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INTRODUCTION

Prader-Willi  syndrome | rare  genetic
neurodevelopmental dlsorder Caused by a paternal

RESULTS

The analysis identified 29,234 differentially methylated
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and compared patients with PWS with patients with ' | J (Neuro), the endocrine pathway (Endoc), and the Cushing synchome KEGG:04934 5 01E-03 ey meaol pooe il bk
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n pa .Ien > Wi : s_pec:| .Ica y Dy comparing the R di th ti di d d th 1fi SNORDI116 and MAGELZ2 deletions Hippo signaling pathway KEGG:04390|6,29E-03
mutations associated with this syndrome. egarding the eating disorders an € SPeCllic L ealed that the DMRs associated | Oxvtoci signaing pathway KEGG:04921 1,30E-02 — it M
nutritional trajectory observed in PWS, we explored the h the SNORD116 microdelet _ . - “’”t'c mg_e"'_ e‘j_ em'ath it Mt
connection between PWS DMRs and the genes related "' r fe it r_nnl]crlc_) ete dlo'z Endoctine fesistance KEGG:01022 194602 ittt b
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the DMR genes were associated with addiction and MELabolic pathways and - NEVoUs Table 1: Table 2:

This study investigated the epigenetic modifications obesity (ADCY3: ADCY9: ATF4: CDK5R1: CHRNB2: system development, whereas Top biological processes and KEEG pathway connected to the  Top biological processes and KEEG pathways connected to the

In patients with PWS and patients with PWS-related | _ _ _ | _ MAGEL?2 mutations mostly PWS DMRs. MAGEL2 mutation and SNORD116 deletion
disorders caused by inactivation of two genes of the GABRD; GABRG3; GNBL, GNB3; GRKS; HDACA; concerned genes involved in

- HDAC9; MAP2K1; PDE11A; PDE2A; PDE3A; PPP1CA,; . .
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modifications in PWS and PWS-related disorders. All results are available in the article of Salles et al.2021(3).
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In the PWS region with, for example, oxytocin treatment or other

The reads were aligned on the genome of reference drugs and/or social disability rehabilitation.

(2).

Bretagne, TSA 70034, 31059 Toulouse cedex 9, France
juliette.salles@hotmail.fr




