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Abstract: Objective
diagnosis of subjective cognitive decline (SCD). Methods

To explore the value of EEG power spectrum ratio and neuropsychological test in the
Sixty patients with SCD and 30 healthy controls with
matched age and gender were selected from the outpatient department of our hospital from November 2019 to January
2021. Neuropsychological tests were conducted on the two groups, and the EEG power spectrum ratios in different
brain regions were compared. The differences and correlations between the two groups were analyzed. Results The
scores of immediate memory, delayed recall and reverse memorization in SCD group were significantly lower than
those in healthy control group, and the differences were statistically significant (all P <0.05). The ratio of EEG
power spectrum in frontal region and temporal region in SCD group were significantly higher than those in healthy
control group, and the differences were statistically significant(all P <0.05). Spearman correlation analysis showed a
moderate negative correlation between EEG power spectrum ratio and delayed recall in the temporal region of SCD
group(r= —0.628, P <0.05). Conclusion Temporal EEG power spectrum ratio and delayed recall test have
certain clinical significance for early diagnosis of SCD.
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