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Abstract 
 

Background: The association of Human parvovirus B19 infection with autoimmune disorders has been well 
documented. Some recent studies have suggested a possible role of B19 in the Sjögren’s syndrome pathogenesis. 
 

Objectives: To investigate the prevalence of anti-B19 IgM and IgG antibodies and to detect viral DNA in serum 
samples of patients with Sjögren’s syndrome. 
 

Methods: We assessed antibodies against Parvovirus B19 in serum samples from two patients with Sjögren’s 
syndrome and from healthy volunteers. Blood samples were examined for B19 serology and genome expression.  
 

Results: Positivity for IgM and IgG antibodies to B19 was not detected in any patients. None of these patients 
showed evidence for B19 viremia. 
 

Conclusions: This study showed that none of the patients with Sjögren’s syndrome showed serological markers of 
Human Parvovirus B19 infection. Therefore, we don’t support an association between Sjögren’s syndrome and 
B19 infection. 
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Introduction 
 

The Sjögren’s syndrome, also called sicca syndrome, is a chronic disease of autoimmune origin. This syndrome 
affects the glands that normally produce lubricating fluids. Salivary glands of the month and lachrymal glands of 
the eyes are the most commonly affected: they then cease to function. This results in an abnormal dryness of the 
eyes and month (3).The exact cause of Sjögren’s syndrome is unknown. Some evidence suggests that genetic and 
environmental factors play a role in the onset of the disease. According to other research, bacterial or viral 
infections are likely to trigger an immune attack on glands that produce wet substances. 
 

Parvovirus B19 is an Erythrovirus and is the only known member of the Parvoviridae family of viruses causing 
diseases in Human. B19 is a small, nonenvelopped virus with icosahedral capsid containing single-stranded DNA 
genome, which is approximately 5.5 Kb (7).The B19 was identified as the causative agent of transient aplastic 
crisis of hemolytic disease (Pattisson et al, 1981), the common childhood exanthem called fifth disease (1;8) and 
polyarthralgia syndrome in normal adults (10).  
 

In addition, B19 parvovirus may be responsible for some cases of hydrops fetalis (11). B19 also associated with 
several autoimmune diseases (2; 6)The aims of this study were to investigate the prevalence of ani-B19 IgM and 
IgG antibodies and to detect viral DNA in patients with Sjögren’s syndrome and who are seropositive for IgM 
antibodies. 
 
 

Patients and methods  
Patients: We report on two patients who are diagnosed with Sjögren’s syndrome according to the criteria 
proposed by the European Community for Sjögren’syndrome. Patients selected were in the active phase of 
disease. 
 

Controls: We analyzed sera samples obtained from healthy blood donors. 
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Laboratory study 
 

IgM and IgG antibodies to B19 were determined in sera by Enzyme-Linked Immunosorbent Assay (ELISA) 
(Biopharm, Germany, Ridascreen). Recent B19 infection was defined as the presence of positive IgM (with or 
without IgG anti-B19). In this case, we proceed by DNA purification using the QIA Amp Kit (Qiagen, Hilden, 
Germany), then amplification by Nested PCR. However, past B19 infection was defined as the presence of IgG 
antibodies in serum samples in the absence of IgM antibodies. 
 

Results 
 

IGM antibodies to B19 were not detected nor in patients with Sjögren’s syndrome nor in controls. Additionally, 
serological evidence of past B19 infection was absent in patients.  
 

Discussion 
 

Taking into account all results, it appears that, in the situation of Sjögren’s syndrome, subjects enrolled in this 
clinical picture have not contracted the virus. This excludes any possibility of an association between Parvovirus 
B19 infection and this disease. Therefore, our results seem to correlate with those of the team of De Stefano et al 
(5) who have shown, thanks to a serological study followed by a molecular study, the presence of a past 
Parvovirus B19 infection in only one subject with sicca syndrome. This was also observed in one subject in the 
control group. In addition, and as part of this same study, no patient showed a recent infection with this viral 
agent. However, the presence of Parvovirus DNA in salivary gland biopsies may be accidental, and therefore, 
cannot assert a direct association between Parvovirus B19 infection and the pathogenesis of Sjögren’s syndrome.  
 

Besides, the team of De Re et al (4), when used PCR to detect viral DNA in tissues damaged during the course of 
the disease, failed to demonstrate a detectable viremia despite the high sensitivity of PCR. In addition, a study 
undertaken by Casals et al (9) has highlighted a past Parvovirus B19 infection associated with cytopenia in 
patients with Sjögren’s syndrome. This study also showed that the prevalence of this infection in patients was 
about 35% and was almost similar to that observed in the control group in which the prevalence was about 37 %. 
At this stage, it would be possible to admit that the cytopenia and B19 infection would likely move patients 
immunologically and genetically predisposed. 
 

Conclusion 
 

To date, it has not been possible to demonstrate the exact mechanism by which B19 induce Sjögren’s syndrome. 
The exact correlation between B19 infection and installation of this disease requires further investigation based 
primarily on further in the presence of large-scale sampling studies. 
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