
  



  

Hashimoto's & COVID
Where’s the Connection?



  

Proper Test for The Thyroid
 Inadequate testing and review is the reason so many thyroid issues go 

undetected, leaving the patient with a heavy symptom burden
 A blood test needs to have ALL of the following EVERY TIME:

 TSH, TT4, FT4, TT3, FT3, T3 Uptake, RT3, TPO & TBG Antibodies
 RT3 can be left off if liver, adrenal, immune, and inflammatory scores 

are normal
 In my office this test (without TBG antibodies) costs $250



  

Hashimoto's: The Enigma
 The most common autoimmune disease
 One of the most benign autoimmune disorders
 Antibodies to the TPO or TBG qualify for diagnosis (MAYO story)
 The pattern in TPO antibody Hashimoto’s:

 TSH: anywhere & variable, immune status dependent
 T4: low to low normal
 T3: low to low normal
 TPO Antibodies: <30 iu/ml

 The pattern with TBG antibody Hashimoto’s:
 TSH: Normal Range 1.85-3.0
 T4: Normal range 6-12 mlu/l (note negative feedback loop)
 T3: Below normal 100-180 ng/dl
 TBG Antibodies <116 IU/mL



  

Don't Drink The Water
 Halides accumulated over long periods may occupy iodine receptors and 

or restrict iodine absorption into thyroid follicular cells.
 Although molecularly similar, the halides are not capable of being used to 

make T1 or T2 molecules.
 Often, this accumulation may lead to free radical toxicity and then to TPO 

antibodies.
Chlorine, Fluoride, Bromine:
 In areas where fluoride levels in the water registered above 0.3 mg/l, the 

risk of having a high rate of hypothyroidism was 37% greater compared to 
areas that do not fluoridate.



  

The Gut Connection
SCFs: acetates, butyrates, propionates
 Generation of T-regulatory cells
 Downregulated by all leaky gut contributors and low microbiome
 Downregulated by spike protein inflammation
ASCA-ANCA
 anti- Saccharomyces cerevisiae antibodies-Ulcerative colitis
 antineutrophil cytoplasmic antibodies-Crohn’s
 Increased in molecular mimicry with spike protein
 Antibiotic use common in hospitalization treatments



  

The Cardiovascular Link
 Circulation to the thyroid gland
 TBG Antibodies in the bloodstream

 Increased T-reg, antibody, and NK Cell immune dysregulation
 Microclotting

  Interruption of normal blood flow
 Clinical observation of greater variance of MCV and RDW

 Bone marrow spike protein
 Including skull to brain



  

Autoimmunity | Autophagy | Autoimmunity
 We are inherently autoimmune
 Normal antibody production and cell removal is defined as apoptosis or 

autophagy
 Out of range antibody and cytotoxic activity is autoimmunity
 Predisposed apoptotic targets are converted into autoimmune victims by 

accelerated T-cell & NK cells
 There are 3 phases of progression in autoimmunity

1) Genetic & Cell Wall Alteration
2) Molecular Mimicry
3) Epitope Spreading/ Bystander Activation



  

Genetic & Cell Wall Alteration | Phase 1
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Mycoplasmic Infections
Intercellular Mycoplasms m. pneumoniae implicated in GBS, scleroderma, RA, ALS, SLE



  

Epitope Spreading | Phase 3
(aka “Bystander Activation”)

 Epitope (determinant) spreading is the development of immune responses 
to endogenous epitopes secondary to the release of self antigens during a 
chronic autoimmune or inflammatory response.

 The past year has seen considerable advances in our understanding of the 
contribution of epitope spreading to the chronic pathogenesis of 
experimental T-cell-mediated and antibody-mediated autoimmune diseases.

 Most significantly, conclusive functional evidence for a major role for 
epitope spreading in the chronic athogenesis of murine relapsing-remitting 
experimental autoimmune encephalomyelitis, a CD4 + T-cell-mediated 
model of multiple sclerosis, was forthcoming. 







  

How SARS COV-2 is special in Hashimoto’s

Checks all the boxes

 Phase 1

 Phase 2

 Phase 3



  

Infection Instigated Autoimmunity
Microbe Name Disorder(s) Microbe Name Disorder(s)
Porphyromonas     
Gingivalis

RA Entamoeba          
Histolytica

Bone & Brain

Streptococcus      
Mutans

AI Myocarditis Giardia Lamblia GI, Intestinal         
autoimmunity

Helicobacter pylori GI, Brain, CNT,      
Hashimoto’s

Cryptosporidium   
Parvum

Colon AI, Celiac,   
NCGS

Camphylobacter     
Jejuni

GI, Brain, CNT Blastocystis Hominis IBS, Fibromyalgia

Yersinia               
Enterocolitica

GI, Eye, Arthritis,   
Hashimoto’s

HSP-60/Chlamydia Brain,                  
Cardiovascular

Clostridium          
Difficile

GI, UC, Crohn’s Streptozymes OCD, PANDAS,      
Heart, Arthritis

Candida Albicans GI, all autoimmune Mycoplasmas SLE, Arthritis,        
Phospholipid AB

Rotavirus GI, Type 1 diabetes Acinobacter MS



  

Microbe Name Disorder(s) Microbe Name Disorder(s)

Klebsiella CNT, Skeletal, Eye HHV-6 CFS, Fibromyalgia,  
SLE, Brain,           
Hashimoto’s

Mycobacterium     
Avium

GI, Hashimotos, MS 
Type 1 diabetes

Borrelia Burgdorferi BBB, Brain , Arthritis

Aspergillus CFS, Fibromyalgia,  
Brain

Babesia, Ehrlichia,  
Bartonella

BBB, Brain, Arthritis

Penicillium CFS, Fibromyalgia,  
Brain

Influenza Encephalomyelitis

Stachybotrys CFS, Fibromyalgia,  
Brain

Semliki Forest Virus AI Demyelinating   
Disease

EBV CNT, SLE, Brain/   
MS, Hashimoto’s

Herpes Simplex AI Encephalitis

Hepatitis C Liver, p450           
Hepatocyte AI

Epstein-Barr Virus AI hepatitis

Cytomegalovirus Type 1 diabetes,    
CNT, SLE, Brain

Coxacie Virus AI Myocarditis



  

SARS COV-2 Virus Autoimmunity
Microbe Name Disorder or Tissue Name
SARS COV-2 “COVID19”





  

Infection vs. MRNa Gene Therapy
 Lipid Nanoparticles-serum of the “vaccines” with toxic liposomal base

 Moderna
 SM-102
 Polyethylene glycol (PEG) 2000 dimyristoyl glycerol (DMG)
 1,2-distearoyl-sn-glycero-3-glycero-3-phosphocholine (DSPC)

 Pfizer
 (4-hydroxybutyl)azanediyl)bis(hexane-6, 1-diyl)bis(2-hexyldecanoate)
 2 [(polyethylene glycol)-2000]-N,N-ditetradecylacetamide
 1,2-Distearoyl-sn-glycero-3-phosphocholine

 Microclotting
 IgG4
 Development of self organizing nanobots?
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What About Our Own Proteins?
Infections may be the triggering event for dysfunctional immune cycles.
 Cytokines are protein based and can be reduced with proteolytic enzymes. 
 NFKB inhibitors reduce the signaling that releases NK cells.
 Enzymes such as the TPO and TBG are protein based, so are often targets 

for autoimmunity. The targeting mechanism is believed to be pH based. 
Alkalization of body fluids and tissues regains targeting control of both 
enzymes and antibodies.




