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Prenatal beta methasone protects against experimental Type 1 
Diabetes by modulating both immune system developme nt and 

-cells 
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Environmental factors are crucial in the pathogenesis of type 1 diabetes (T1D). In this 
sense, drugs administered prenatally could alter the development of the foetal immune 
system, thus influencing autoimmunity. Betamethasone is a synthetic glucocorticoid 
administered to women at risk of preterm delivery to improve newborn survival, and it 
could modify self-tolerance. The aim of this study was to determine the effect of prenatal 
betamethasone on T1D susceptibility. 
An incidence study was performed in non-obese diabetic (NOD) mice offspring of 
betamethasone-treated 
(flow cytometry) in prediabetic adult mice. Betamethasone effects in lymphoid organ 
development and their leukocyte subsets were determined after birth. In vitro effects of 
betamethasone were evaluated in splenocytes and dendritic cells in terms of viability, 
phenotype and function. Additionally, the effect of betamethasone was assessed in islet 
cells phenotype and function. 
Betamethasone reduced T1D incidence in female offspring (22%) when compared to 
sham group (75%). In 
non-pathogenic T cells. In newborn mice, betamethasone caused thymus hypotrophy and 
alterations in leukocytes subsets. Betamethasone caused in vitro toxicity to resting 
lymphocytes and induced maturation-resistant dendritic cells, thus impairing 
T lymphocyte proliferation and IL17 secretion. Finally, betamethasone was detrimental for 
NIT-1 cells, arresting cell growth and reducing insulin secretion. Relevant transcriptome 
changes were -cell line and islets, as evidenced by differential expression 
of genes related to autoimmunity, metabolism and islet mass 
In conclusion, betamethasone modulates the developing immune system and influences 
the susceptibility to experimental T1D, by direct effect to immune system cells and to 

-cells. 
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