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Supplementary Table 1
PCR primers

Gene GenBank Primer 5′–3′ Product
accession Forward & Reverse size (bp)

ABCA1 NM 005502 F AACTCTACATCTCCCTTCCCG 123
R CTCCTGTCGCATGTCACTCC

A�PP NM 000484 F ACATGCACATGAATGTCCAG 169
R CACCAGTTCTGGATGGTCAC

�-actin NM 001101 F GAATTCTGGCCACGGCTGCTTCCAGCT 162
R AAGCTTTTTCGTGGATGCCACAGGACT

Supplementary Figure 1. Analysis of ABCA1 and A�PP proteins in
lipid raft and non-raft membrane fractions. A) CHO-A�PP cells were
transiently transfected with mock empty vector or ABCA1 and lipid
raft and non-raft membrane fractions were isolated. Equal amounts
of protein was loaded onto each well and analyzed by western blot-
ting with ABCA1 and A�PP antibodies. B) A longer exposure (3 h)
of film of the ABCA1 western blot was used to enhance the signal.

Supplementary Figure 2. Impact of ABCA1 on endogenous
sA�PP� production by human SK-N-SH neurons. SK-N-SH neu-
roblastoma cells grown in 175 cm2 flasks were transiently transfected
with mock empty vector or ABCA1 and the culture media sA�PP�
measured by western blotting. Western blotting of cell lysates for
�-actin was used as a control for cellular protein levels.

Supplementary Figure 3. Impact of ABCA1 on �-secretase and
BACE1 proteins in cell lysates and lipid raft membrane fractions. A)
CHO-A�PP cells were transiently transfected with mock empty vec-
tor or ABCA1 and cell lysates (A) and lipid raft membrane fractions
(B) were analysed for presenilin 1 (PS1), nicastrin (Nic.), BACE1
(BACE) by Western blotting as indicated. �-Actin and flotilin-2
(Flot.) were used to confirm equal protein loading of the lysates
and raft fractions, respectively. Quantification of the signal intensity
relative to the relevant control proteins is shown in the histogram
(C). Note we did not detect a reliable signal for BACE1 in the
lipid raft membrane fractions in these experiments (not shown).
Data are representative of two experiments performed in triplicate.
**p < 0.01.


