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Abstract

Using cultured bovine glomerular endothelial cells (GEN), we investigated the effect of
Sairei-to (TJ-114, Tsumura Co.) on lipopolysaccharide (LPS)-induced microvascular endoth-
elial cell injury. Cell injury was estimated by cell detachment assay and lactate dehydrogenase
(LDH) release. LPS induced GEN injury in a dose and time dependent manner. Ten micro-
grams of Sairei-to supressed the GEN injury induced by 1 gzg/ml of LPS (p <0.05). In addition,
PCOOH concentrations in the supernatant of GEN incubated with 1 xg/ml of LPS, and the
PCOOH release was inhibited by 10 uzg/ml of Sairei-to. These results suggest that Sairei-to
has protective effects against LPS-induced GEN injury and this effect might be due to the
supression of PCOOH release.
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Fig. 1 Changes in morphology of bovine glomer-
ular endothelial cells induced by 1 gg/ml of LPS
without (a) or with 10 gg/ml of Sairei-to (b) X
200.

Table I Effect of LPS and incubation time on
bovine glomerular endothelial cell detachment.
Each of the values were mean+S.D. of three’
experiments. *p <0.05 as compared to control
(medium A only).

CELL COUNT (X 10%)
INCUBATION TIME
6 12 24

CONTROL 5.1£0.8 5.2%+0.3 5.0%0.8
LPS 107° g/ml 5.0£0.2 4.9+0.6 4.4£0.9*
LPS 1077 g/ml 5.3£0.6 4.0+0.4% 3.420.2"
LPS 10-° g/ml 4.2+0.4* 3.1+0.2* —

*p<0.05 vs CONTROL
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Fig. 2 Dose dependence of LPS-mediated hovine
glomerular endothelial cell detachment with
(— ® —) or without (— 0 —) 10 zg/ml of Sairei-
to.
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Fig. 3 Time course of 1uxg/ml LPS-mediated

bovine glomerular endothelial cell injury esti-

mated % LDH release with (— ® —) or without
(— 0 —) 10 ug/ml of Sairei-to.
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Fig. 4 Effect of 10 gg/ml Sairei-to on PCOOH
release of bovine glomerular endothelial cells
induced by 1 gg/ml of LPS.
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