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Abstract Objective To investigate the effects of fasudil on p-Tau protein and AP, ,, in oxidative stress in

an in vitro model of Alzheimer’s disease ( AD). Methods Following exposure to varying concentrations of
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AB, (1 pmol/L) on PC12 cells, the CCK8 assay was employed to investigate the impact of AB,,, on
PC12 cell viability, thereby creating a cellular model of AD. Immunofluorescence was used to measure the
expression levels of the p~ Tau and AR, following fasudil treatment. The expression of apoptosis signal-
regulated kinase 1 ( ASK1) was also detected. Simultaneously, fasudil treatment was able to lower the
levels of AR, , and p-Tau expression, indicating that fasudil was able to lessen the harmful effects of AR,
on cells. Furthermore, fasudil inhibited p-ASK1 expression and shielded PC12 cells from AR, ,, damage by
controlling intracellular signaling pathways, lowering inflammatory reactions, and apoptosis. Results The
detrimental impact of AB,,, on neural cells was further confirmed by its inhibitory effect on PC12 cells’
proliferative activity at a concentration of 1 pmol/L. Meanwhile, the addition of fasudil was able to reduce
the expression levels of p-Tau protein and AB,,,, indicating that fasudil was able to mitigate the toxic
effects of AB,,, on cells. Additionally, fasudil reduced p-ASK1 expression levels and protected PC12 cells
by regulating intracellular signaling pathways, reducing apoptosis and inflammation. Conclusion Fasudil
has a protective effect on AR, ,,-induced Alzheimer’ s disease PC12 cells, which can inhibit key
pathological changes in disease development, reduce the expression of p-Tau and AB,,, improve the
damage caused by oxidative stress and downregulate p-ASK1 expression levels, which has promising

applications in the treatment of Alzheimer’s disease.
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