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technology Inc. (Dallas, TX, USA)
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Fig 1. (A) Structure of indirubin—3'-mono—
xime (IMX). (B) Effects of IMX on
SH-SY5Y cells, Cells were treated
with the venhicle (control) or indicated
concentration (0.25-8 uM) of IMX for
24 h, Cell viability was assessed as
the percentage of the control group
(P (001 significantly different from
the control group). The bars indicate
the means=S.D,
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Fig 2. The cytotoxicity of glutamate on SH-
SYLY cells. Cells were treated with
the vehicle (control) or indicated con—
centration (2—14 mM) of glutamate
for 24 h. Cell viabilty was assessed
as the percentage of the control
group (P 0.01, significantly different
from the control group). The bars
indicate the means=*S.D.
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Fig 3. (A) Effect of IMX on SH-SY5Y cells
viability decrease induced by gluta—
mate., Cells were incubated with the
vehicle (control) or the indicated con—
centration (0-2 g M) of IMX and 6
mM glutamate for 24 h, Cell viability
was assessed as the percentage of
the control group (¢ 0.01, signifi-
cantly different from the vehicle
and glutamate co-treated group).
The bars indicate the means®S.D.
(B) Effect of IMX treatments on
morphology of SH-SYbBY cells,

Control
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ABSTRACT

Indirubin—3'—monoxime inhibits excitotoxicity provoked by glutamate on
neuroblastoma cell culture

Seung Yun Han', Bo Hyun Jung?, Hee Su Lee?, Ki-Yeon Yoo™

"Department of Anatomy, College of Medicine and Myunggok Research Institute, Konyang University
*Department of Oral Anatomy, College of Dentistry and Research Institute of Oral Science,
Gangneung-Wonju National University

Indirubin is the active component of Danggui Luhui Wan, a Chinese
traditionally medicine. Recently, pharmaceutical researches have
focused on its inhibitory effect of cyclin-dependent kinases (Cdks)
and glycogen synthase kinase-3beta (GSK3#8). Indirubin-3'-monoxime
(IMX), a synthetic derivative by indirubin, is commonly used to in
vitro studies for indirubin. In the present study, we investigated the
inhibitory effect of IMX on glutamate-induced excitotoxicity in
human neuroblastoma SH-SY5Y cells. Glutamate-induced cytotoxicity
was verified characterized by decreased cell viability. However,
treatment of IMX attenuated the glutamate-induced cell death in a
dose-dependent manner. This result suggests that IMX may inhibit
the neuronal death in various neurodegenerative diseases including
stroke.

Key Words: indirubin-3-monoxime, excitotoxicity, glutamate, SH-SY5Y
cells
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