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A novel treatment of allergy by mucosal barrier enhancement through selective
IgA class switching

Shinkura, Reiko

4,800,000
IgE 1gA
C(PKC)
PKC _ PKC Bryostatinl
Bryostatinl

IgE
Bryostatinl

1gA
Th2
1gA

Allergic diseases are associated with crosslinking of the high-affinity Fc
receptor for immunoglobulin E (IgE) on mast cells or basophils. Therefore, most of the current
treatments seek to inhibit IgE responses. However, these treatments are still not curative because
they do not prevent the allergen invasion into our body. We performed the chemical compound
screenings, and identified three compounds that specifically induced IgA production in whole spleen
cell culture. These compounds were protein kinase C (PKC) activators and well-known carcinogenic
chemicals. Therefore, we searched non-carcinogenic PKC activators and identified Bryostatinl as a
non-carcinogenic PKC activator. We confirmed that Bryostatinl also induced IgA production but not
IgE production in whole spleen cell culture and also that Bryostatinl inhibited the IgE response in
mouse allergic model.
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