
 

Greetings!

As you may know, histone deacetylase (HDAC) overactivity is thought to be a key pathologic
process in Duchenne muscular dystrophy (DMD).1-5

 
In healthy tissue, HDACs play important roles in maintaining muscle homeostasis.1,2 They are
located in the nucleus and cytoplasm of cells.1,2

 
Through nuclear and cytoplasmic activity, HDACs modify both histone and nonhistone proteins,
which affects many cellular pathways.1,2

In DMD, HDAC is overactive. In combination with the structural instability of dystrophin-
deficient muscle cells, overactive HDAC disrupts the process of normal muscle repair and
accelerates the deterioration of tissue, resulting in2,4,5:
 

Activation of chronic inflammatory pathways
Impairment of muscle repair mechanisms
Fibrogenesis
Adipogenesis
Muscular atrophy

 
Want to learn more about an HDAC inhibitor for DMD?

https://www.childneurologysociety.org/
https://duvyzathcp.com/HOW-DUVYZAT-WORKS/
https://www.constantcontact.com/landing1/vr/home?cc=nge&utm_campaign=nge&rmc=VF21_CPE&utm_medium=VF21_CPE&utm_source=viral&pn=ROVING&nav=86aee9e6-e25e-4b59-b2cb-3923a9c36be3
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