 rs12829704 GG —

SLCO1B1 rs1871395 AG —

SLCO1B1 rs2306283 AG —

SLCO1B1 rs4149014 TT —

SLCO1B1 rs4149080 GC —

SLCO1B1 rs4149081 GA —

SLCO1B1 rs4363657 TC —

SLCO1B1 rs59502379 GG —

CYP27B1, METTL1 rs703842 GA —

CYP46A1 rs3783320 GA —

CYP19A1 rs10046 AG —

CYP19A1 rs1008805 AG —

CYP19A1 rs10459592 GG —

CYP1A1 rs1048943 TT —

CYP19A1 rs1062033 GC —

CYP11A1 rs11632698 GA —
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CYP19A1 rs16964211 GG —

CYP19A1 rs17601241 GA —

CYP19A1 rs17703883 TT —

CYP1A1 rs1799814 GG —

CYP1A2 rs2069526 TT —

CYP19A1 rs2236722 AA —

CYP19A1 rs2305707 AA —

CYP19A1 rs2414095 GG —

CYP19A1 rs2445762 TC —

CYP1A2 rs2470890 TC —

CYP1A1 rs2470893 CC —

CYP1A2 rs2472304 AG —

CYP1A1 rs2606345 AA —

CYP19A1 rs28757184 GG —

CYP19A1 rs2899472 AC —

CYP1A2 rs3743484 GG —

CYP19A1 rs3751599 GG —

CYP19A1 rs3759811 CT —

CYP19A1 rs4646 CA —

CYP1A1 rs4646421 GG —

CYP1A1 rs4646422 CC —

CYP19A1 rs4775936 TC —

CYP1A1 rs4986883 TT —

CYP19A1 rs6493487 AA —

CYP19A1 rs6493497 GG —

CYP19A1 rs700518 CT —

CYP19A1 rs700519 GG —

CYP19A1 rs7176005 CC —

CYP19A1 rs749292 AG —

CYP1A2 rs762551 AC —

CYP19A1 rs936306 CC —

VKORC1 rs17708472 GG —

CYP4F11 rs1060463 CC —

CYP2A6 rs111033610 AA —

CYP2A13 rs1709084 AA —
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CYP2B6 rs2279344 GA —

CYP2B6 rs2279345 TC —

CYP2A6 rs28399433 AA —

CYP2A6 rs28399454 CC —

CYP4F2 rs3093158 CT —

CYP4F2 rs3093200 GG —

CYP2B6 rs34223104 TT —

CYP4F8 rs3764563 GG —

CYP2B6 rs4803419 CC —

CYP2A6 rs56113850 TT —

CYP2B6 rs58425034 GG —

CYP2B6 rs7260329 GG —

CYP2A rs8105815 GT —

CYP2B6 rs8109848 GG —

CYP2B6 rs8192709 CC —

CYP2B6 rs8192719 CT —

CYP2A13 rs8192789 CC —

CYP24A1 rs1570669 AG —

CYP24A1 rs2181874 GG —

CYP24A1 rs2248359 CT —

CYP24A1 rs2296241 GA —

CYP24A1 rs2762934 GG —

CYP24A1 rs2762939 GG —

CYP24A1 rs3787554 GG —

CYP24A1 rs4809957 AA —

CYP24A1 rs6022990 AA —

CYP24A1 rs6068816 CC —

CYP24A1 rs927650 TC —

CYP1B1 rs28936700 CC —

CYP1B1 rs72549387 CC —

CYP1B1 rs201824781 GG —

ABCB11 rs11568372 TT —

CYP3A5, ZSCAN25 rs41279857 GG —

CYP3A4 rs72552799 CC —

CYP3A4 rs56324128 CC —
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CYP7B1 rs116171274 GG —

CYP2C9 rs9332239 CC —

CYP27B1 rs118204009 CC —

CYP1A2 rs12720461 CC —

CYP1A2 rs28399424 CC —

VKORC1 rs61742245 CC —

CYP2B6 rs36079186 TT —

CYP24A1 rs114368325 GG —

11. METHODOLOGY & LIMITATIONS

Genotyping & Imputation
Raw genotyping data was obtained from a consumer-grade microarray platform (Illumina GSA or OmniExpress, ~600,000 directly genotyped 
variants). Statistical imputation was performed using Beagle 5.5 with the 1000 Genomes Phase 3 reference panel (2,504 individuals, 23 
chromosomes) to infer approximately 30 million additional variants. Only bi-allelic SNPs with imputation quality R² > 0.3 are included in 
downstream analyses.

Polygenic Risk Scoring
Polygenic risk scores are calculated as the weighted sum of effect allele dosages using published scoring files from the PGS Catalog. Percentile 
estimates are derived from z-score transformations against expected population distributions. Scores with <30% variant coverage or <20 matched 
variants are flagged as unreliable and excluded from the aggregate health score.

Variant Annotation
Variants are annotated against ClinVar (NCBI) for clinical significance classifications and SNPedia for community-curated genotype-phenotype 
associations. Pharmacogenomic relevance is assessed using PharmGKB and CPIC guideline gene lists. All annotations reflect database versions 
current at time of analysis.

Limitations
(1) Microarray genotyping does not detect rare variants, structural variants, or copy number variations. (2) Imputed variants are statistically inferred 
and may contain errors, particularly for rare alleles. (3) PRS performance varies across ancestries; most scoring files are derived from European-
descent GWAS and may have reduced accuracy in other populations. (4) This analysis does not account for gene-gene interactions, gene-
environment interactions, epigenetic modifications, or somatic mutations. (5) Family history and clinical presentation should always be considered 
alongside genetic risk estimates.

IMPORTANT NOTICE

This comprehensive genomic analysis is provided for research and educational purposes only. It does not constitute a medical diagnosis, genetic 
counselling, or clinical recommendation. All findings should be discussed with a qualified healthcare professional who can interpret results in the 
context of your complete medical history and clinical presentation.
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