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Mechanism of cell survival in response to DNA damage;
Molecular mechanism of epigenetic abnormality disorders Cornelia de Lange
syndrome and facioscapulohumeral muscular dystrophy

The Yokomori laboratory studies the mechanisms of higher-order chromatin structural organization and how they influence genome
integrity and functions, such as DNA repair and gene transcription, with special focus on chromatin structural organizers cohesins
and condensins, and human epigenetic abnormality disorders, Cornelia de Lange syndrome and FSHD muscular dystrophy, using
genome-wide pooled and single cell/nucleus sequencing analyses. In addition, the role of PARP signaling in epigenetic DNA damage
response and its relationship to cellular metabolism are being investigated using laser microirradiation and realtime fluorescence
dynamics techniques.

Epigenetic regulation of gene expression and DNA damage response in human disorders
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