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Progress on biomarkers of mild cognitive impairment
from the perspective of metabolomics
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Abstract: The actual incidence rate of mild cognitive impairment (MCI) is relatively high, and it has a significant
impact on people’ s well-being, but its discovery is relatively difficult, which poses a new challenge for early diagnosis
treatment and the monitoring of the course of the disease. Biomarkers for MCI could provide timely assistance in its diag-
nosis and treatment. Recently, metabolomics technology has demonstrated promising results in identifying biomarkers for
MCI. Therefore we review the key findings of metabolomics in MCI research, including the identification of crucial me-
tabolites, abnormalities in metabolic pathways and their association with the pathophysiological processes of MCI. The
application of metabolomics technology could provide new insights and important theoretical foundations for the develop-
ment of the early diagnosis, precision medicine, and personalized treatment strategies of MCI.
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Fig. 1 Concentration variations of metabolites in the tryptophan metabolic pathway in patients with mild cognitive impairment
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