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Abstract

REBEREZEROMBEEZEERF THAITAETIL A (Dsg)lcHTREEHRMHEICK>TELS
KET, BERAKIE DV TOET TS TEHEMNIEDSNTVSD, bhbhA T EXBEICS T
BIgGH T VT ADBMDER, #BIgGHhNDIgGANBE DA RE N, BIZHDsgENIgG4H
TOSAQOLANBRENL, T, BENBEN SIgCAZRETDEICLDHEHEOET .
RERBRET Y A THRALE, B—2FICHBI32KEFHMEEIgGINEBIC VT, KEE
BH- BERBICHSTRIgC4ZAELEROEE TR L LER. DsgfFEMNIGCHRE R EHHT
BasrICEVZ &N DD 2 1=(p=0.04),

Pemphigus is an autoimmune blistering disease caused by circulating antibodies against
desmogleins (Dsg) which are cell-cell adhesion protein in the epidermis. We recently established
anti-Dsg 1gG subclass ELISA method and we showed that Dsg-specific autoantibodies are
enriched in IgG4. Addition to that total serum IgG4 was enriched in patients with pemphigus.
Furthermore, IgG4 depletion of pemphigus sera reduced pathogenicity in a keratinocyte
dissociation assay. The median serum concentration of Dsg-specific IgG4 was significantly higher
in pemphigus patients during active disease compared to patients in remission(p=0.04). Memory B
cell populations were enriched for surface-lgG4 positive cells in pemphigus compared to
unaffected individuals.

IgG4 could be depleted by immunoadsorption or by selective depletion of surface-lgG4 memory B
cells, and which we have shown can be bound and hence potentially targeted based on surface
IgG4 expression.
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1gG subclass analysis and 1gG4 depletion therapy for pemphigus

Funakoshi, Takeru
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Pemphigus is an autoimmune blistering disease caused by circulating antibodies aga
inst desmogleins (Dsg) which are cell-cell adhesion protein iIn the epidermis. We recently established anti
-Dsg 19gG subclass ELISA method and we showed that Dsg-specific autoantibodies are enriched in 1gG4. Additi
on to that total serum 1gG4 was enriched in patients with pemphigus. Furthermore, 19G4 depletion of pemphi
gus sera reduced pathogenicity in a keratinocyte dissociation assay. The median serum concentration of Dsg
-specific 1gG4 was significantly higher in pemphigus patients during active disease compared to patients 1
n remission(p=0.04). Memory B cell populations were enriched for surface-1gG4 positive cells in pemphigus

compared to unaffected individuals.

1gG4 could be depleted by immunoadsorption or by selective depletion of surface-1gG4 memory B cells, and w
hich we have shown can be bound and hence potentially targeted based on surface 19gG4 expression.
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