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Supplementary figure legends

Fig. S1 Biochemical fractionation of cells expressing both of GFP-CL1 and
alpha-synuclein. SH-SY5Y cells were transfected with GFP-CL1 and alpha-synuclein
wild-type (WT), AS3T or A73-83 deletion mutant. Cells were harvested, and cell lysate
was fractionated as described in Experimental procedure and analysed by
immunoblotting using anti-GFP and anti-Syn102 antibodies. TS, Tris-soluble fraction;

TX, Triton X-100-soluble fraction; ppt, SDS-soluble fraction.
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