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Fig.1 Morphological changes of the nuclei of NMDA-induced rat hippocampal neurons
visualized by Hoechst 33258 staining (Original magnification: X200)

The arrows indicate the apoptotic nuclei. The nuclei of normal neurons are ovoid with
blue fluorescence, while the apoptotic neurons show irregular, shrunk, and condensed
nuclei with bright fluorescence. A: Control group; B: NMDA group (NMDA 300 umol/L+serine
5 umol/L), showing numerous apoptotic nuclei; C,D: SITS (500 pumol/L) application before
and after NMDA treatment respectively, demonstrating that SITS pretreatment could reduce
apoptosis; E, F: DIDS (100 pmol/L) administration before and after NMDA treatment
respectively, showing that DIDS pretreatment reduced apoptosis: H, I: NPPB (500 pmol/L)



administration before and after NMDA treatment respectively, showing no obvious protective
effect in either group.
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Fig. 2 Effect of the 3 chloride channel blockers on viability of the neurons exposed
to NMDA (n=6)
*#P<0. 05 vs sham group, **kP<0.05 vs NMDA group.
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Fig.3 Effect of SITS at different concentrations on NMDA-induced apoptosis (n=6)
SITS were applied before neuronal exposure to NMDA. Compared with O umol/L group, no
significant protective effect was observed for SITS at the concentration below 100 p
mol/L, and SITS above 250 umol/L showed significant protective effect. *P<0.05 vs 0 p
mol/L group.
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