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Free radical generation from PC12 cells by
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There is few direct electron paramagnetic resonance (EPR)
evidence of supporting the hypothesis of lipid peroxidation
induced by beta amyloid. Hence in this study EPR measurement
was performed in the cultured PC12 cells using two kinds of
spin trapping agents (DMPO, POBN) to test the hypothesis.
Spin adduct of DMPO in the cells stimulated by beta amyloid
(25-35 400uM) revealed characteristically four line spectra, for
which the hfc were aN=14.9G and aH=14.9G; its hfc were
corresponded to DMPO-OH. The EPR signal from the PC12 cells
cultured with beta amyloid were characteristically six-line
spectra, for which the hfc were aN=15.7G and aH=2.5G; its hfc
were corresponded to that of lipid radical. This study presents
the direct EPR evidence of hydroxyl radical formation in PC12
cell cultured with beta amyloid 25-35 peptide. Generation of
hydroxyl radical results in abstraction hydrogen from
polyunsaturated lipid acid, and plays a causative role in lipid
peroxidation. This result might be important evidence of
initiation of lipid peroxidation and the growing lipid
peroxidation in the cascade of neurotoxicity induced by beta
amyloid 25-35 peptide.
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Fig.1 Hydroxyl radical generated from
PC12 cells stimulated by 0.4mM APB25-

35

A;PC12 cells +DMEM

B;PC12 cells cultured with A 8/DMEM

C;PC12 cells +DMEM+MTOH

D;PC12 cells cultured with A 3/DMEM+ MTOH
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Fig.2 Lipid radical generated from PC12
cells stimulated by 0.4mM AB25-35

A; Non-stimulated PC12 cells

B; PC12 cells stimulated by 0.4mM AB25-35

C; Positive/control of lipid radical generated from saline
containing lipoxygenase/linoleic acid system
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Fig.3 PI staining of PC12 cells
stimulated by 0.4mM Ap25-35

magnitude X400
A; Non-stimulated PC12 cells
B; PC12 cells stimulated by 0.4mM A [25-35
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