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Role of esketamine in reducing postoperative cognitive dysfunction in elderly

patients and its signaling pathway mechanisms"
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[ Abstract| Postoperative cognitive dysfunction (POCD) is the common postoperative complications in
elderly patients,significantly affects their postoperative recovery and quality of life. With the intensification of
population aging, how to effectively prevent and treat POCD has become an important topic in clinical re-
search. Esketamine (ISLAT) serves as a new anesthetic drug and its potential in improving postoperative cog-
nitive function has gradually attracted people’s attention. Previous studies have shown that that esketamine
can not only alleviate postoperative pain,but may also protect the neurons and reduce the incidence of POCD
in elderly patients by regulating the balance of neurotransmitters and reducing inflammatory responses,and
has potential clinical application value. However, the researches on the specific mechanisms of action and relat-
ed signaling pathways of esketamine is still limited and requires further exploration. This article aims to inves-
tigate the role of esketamine in reducing POCD in elderly patients and its related signaling pathway, clarifies
the clinical usage strategy and precautions to provide a theoretical basis for clinical application.
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