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Incubation with AK23 for 24 hours further
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Conclusions

Cortical actin filaments
appeared disorganized In
cells with effective adducin
silencing, as demonstrated by
phalloidin staining.

 These experiments demonstrate that adducin is necessary for proper keratinocyte
intercellular adhesion.

« Since AK23 or PV-IgG induce phosphorylation of adducins and the phosphorylation state
of adducins alters cell adhesion, an involvement in the pathogenesis of pemphigus
vulgaris Is possible.
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> In view of our preliminary results showing adducin phosphorylation after CNF-1
treatment, adducin phosphorylation seems to be a protective keratinocyte
response to pemphigus autoantibody challenge.




