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Microchimerism in systemic sclerosis:  Comment on the article by Johnson et al. 

 

 

Dr Johnson and colleagues have recently proposed that microchimerism may be involved 

in the pathogenesis of systemic sclerosis1.  The origin of the chimeric cells has been suggested to 

arise either from either placental traffic during pregnancy or alternatively, from a prior blood 

transfusion2.  We have therefore examined the clinical and serological features in 44 scleroderma 

patients who have received a prior blood transfusion (before the onset of the first disease 

symptom – generally Raynaud’s phenomena) in comparison with 221 scleroderma patients who 

reported no prior blood transfusion.  All patients were derived from the South Australian 

Scleroderma Register and fulfilled the ARA criteria for scleroderma or, alternatively, had 

sclerodactyly, together with two or more additional features of nailfold capillary abnormalities, 

Raynaud’s phenomena, oesophageal dysfunction, calcinosis, multiple telangiectasia or anti-

nuclear antibodies3. 

 

As a group the prior transfusion patients consisted of 18% of the total scleroderma 

cohort.  We have been unable to ascertain what proportion of the adult population in our region 

have had a prior blood transfusion, but calculations from the computerised ISAAC (Integrated 

South Australian Activity Collection) documenting all hospital separation data for South 

Australia indicate that for all patients discharged from hospital per year, 2.1% have had a blood 

transfusion with the female:male ratio being 57:43.  This would suggest that the 18% is unlikely 

to be a high figure.  Scleroderma patients who had received a prior blood transfusion tended to 

be older females with a later age of disease onset (Table).  However, there were no other 



consistent statistical differences between the two groups either related to their disease subset or 

their serology.  Prior blood transfusions were received over a range of 1 - 47 years before onset 

of first symptoms, with over 2/3 of the transfusions occurring in the period of <20 years prior to 

the first symptom.  Blood transfusion at birth due to fetal incompatibility (n = 4) or in later life 

due to birthing complications (eg. blood loss at cesarean section) or post hysterectomy were 

particularly noted, the obstetrical and gynaecological causes perhaps explaining the higher ratio 

of females of older age in the prior blood transfusion group as compared with the non-

transfusion group.  No significant relationship was observed between the number of patients 

receiving blood transfusions and the duration preceding disease onset (p = 0.22).   

 

In conclusion, prior blood transfusion did not seem to relate to the clinical or serological 

features of patients with systemic sclerosis.  Furthermore, the lack of a significant relationship 

between prior blood transfusion and the duration preceding disease onset does not support a 

causal association between prior transfusion and systemic sclerosis in our patient cohort.  Of 

interest, however, was the observation that 4 of our patients had received blood exchange 

transfusion at birth suggesting that a more detailed followup study of such patients might be of 

interest, particularly in regard to the later development of immune dysregulatory states, that have 

been described following blood transfusions4.   
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TABLE: CLINICAL AND SEROLOGICAL FEATURES OF PATIENTS WITH SYSTEMIC SCLEROSIS 

WHO HAD RECEIVED PRIOR BLOOD TRANSFUSIONS. 

 

 No 
Transfusions 

Prior 
Transfusions 

 
Number of Patients 

 
221 

 
44 

Male : Female 40 : 181 5 : 39 
Current mean age (y) 61.8 + 14.5 67.6 + 11.2* 
Age at onset (y) 43.0 + 16.7 50.5 + 14.2+ 
Limited (%) 149 (67) 34 (77) 
Diffuse (%) 57 (26) 7 (16) 
Overlap (%) 15 (7) 3 (7) 
% Centromere 50% 43% 
% Scl-70 11.5% 6% 
% RNP 4.9% 3% 
 
+p = 0.01         *p = 0.02 

 

 
 


