acidic GSLs similar to that reported previously for primary
ECs from various sources (Kanda et al., 1994, 1997) and
for immortalized human brain ECs (Duvar et al., 2000).
The amount of acidic GSLs, however, is smaller than that
observed in bovine BMECs (Kanda et al,, 1994} and in
immertalized human brain ECs (Duvar et al., 2000}. The
difference is more conspicuous in neutral GSLs: HBMEC
comptise Gb4, Gb3, and LacCer as major constituents of
neutral GSL. whereas only GlcCer was detected in bovine
BMECs (Kanda et al, 1994). These variations in expres-
sion might be attributable to species specificity and to
SV40 T-antigen immortalization of ECs. Qur data ob-
tained from primary culture of nontransformed HBMECs
thus should reflect more closely the in vivo GSL content
of endothelial cells forming the BBB.

Species differences in neutral GSLs was also demon-
strated in this study. Gb3 is known as the specific receptor
for verotoxin that has been implicated strongly as the
causative agent for most cases of postdiarrheal hemolytic
uremic syndrome (HUS) (Lingwood, 1996) and the dif-
ference of Gb3 expression level in each organ might lead
to attack of a specific organ. In this regard, preferential
involvement of kidney in HUS can be well explained
because verotoxin is considered to target the Gb3-rich
renal microvasculature (Obrig et al., 1993} resulting in
renal disorder. No reasonable explanation has ever been
provided, however, for the CNS tropism in HUS. We
demonstrated that the amount of Gb3 is approximately
twice as abundant in HBMECs compared to that in
HUVECs. This endothelial heterogeneity may explain the
frequent involvemnent of CNS in this disorder.
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