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Fig. 1 Fourier transform infrared spectra of the hippocampus neuron

A: control; B: glutamate; C: MK-801; D: MABNI.
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Fig. 2 'The deconvoluted amide | spectrum (curve A) and

the fitted individual component bands of the control
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Table 1 Fractional areas ( %) and assignment of the amide | spectrum of hippocampus neuron

1658 em™! 161181631 em™! 1676 cm™ ' 1 644 em™ '
Groups

(e Helix) ( B-Sheet) (Turn) ( Random coil)
Control 36.8+£2.34 42.7%5.21 9.2+2.83 10. 9 £4. 61
Glu 20.2+2.85 34.5+2.56 8.5+1.55 36. 8 £5.62
MAB+ Glu 21.3+6.32 33.1+1.33 9.2+41.21" 33.1+£3.39"
MK+ Glu 3.1 +5 1102 29. 616 44" 8. 612 427 30.1+1.31"%

Vp< 0.05, vs Glu: ?P< 0.05, vs MABNI. n= 5, x *s.
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Abstract The monoclonal antibody MABN1 against NMDAR could protect the neurons from excitotoxicity,

but the mechanism is unknown. Cultured hippocampus neurons treated with glutamate or/and NMDAR

antagonist (MABN1 and MK-801) were studied by FTIR spectroscopy. Spectroscopic differences were observed
between MABN I-treated and M K-801-treated samples. Curvefitting of the deconvoluted amide I band revealed
the difference of protein second structure between MABN I- protected neurons and glutamate treated neurons, by

which it was presumed that MABN protects neurons against excitotoxicity by the mechanism different from the
one of MK-801.

Key words FTIR, excitotoxicity, hippocampus neuron
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