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Abstract: Objective FVB mice were knocked out with Nrf2 to investigate the role and mechanism of
Nrf2 in aluminum-induced hippocampal neuron damage. Methods Twenty 8-week-old WT mice and twenty
Nrf2”" FVB mice were selected. Mice were randomly divided into WT control group, WT aluminum exposure
group, HO control group and HO aluminum exposure group, with 10 mice in each group. Mice in the alumi-
num exposure group were given 220 mg/kg aluminum lactate by intragastric administration for 3 months. Mice
in the control group were given distilled water by intragastric administration. The mRNA expression of Nrf2 in
hippocampus was detected by g-PCR. The protein expression of Nrf2 in hippocampus was detected by immuno-

histochemistry. HE staining was employed to observe the pathological changes of hippocampus in mice. Nissl
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staining was adopted to observe the number of Nissl bodies in the hippocampus of mice. Results Compared

with the WT control group, the WT aluminum exposure group, the HO control group, and the HO aluminum
exposure group had significantly decreased mRNA and protein expressions of Nrf2, and the differences were
statistically significant ( P <C0.05). Compared with the HO control group, the HO aluminum exposure group
had no obvious change in the mRNA and protein expression of Nrf2 and the difference was not statistically sig-
nificant ( P >>0.05). Compared with those of the WT control group, the hippocampal neurons of the WT alu-
minum exposure group showed karyopyknosis, discrete neurons arrangement, irregular morphology of Nissl
bodies and other pathological changes. Compared with the WT aluminum exposure group, the HO aluminum
exposure group had more obvious pathological changes in hippocampal neurons. There were a large number of
neurons with unclear boundaries, unclear cytoplasmic morphology, reduced number of Nisseni bodies, abnor-
Aluminum ex-

mal morphology and irregular boundaries in the HO aluminum exposure group. Conclusion

posure leads to pathological damage in the hippocampus of mice, and Nrf2 knock-out aggravates aluminium-in-

duced neurotoxicity.
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