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Functional analysis of synaptotagmin @I as a receptor for Clostridium botulinum type B
neurotoxin expressed neuroendocrine-like cells
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WFER R OME (Fns0) « @B SZ /IR Y X0 ThHYF 7+ 72 1 (Stgll) & PCI2
MIRIC R T v A7 27 v a L BoNT/B IZEZ D H 5 PC12 Ml Z /N L7z, Stgll FEL
PC12 #fIE BoNT/B ALER Iz L 0 W Tdh 5 VAMP2 280 L7z, £7= Stgll FEEL PC12 iz
Ho 7V FY REHRMT 5 & BoNT/B DVEHMNHER S vz, o 7 A4 RaEiRN L7z PC12
HMARIX BoNT/B ALERIZ K V) VAMP2 23U & v, Stel &K4E PC12 MM Stell s+ % R HL 1
%L VAMP2 YT &7z, Stgl x4 7V AL RIFE T, Stgll [T HM T BoNT/B D%
RE L THRET D Z Moz,

e R o (#3C) - We generated Stgll expressed PCl12 cells
transiently and applied to understand more precisely how
BONT/B recognizes the receptor and enters neurons. The
functional entry of BoNT/B was determined by monitoring VAMP2
amount in the cells. We examined the role of ganglioside,
Stgll-expressing cells were treated with ganglioside
exogenously. The sensitivity of the cells was higher than of
non-treated cells. These results support the notion that Stgll
and ganglioside cooperate to play a role in BoNT/B receptor.
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