
Helicobacter pylori infection as a trigger of ANA

Professor Dimitrios P. Bogdanos, MSc, MBA, MPA, LLM, MD, PhD (London)

Director and Chairman, Department of Rheumatology and Immunology, University of 
Thessaly Medical School

Chairman, Scientific Committee, University General Hospital of Larissa

Chairman, English Medical School for International Students, University of Thessaly, 
Greece

www.autoimmunerheumatology.com

http://www.autorheumatology.com/


Send an abstract- Join the meeting!!! 





Introduction

• Helicobacter pylori has been considered a trigger of various 
autoimmune diseases

• Epidemiological, serological, immunological and 
microbiological studies have incriminated Hp infection as 
pivotal for the de novo induction or as an accelerator of 
SLA, SSc, SSc, PBC, AIH and other autoimmune diseases























Major Findings

• We found that neither the frequency nor the magnitude of anti-Hp 
antibody differs between MS patients and HCs or between RRMS 
and SPMS when ELISA detecting antibodies against the whole Hp 
extract is used

• Reactivities against particular Hp immunodominant antigens by 
immunoblotting revealed several differences between MS and 
HCs, and more importantly between RRMS and SPMS. 

• Anti-VacA antibodies were four times more frequent in SPMS than 
in HCs.











Major Findings

• Much to our surprise, the central finding of our study is that ab 
responses to most Hp antigens in PsA and Ps did not differ and 
were reduced in prevalence and magnitude compared to controls.

• In our study, anti-UreA and anti-flagellin Hp were more frequent in 
PsA than HC. Similarly, anti-UreB and antip54- flagellin Hp 
antibodies were more prevalent in Ps than HC, 

• while anti-p50 antibodies were less prevalent.











Major Findings

• Anti-Hp Abs are neither more frequent nor elevated in SSc
compared with healthy population, 

• The only exception is the higher frequency and levels of anti-VacA
Abs in pulmonary hypertension and lung fibrosis, respectively.

• These results suggest that Hp is unlikely to be involved in the 
development of SSc.



Mechanistical explanation for the likely link

Molecular mimicry is always to blame







Mechanistical explanation for the likely link

Molecular mimicry at the B cell and T 
cell level is not present in Primary 

Biliary Cholangitis



Aim

• To assess whether Hp is a trigger of disease-specific ANA

• To assess the role of molecular mimicry

Purified serum samples from Disease-specific AIRDs were 
incubated with Hp specific antigens and ANA reactivity was 
determined before and after inclubation



Hp as a trigger of SSc-ANA
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Hp as a trigger of SjS-ANA
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Hp as a trigger of SLE-ANA
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Hp as a trigger of PBC-ANA
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Hp as a trigger of AIH-ANA
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Conclusions

• Disease-specific ANAs are not triggered by anti-Hp specific 
antibodies

• Molecular mimicry between nuclear antigens and Hp antigens 
is unlikely in most if not all ANA associated autoimmune 
diseases 
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