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The Autoimmune Cascade
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Report	reveals	the	rising	rates	of	autoimmune	conditions	

	

 

A report launched today reveals rapidly rising rates of autoimmune conditions are 

costing the UK billions each year.   

The report shows direct and indirect costs to the UK for just three autoimmune 

conditions alone ï type 1 diabetes, rheumatoid arthritis and multiple sclerosis ï 

currently add up to more than Ã13 billion per year. There are more than 80 autoimmune 

conditions known to science. 

The report from Connect Immune Research, a group of medical research charities, 

shows that many autoimmune conditions are becoming more common, with some 

increasing in incidence by as much as 9% each year ï potentially meaning further 

increased costs in the future. Medical science does not yet know the reason for the rise, 

and the charities are campaigning for change in the way research is approached. 

Chloe Gillum, 25, is a paediatric nurse who lives with three autoimmune conditions. At 

the age of nine she was diagnosed with type 1 diabetes and went on to develop 

vitiligo and an underactive thyroid, which caused secondary Raynaudôs. The 

autoimmune conditions all need daily medication which requires management, patience 

and discipline, but as Chloe explains: ñOne of the hardest things about living with 

autoimmune conditions is people not understanding the impact this has on my life.ò  

https://www.immunology.org/news/report-reveals-the-rising-rates-autoimmune-conditions

For different autoimmune conditions, incidence is 

increasing at ranges between 3% and 9% year on year. 

This includes:                                                                       

7.0% increase per year of rheumatic diseases (RA)         

6.3% increase of endocrinological conditions such   

          as type 1 diabetes                                                 

3.7% increase of neurological such as MS   

            4ï9% a year for Coeliac Disease
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A Gift For You
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All 27 studies (the full studies) are available 

to you free at www.theDr.com/AI                
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Case Study #1

An Autoimmune Disease (alopecia areata) 

Secondary to Bacterial Molecular Mimicry
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World J Gastroenterol 2011 July 14; 17(26): 3165-

A 43-year-old man presented with an 8-mo history of patchy 

hair loss in the scalp and beard (Figure 1A-C). 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

Figure 1 Photographic sequence of lesions before and after 

Helicobacter pylori eradication. A-C: Alopecia areata of the 

scalp (A and B) and beard (C) at baseline visit (week 0) 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

He had consulted a dermatologist who prescribed 0.25% 

desoximetasone and 5% minoxidil, according to the 

guidelines for the management of alopecia, and had 

psychiatric support with escitalopram 5 mg/d, without any 

response other than progression of the condition. 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

The patient had a history of dyspepsia, therefore, he 

underwent analysis to determine H. pylori status. 

ÅUrea breath test (6.95; negative < 1), and 

ÅH. pylori IgG antibodies (52.4; negative < 9) were positive. 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

The patient was prescribed first line H. pylori eradication 

with proton pump inhibitor (omeprazole) 20 mg twice daily, 

amoxicillin 1000 mg twice daily, and clarithromycin 500 mg 

twice daily for 14 d, according to recommendations from the 

Maastricht III Consensus Report, and was followed 

photographically every 2 wk. 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

He was instructed not to take or apply any medications 

for alopecia areata. 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

H. pylori eradication was confirmed 6 wk after 

treatment with a negative result (on retest) 

(0.81, negative < 1). 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

Figure 1 D-F: Evidence of hair regrowth at week 4 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

Figure 1 D-F: Evidence of hair regrowth at week 8 Figure 1 D-F: Evidence of hair regrowth at week 16 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

Figure 1 M-O: Hair regrowth at week 44

(no other treatments administered)
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World J Gastroenterol 2011 July 14; 17(26): 3165-
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H. pylori infection has been associated with numerous immune 

and non-immune disorders including chronic urticaria (hives), 

rosacea, psoriasis, Schºnlein-Henoch purpura, Beh­etôs disease, 

prurigo nodularis, chronic cutaneous pruritus, progressive 

systemic sclerosis, Sjºgrenôs syndrome, and Sweetôs syndrome; 

many of them improving or going into remission after 

eradication of H. pylori infection. 
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World J Gastroenterol 2011 July 14; 17(26): 3165-

Antibodies developed against H. pylori cross-react 

with autoantigens to cause tissue damage, as has 

been reported in atrophic gastritis, chronic gastritis, 

chronic idiopathic thrombocytopenic purpura, 

Hashimotoôs thyroiditis, é.
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World J Gastroenterol 2011 July 14; 17(26): 3165-

éatherosclerosis, arterial hypertension, unstable 

angina pectoris, ischemic heart disease, Alzheimerôs 

disease, systemic sclerosis, central serous 

chorioretinopathy, iron deficiency, autoimmune 

pancreatitis, and chronic urticaria.
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Wait, What?
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Antibodies developed against the bacteria H. pylori may 

cross-react with autoantigens to cause tissue damage 

and eventual autoimmune diseases?

Yes
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World J Gastroenterol 2011 July 14; 17(26): 3165-

It has been estimated that more than 50% of the 

population aged 5 years is infected and this rate 

may exceed 90% during adulthood. 
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Premise #1

What is Molecular Mimicry
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Wien Med Wochenschr(2014) 164:245ï246 

Molecular mimicry (MM) is one of the most enigmatic 

medical phenomena with crucial importance for the 

generation of autoimmunity. 
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J Neuroimmunol. 2013 July 15; 260(0): 92ï98 

Molecular mimicry is a mechanism by which 

exogenous agents, including plant, bacterial and viral 

proteins, may trigger immune responses against self 

or non-self antigens 
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The current consensus is that proteins with >35% identity 

over 80 amino acids or with identity of six consecutive amino 

acids have the possibility of inducing cross-reactivity

Curr  Opin Allergy Clin Immunol. 2008 Feb;8(1):82-6
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Journal of Alzheimerôs Disease 45 (2015) 349ï362 
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Open Journal of Rheumatology and Autoimmune Diseases, 2013, 3, 33-39 

Molecular Mimicry, the Hygiene Hypothesis, Stealth Infections and Other Examples of Disconnect between  

Medical Research and the Practice of Clinical Medicine in Autoimmune Disease 

34 

mucosal immune function and the microbiome, eradica- 

tion of infectious agent triggers with antimicrobial the- 

rapy, and even the seemingly bizarre use of parasitic 

agents therapeutically. Some of these concepts have a 

long history in naturopathic and functional models of 

medicine, but now are emerging as hot areas of emphasis 

in mainstream medical research journals and investiga- 

tive communities in immunology. 

2. Molecular  Mimicry 

The concept of molecular mimicry is really a simple one, 

and it is an area attracting considerable research related 

to the genesis of autoimmune disorders. Simply stated, 

environmental exposure to specifi c antigens (including 

dietary peptides and those expressed by microbes), can in 

genetically susceptible individuals induce cross-reactions 

with structurally similar amino acid motifs associated 

with specific host tissues. There are now multitudes of 

associations that have been fi rmly established between 

immune incompatibility with specific dietary-derived 

antigens, as well as the overgrowth of certain opportunis- 

tic and pathogenic gastrointestinal bacteria, and the 

presence of specific autoimmune disorders (see Table 1) 

[3]. While some of these associations have been known 

for quite some time, mechanisms of causality are rapidly 

being established in the research. However, patients suf- 

fering from disorders like rheumatoid arthritis (RA), an- 

kylosing spondylitis (AS), and autoimmune thyroiditis 

(i.e., Hashimotoôs or Graveôs disease) who visit a rheu- 

matologist or endocrinologist do not routinely have stool 

analysis of their GI microbiota or food sensitiv ity testing 

performed. This is ironic, particularly in the case of op- 

portunistic microbial overgrowth in the gut, as the con- 

ventional medical paradigm typically assumes an infec- 

tious cause, doesnôt it? Perhaps this is just another exam- 

ple of resistance to significant change in clinical ap- 

proach within medicine, even in the face of compelling 

evidence to do so, as it would then require a least a pas- 

sive admission that something so seemingly simple was 

missed for so long.  

Pishak et al. have demonstrated that the mucous mem- 

brane of healthy people is colonized by Bifidobacteria, 

Lactobacilli, Bacteroides, Escherichia and Enterococci; 

as contrasted with the mucous membrane in RA subjects 

which is mainly colonized by aerobic opportunistic con- 

ventionally pathogenic enterobacteria (i.e., enteropatho- 

genic Escherichia, Citrobacter, Enterobacter, Klebsiella, 

etc.), Staphylococci, Enterococci and other anaerobic 

bacteria (Bacteroides, Peptococci, Peptostreptococci, etc.) 

[4]. They have also reported the observed phenomenon 

that as RA exacerbates and then enters remission, which 

is a common occurrence across the spectrum of autoim- 

mune disorders, the composition of the subjectôs GI mi- 

Table 1. Selected associations of microbial overgrowth and 

autoimmune disorders [3]. 

Microbe Species Disorder 

Klebsiella Ankylosing Spondylitis 

Citrobacter, Klebsiella, Proteus, 

Porphyromonas   
Rheumatoid Arthritis 

Yersinia Graveôs Disease & Hashimotoôs Dz.

S. Pyogenes Rheumatic Fever 

Camphylobacter Gullian Barre Syndrome 

Chlamydia Multiple Sclerosis 

E. coli, Proteus Autoimmunity in general 

 

crobiota correspondingly also changes between the aber- 

rant pattern detailed above and the one typical of normal 

subjects. The data of Tiwana et al. suggests an increased 

immune response to Klebsiella in patients with AS, ul- 

cerative colitis (UC), and Crohnôs disease (CD) and to 

Proteus in patients with RA [5]. Alan Ebringer and his 

group in the United Kingdom have established over the 

course of many years that a substantial percentage of 

patients diagnosed with RA have chronic stealth infec- 

tion with Proteus mirabilis in the upper urinary tract [6]. 

His group has also established the specific amino acid 

motifs of cross-reaction between the Proteus hemolysin 

and the RA-associated HLA-DR molecules, as well as 

those between the Proteus urease enzyme and hyaline 

cartilage, containing type XI collagen, the type only 

found in the small joints affected in RA. His successful 

treatment protocol includes antibiotic therapy, such as 

ciprofloxacin (sometimes in combination with NSAIDs, 

DMARDS, and immunosuppressive agents as needed), 

with the added use of natural blocking agents such as 

cranberry juice, vitamin C for urine acidifi cation, and 

plenty of fluids [7]. 

Oral bacterial infection with Porphyromonas gingivalis, 

the primary cause of periodontal disease, may also play a 

role in peptide citrullination, theorized to be involved in 

the loss of self-tolerance and development of autoimmu- 

nity in RA, according to Liao et al. [8]. Clearly one of 

the challenges to the acceptance of bacterial and viral 

agents as the cause of these autoimmune diseases has 

been that there is no universally observed association or 

one specific universally-causative agent. This issue is 

addressed head-on in research by Harkiolaki et al. using 

a mouse model of multiple sclerosis (MS) when he states: 

ñWe show that a microbial peptide, common to several 

major classes of bacteria, can induce MS-like disease in 

humanized mice by cross-reacting with a T cell receptor 

(TCR) that also recognizes a peptide from myelin basic 

protein, a candidate MS auto-antigen. Structural analy- 

Copyright É 2013 SciRes.                                                                                OJRA 
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Premise #2

Genetic vulnerability + Food-bacterial-viral 

sensitivity may equal Molecular Mimicry = 

Autoimmune Spectrum



Autoantibodies are typically present many years before 
the diagnosis of SLE. Furthermore, the appearance of 
autoantibodies in patients with SLE tends to follow a 
predictable course, with a progressive accumulation of 
specific autoantibodies before the onset of SLE, while 

patients are still asymptomatic.

NEJM:2003;349:1526-1533
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Prodromal period

40É www.theDr.com



© www.theDr.com 41

Nat Med. 2019 December ; 25(12): 1822ï1832 

One of the most important medical discoveries of the past 

two decades has been that the immune system and 

inflammatory processes dominate present-day morbidity 

and mortality worldwide 
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https://www.cdc.gov/nchs/products/index.htm. 
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Nat Med. 2019 December ; 25(12): 1822ï1832 

A continually activated immune system produces                         

Systemic Chronic Inflammation


