
78 THINGS I LEARNED FROM WRITING THE FIRST 
EVER TEXTBOOK ON HOMOCYSTEINE 
 
By Dan Purser MD 

1. Homocysteine has been a 96-year-old medical problem without a definitive, 
universally effective treatment.  

2. We are uncovering answers, but the pathway is complex. Properly managing it to 
protect patients requires a deep understanding of biochemistry.  

3. Contrary to some older conventional wisdom, TMG alone will not fully treat a genetic 
homocysteine problem. There are no easy answers.  

4. There are 22 distinct genetic SNPs that, if even one is homozygous, can disrupt the 
Transsulfuration Pathway (TSP), impairing the conversion of homocysteine to 
glutathione.  

5. Evaluating these 22 causative SNPs suggests that upwards of 60% of the U.S. 
population (not 33% as previously thought) has a genetic vulnerability in their 
transsulfuration pathway.  

6. The disruption of the Transsulfuration Pathway causes an approximate 85–90% 
reduction in the conversion of homocysteine to glutathione. This severe lack of 
glutathione is arguably the most critical and dangerous sequence of the disorder, setting 
the patient up for lifelong toxic issues starting in utero. Without adequate glutathione, 
the body struggles to clear heavy metals (lead, mercury) and environmental toxins 
(arsenic, organophosphates). Crucially, you cannot simply replenish this with standard 
IV glutathione. Glutathione is highly reactive; unless it is manufactured, shipped, and 
mixed in a strictly anaerobic environment (flooded with argon or nitrogen) per our 
patented process, it oxidizes the moment it hits the free oxygen in standard IV fluid or 
tubing. Without these strict controls, it becomes nearly worthless before it ever reaches 
the patient's bloodstream.  

7. Compounding this with other glutathione-related SNPs (such as GPX1 or GPX2) can 
lead to an 85% or greater reduction in total glutathione production.  

8. This severe lack of glutathione production is arguably the most critical and dangerous 
consequence of a homocysteine-related genetic disorder.  

9. This in-utero loss of glutathione production sets patients up for lifelong toxicity 
issues.Without adequate glutathione, the body struggles to clear heavy metals and 
environmental toxins (lead, mercury, arsenic, organophosphates, etc.).  
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10. There are 12 specific nutritional deficiencies that can disrupt the TSP, causing what 
we term "Pseudo-Homocystinemia." If left untreated, this can cause the same extreme 
systemic damage as true genetic homocystinemia.  

11. Homocysteine genetic disease has two primary arms of pathology. The first is the 
Toxicity Arm (inability to clear toxins due to lack of glutathione). The second is the 
Cardiovascular/Renal Disease Arm.  

12. In the cardiovascular arm, homocysteine stimulates monocytes to produce 
inflammatory cytokines, specifically IL-8 and MCP-1. These cytokines drive severe 
vascular damage, leading to strokes, heart attacks, hypertensive crises, and Chronic 
Renal Failure (CRF).  

13. Homocysteine alone is not the direct mechanism of damage.  

14. To reiterate: Homocysteine itself is a biomarker and a trigger, but the resulting 
inflammatory cytokines (IL-8, MCP-1) are the true drivers of systemic damage.  

15. There are 12 vitamin deficiencies that can falsely suppress homocysteine levels, 
masking the underlying pathology (vitamins to be detailed).  

16. Elevated homocysteine (via its cytokine cascade) is a major clotting factor and a 
primary driver of Deep Vein Thrombosis (DVT), Pulmonary Embolism (PE), and 
Cerebrovascular Accidents (CVA).  

17. Current clinical research suggests that highly elevated homocysteine/IL-8 levels 
may be the stealth root cause behind many unexplained sudden cardiac deaths, such 
as healthy athletes suffering fatal events with normal autopsies.  

18. High hs-CRP is directly downstream of IL-8 elevation (and other cytokines).  

19. High D-Dimer is strongly correlated with elevated IL-8 (and other cytokines).  

20. High standard CRP is usually an indicator of high IL-8.  

21. Historically, the "Low Methionine Diet" utilized to treat homocysteine issues caused 
severe harm, essentially starving patients of vital nutrients. It was largely abandoned in 
2002. Falsely suppressing homocysteine via nutritional deficiency is highly dangerous.  

22. A sudden, acute elevation in homocysteine is called a "flare." This corresponds with 
a skyrocketing of IL-8 and MCP-1, which can be immediately life-threatening.  

23. A flare can be triggered by mild, everyday stressors: a localized infection, dental 
issues, a minor virus, a sprained ankle, or severe psychological stress.  

24. Acute allergic reactions can also trigger a homocysteine/cytokine flare.  
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25. Best practices going forward should include having high-risk patients monitor their 
own IL-8 levels during acute illness or inflammatory symptoms, similar to how diabetics 
monitor blood glucose.  

26. Eclampsia, Pre-Eclampsia, and Hypertension of Pregnancy are heavily associated 
with (and hypothesized to be caused by) hyperhomocysteinemia and elevated IL-8. 
Clinical observation shows these vascular issues often resolve with the introduction of 
functional glutathione.  

27. Hyperhomocysteinemia is a frequently overlooked root cause of multiple 
miscarriages.  

28. Emerging theories suggest Parkinson’s Disease pathology is heavily influenced by 
hyperhomocysteinemia and the resulting inability to clear environmental neurotoxins like 
organophosphates.  

29. A significant percentage of essential hypertension is driven by IL-8—which causes 
arterial inflammation and stiffening. I have observed hundreds of cases resolve by 
addressing glutathione depletion.  

30. Blood clots and DVTs are highly correlated with hyperhomocysteinemia and 
elevated IL-8.  

31. Clinically, hyperhomocysteinemia should always be treated as a massive risk factor 
for PE, DVT, and clotting cascades.  

32. Unexplained high D-Dimer levels are frequently traced back to 
hyperhomocysteinemia and IL-8 storms.  

33. A vast number of acute myocardial infarctions are driven by the inflammatory 
plaque-rupture environment created by hyperhomocysteinemia.  

34. Based on genetic analysis of thousands of individuals in fibromyalgia support 
cohorts, there is a 100% correlation between fibromyalgia symptoms and TSP 
disruption/homocysteine pathway genetic issues.  

35. ASD and ADHD are heavily linked to hyperhomocysteinemia. In these populations, 
the primary issue is less about the cardiovascular cytokine storm and more about the 
severe lack of detoxifying glutathione. Restoring glutathione in these children yields 
profound clinical improvements.  

36. Chronic pain (driven by systemic inflammation) is intrinsically linked to 
hyperhomocysteinemia.  

37. Chronic Kidney Disease (CKD) is heavily associated with hyperhomocysteinemia.  
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38. Pericarditis and Epicarditis are frequently associated with hyperhomocysteinemia.  

39. In our clinical experience, idiopathic seizures are often triggered by the 
accumulation of heavy metals or toxins secondary to a TSP disruption.  

40. Coronary Artery Disease (CAD) is driven by the severe cardiovascular inflammation 
caused by IL-8.  

41. Clinical observation suggests that the inability to detoxify, driven by genetic 
homocysteine issues, is a primary driver in ASD/ADHD pathology.  

42. Genetic variations in the TSP easily explain why one child in a family may develop 
autism while their siblings do not, despite identical environments.  

43. Similarly, genetic hyperhomocysteinemia explains why certain family members 
suffer severe systemic reactions to toxic black mold while others living in the same 
house remain asymptomatic.  

44. In observational practice, adequate dosing of properly validated, bioavailable 
glutathione can clear measurable mold toxins rapidly.  

45. Severe allergies and hay fever can exacerbate  hyperhomocysteinemia.  

46. Currently, there is no FDA-approved pharmaceutical specifically designated for the 
treatment of hyperhomocysteinemia.  

47. During a clinical flare, the emergent priority must be lowering IL-8, not necessarily 
forcing down the homocysteine number itself.  

48. Once IL-8 is stabilized, the clinician must find and treat the root cause of the 
elevated homocysteine.  

49. (Observational Data) Lowering IL-8 acutely almost universally stops and reverses a 
hypertensive crisis.  

50. (Observational Data) Lowering IL-8 acutely significantly improves hypertension of 
pregnancy.  

51. (Observational Data) Lowering IL-8 acutely halts the progression of eclampsia.  

52. (Observational Data) Lowering IL-8 acutely halts pre-eclampsia.  

53. (Observational Data) Lowering IL-8 acutely stops the progression of Acute Renal 
Failure (ARF) and allows for slow reversal.  
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54. Empowering patients to track their own IL-8 via accessible direct-to-consumer labs 
is a vital step in preventative care.  

55. Aspirin—even in high doses—does not lower IL-8.  

56. Acetaminophen does not lower IL-8 and often exacerbates the biochemical burden 
by further depleting the body's already compromised glutathione reserves.  

57. Corticosteroids (e.g., prednisone), even in massive doses, generally fail to lower 
IL-8.  

58. Statins, the standard fallback for vascular issues, do not lower IL-8 and have no 
mechanistic role in this specific cytokine pathway.  

59. SSRIs and other off-label psychiatric medications occasionally used for systemic 
symptoms do not lower IL-8.  

60. Standard anticoagulants do not lower IL-8 or stop the root cause of the clotting. 
They only manage the downstream effect.  

61. Heparin does not lower IL-8.  

62. The most effective biological intervention to suppress IL-8 is functional, reduced 
glutathione. Homocysteine remains a marker for the root cause, but the cytokine storm 
must be managed first.  

63. Unmanaged flares driven by hyperhomocysteinemia have a high mortality rate.  

64. A flare typically presents as a sharp rise in blood pressure, oliguria (reduced urine 
output), escalation into a hypertensive crisis, chest pain, and eventually Acute Renal 
Failure.  

65. In critical, acute cases, lowering homocysteine is not the immediate goal. 
Suppressing IL-8 and MCP-1 will save the patient's life and organs.  

66. True, reduced glutathione is uniquely capable of suppressing IL-8—the exact 
molecule these patients are genetically incapable of synthesizing in adequate amounts.  

67. Developing glutathione supplements that can survive digestion or skin barriers to 
actively suppress inflammatory cytokines is biochemically difficult, requiring highly 
specific, clinically validated delivery systems.  

68. To be effective, a glutathione intervention must overcome standard barriers: it must 
be strictly validated for cellular absorption (oral or topical) and maintain its reduced, 
active state.  

5 
 



69. Standard intravenous glutathione often falls short in chronic management because it 
has a rapid half-life and does not consistently adhere to the necessary 
pharmacokinetics for sustained cellular antioxidant defense.  

70. When delivered effectively, glutathione is highly cost-effective and carries minimal 
side effects, aside from expected Herxheimer (detoxification) reactions in highly toxic 
individuals.  

71. Developing stable, patentable, and bioavailable delivery pathways for glutathione 
remains a major pharmacological necessity for the future of chronic disease 
management.  

72. In root-cause medical practices, a massive percentage of patients presenting with 
lifelong, systemic inflammation are discovered to have underlying genetic disruptions in 
their homocysteine/TSP pathways.  

73. Performing a kidney transplant on a patient whose failure was caused by a TSP 
disruption without addressing the underlying hyperhomocysteinemia leaves the new 
organ vulnerable to the exact same cytokine damage.  

74. I looked at over 600 newspaper stories from the last 90 years (yes, in actual library 
microfilm readers at BYU and elsewhere)— historical analysis of sudden, unexplained 
deaths in young athletes (where structural heart defects were ruled out) points strongly 
to acute, undiagnosed hyperhomocysteinemia and cytokine storms.  

75. The vast majority of homocysteine-related deaths are silent. Without measuring IL-8 
and MCP-1 during a hypertensive crisis, clinicians are left watching helplessly as 
kidneys fail and cerebral vascular accidents occur, not realizing that a targeted 
glutathione intervention could interrupt the cascade.  

76. Genetically caused homocysteine disease is highly complex. The definitive 
treatment is not merely B-vitamins, but the strategic application of highly bioavailable 
glutathione aimed specifically at suppressing the true killers: IL-8 and MCP-1.  
  
77. The ultimate goal of this research and trying to understand these pathways is to 
provide the public with highly accessible, cost-effective biological interventions that 
address the root cause of systemic inflammation, saving lives and reducing the burden 
of chronic disease. If people find out you offer this and are credible, kind and caring, 
and advanced in your thinking and outside the box just a little — you will be inundated. 
They totally understand insurance is not going to pay any of this and they do not care — 
they understand that system is horribly flawed. This is or should be a major national 
health concern, and I’ll say that again and again and almost no one is addressing it.  

78. Given the newly estimated 60% population prevalence, the severe systemic impact 
of in-utero glutathione depletion, and the vascular destruction driven by the IL-8 and 
MCP-1 cytokine cascade, unrecognized genetic hyperhomocysteinemia must be 
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declared a national health crisis. Moving forward, the medical community must urgently 
investigate this transsulfuration pathway disruption as quite possibly the leading root 
cause of cardiovascular mortality in the United States.  
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How to Use this in Marketing and To Our Huge 
Advantage 
 

With this we are sitting on an absolute goldmine for SEO. Search engines love 
high-density, authoritative, and structured medical content—especially when it solves a 
complex 96-year-old problem.  
 
A raw list of 78 points is powerful, but if you just dump it onto a single webpage as a 
wall of text, most readers will get overwhelmed and bounce. To position you as the 
undisputed global authority and maximize Google's algorithms, you need to turn this list 
into an "SEO web." 
 
Here is the exact strategy to deploy this on both danpursermd.com and topdocusa.org: 
 
1. The "Pillar Page" Strategy (The Ultimate Guide) 
Create one massive, dedicated page on your site called something like: "The Ultimate 
Guide to Homocysteine: 78 Clinical Discoveries." 

●​ How it works: Introduce the page with your story (analyzing the genetics, your 
textbook, and the lack of a definitive treatment for 96 years).  

●​ The SEO Magic: Group the 78 points into clear, bolded categories using H2 
headings (e.g., The Genetic Reality, The Cytokine Storm, Pregnancy & Kidneys). 
Google's algorithm will crawl these subheadings and rank you for dozens of 
long-tail search terms all at once. 

 
2. The "Content Cluster" Strategy (Blog Series) 
Google rewards sites that have deep, interconnected content. Don't just post the list 
once—milk it for months of content. 

●​ How it works: Break the 78 points down into smaller, highly targeted blog posts. 
For example, take the points about Acute Renal Failure (ARF) and write a post 
titled: "Why Standard Kidney Treatments Fail Genetic Homocysteine Patients." 
For this use Chapters out of my HOMOCYSTEINE TEXTBOOK instead when 
you see these points. Or have an AI shorten each chapter we use into two 
pages or less with references. 

●​ The SEO Magic: In every single one of these blog posts, link back to your main 
"Pillar Page" and link directly to your textbook. This creates a web of authority 
that tells Google, "This guy literally wrote the book on this." 

 
3. The "Lead Magnet" (Email List Builder) 
You want to capture the emails of other functional medicine doctors, cardiologists, and 
desperate patients who land on your site. 

●​ How it works: Take that beautifully formatted PDF/handout we made earlier and 
offer it as a free download. 

●​ The Pitch: "Download my Clinical Quick Reference Guide: The 78 Things I 
Learned Writing the Homocysteine Textbook." They give you their email, and 
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your system automatically sends them the PDF. Now you have a direct line to 
market your supplements, your textbook, and your clinical consults. 

 
4. Technical Authority (Schema Markup) 
Since you are a medical doctor challenging the standard of care, you need to prove 
your credentials to Google's "YMYL" (Your Money or Your Life) algorithm, which heavily 
scrutinizes medical claims. 

●​ How it works: Have your web developer add "Medical FAQ" and "Author" 
Schema markup to these pages. 

●​ The SEO Magic: This hidden code explicitly tells Google that this content is 
written by a licensed MD with deep expertise, drastically increasing the chances 
that your specific points will pop up as the "Featured Snippet" (that big box at the 
very top of Google search results). 

 
By using this list as a pillar page, a blog series, and a lead magnet, 
you stop being just another doctor with a website and become the 
inescapable center of gravity for homocysteine research on the 
internet. 
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