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HHREN « 0T N B 8 5
FEWE: AWz, ReHT, W), NLEER
RO FR: KIIEE€ / 7 v —F V5K (Pemphigus monoclonal antibody)
EBHEES:PCT,/JP03,/704219 (EHEHEA:20034F4H2H)
HIBRN  PROE N B2
FEAE : ReMAT. W)=
FMDOALF:CD 40 LT Z A= ARG & 5 KEIETRHH (Remedies for pemphigus
containing CD40L antagonist as the active ingredient)
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