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Clusters of Autoinmune Diseases in Children

Background

Autoimmune diseases (AIDs) have familial aggregation and 
frequently share a common genetic background, but few studies 
have evaluated autoimmune clusters in children with AIDs and 
their families.

Objective and hypotheses

To identify clusters of AIDs in children and their first-degree 
relatives. 

Method

A cross-sectional study was performed in subjects with an AID of 
pediatric onset (< 18 years) recruited at Pediatric Endocrinology, 
Rheumatology, and Gastroenterology Clinics at the Health Network 
of the Pontificia Universidad Católica de Chile School of Medicine. 
Clusters of AIDs were identified by K-means cluster analysis.

Results 

191 subjects with pediatric AIDs were included, of which 45 (24%) 
had polyautoimmunity. Mean age was 12.1 years (range 1-19) and 
68% were female. 

Most frequent AIDs were JIA (36%), AITD (25%), T1D (19%), 
uveitis (8%), celiac disease (6%), and vitiligo (6%). 

59% of  subjects with pediatric autoimmunity had first-degree 
relatives with an AID. 

Five clusters of AID were identified in families of children with 
autoimmunity (Table 2). 

Among the 45 subjects with pediatric polyautoimmunity, four 
clusters of AIDs were identified (Table 2).

Table 2. A. Clusters of AIDs in patients and first-degree relatives (n=191). 
B. Clusters of AIDs in patients with pediatric polyautoimmunty (n=45). 

A.-

B.-

Figure 1. Differences between familial clusters in child’s age of 
onset of AID (A), gender (B) and polyautoimmunity (C).

Conclusion

AIDs in affected children and their families may be grouped 
into well defined clusters suggesting a common 
etiopathogenesis among diseases grouped in each cluster .
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