
23 May 2023

AperTO - Archivio Istituzionale Open Access dell'Università di Torino

Original Citation:

Epigenetic signature in T helper 17 and regulatory T cells in multiple sclerosis patients during
pregnancy

Terms of use:

Open Access

(Article begins on next page)

Anyone can freely access the full text of works made available as "Open Access". Works made available
under a Creative Commons license can be used according to the terms and conditions of said license. Use
of all other works requires consent of the right holder (author or publisher) if not exempted from copyright
protection by the applicable law.

Availability:

This is a pre print version of the following article:

This version is available http://hdl.handle.net/2318/1758374 since 2020-10-14T18:26:46Z



EMBL Conference – Transcription and Chromatin – 25 - 28 Aug 2018, EMBL Heidelberg, Germany 
 
Poster Title: Epigenetic signature in T helper 17 and regulatory T cells in multiple sclerosis patients during 
pregnancy 
 
Authors: Andrea Iannello1, Alessandro Maglione1, Giulio Ferrero2, Simona Rolla1, Valentina Bardina1, 
Francesca Cordero2, Michele De Bortoli1, Marinella Clerico1, Santina Cutrupi1. 
 
Affiliations: 
1. Department of Clinical and Biological Sciences, University of Turin, Orbassano, Italy 
2. Department of Computer Science, University of Turin, Turin, Italy 
 
Abstract: 
Relapsing Remitting Multiple Sclerosis (RRMS) shows a protective effect of pregnancy in relapse rates. 
Immune tolerance associated with pregnancy correlates with high levels of circulating estrogens. Therefore, 
estrogens may act on CD4+ T lymphocytes dynamics by remodeling chromatin hubs. Here we performed an 
integrative analysis of human CD4+ epigenomic and transcriptomic data. We identified cell type-specific 
regulatory regions (CSR) by combining super enhancers’ prediction using H3K27ac ChIP-Seq data with a 
genome-wide chromatin states analysis. Selected CSRs, associated to a set of transcription factors, defined a 
core regulatory network in Th17 and Treg cells. Thus, estrogen response element found in CSRs, revealed 
potentially ERα-modulated core genomic regions in these cells. 17β-estradiol induced active histone marks 
enrichment at FOXP3- CSRs and repressive histone marks enrichment at RORC-CSRs in in vitro polarized 
Th17 cells. We validated this epigenetic profile in peripheral blood mononuclear cells of RRMS patients, 
suggesting a FOXP3 positive regulation in third trimester of pregnancy while RORC is positively regulated in 
the postpartum. Altogether, these data indicate that estrogens act as immunomodulatory factors on the 
epigenomes of CD4+ T cells in RRMS; the identified CSRs may represent potential biomarkers for monitoring 
disease progression or new potential therapeutic target. 
 


