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Inhibition mechanism of the amyloid beta induced-cell death by komatsuna seed
extracts: Challenge to Alzheimer"s disease
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Alzheimer™s disease is characterized by large deposits of amyloid beta (Abeta)
peptide. Abeta is known to increase reactive oxygen species (ROS) production in neurons, leading to cell
death. In this study, we investigated the effects of komatsuna seed extracts (KSE) on Abeta
(1-42)-induced neurotoxicity and on the regulation of cell death processing in hippocampus neurons (HN).
RESULTS: No bands of Abeta were recognized in Komatsuna by electrophoresis. In addition, Abeta modified
by KSE did not bind to the insulin (Ins) receptor. In other words, promotion of the Ins uptake was seen.
KSE showed enhancement of cell survival, compared to that of the control level, amounting to a 100%
blockade of Abeta-induced cell death. Furthermore, intracellular ROS accumulation resulting from Abeta
treatment was reduced when cells were treated with KSE. KSE improves glucose uptake by Abeta in HN.
CONCLUSION: From these results, we suggest that KSE offers protection against Abeta-mediated cell death.
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Fig.1. Absorption spectra of water-soluble
extracts from komatsuna seeds in the presence
of AB(1-42).
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Fig.2. Effect of water-soluble extracts from
komatsuna seeds on A (1-42)

1.KSE AP
2.EGCG Ap
3. AB(1-42)
2
glucose
AB (1-42)
Ap KSE
KSE
a) 10uM-AB (Control)
b) 7.5uL-KSE 10uM-AB
¢) 75uL-KSE 10uM-AB
d) 150uL-KSE  10uM-AB
a) d)
24h
(ex485

nm/Aem535 nm)

Fig.3
Control

Control
b) (0.01%)

b), ¢), d)
KSE



1801 L Komatsuna

75uL Komatsuns

7.5y L Komatsuna

Conol

i

f T
0.10 0200
Insulin soncentration mUL

| l

0!

Fig.3. Insulin levels in the presence of AP (1-42).
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Fig.4. Effect of KSE on glucose level in culture

supernatant of hippocampus neurons.
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Fig.5. Effect of KSE on glucose uptake in
hippocampus neurons.
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