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Research progress on the application of neuron-specific enolase in pulmonary diseases
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[ Abstract] Neuron-specific enolase (NSE) is an acidic protease unique to neurons and neuroendocrine cells, serving
as a sensitive biochemical indicator for assessing brain injury. In recent years, the application of NSE in pulmonary diseases
has become increasingly widespread, making it a research hotspot. In small cell lung cancer, NSE serves as a
neuroendocrine biomarker with a diagnostic sensitivity of 60%-80%. In tuberculosis, NSE levels correlate with disease
activity, with a pre-treatment mean of 29.22 ng/mL, which significantly decreases post-treatment (P<0.001). In COPD,
NSE positively correlates with the inflammatory marker CRP (P<0.001) and increases with disease severity; In interstitial
lung diseases such as pulmonary alveolar proteinosis, NSE shows a positive correlation with the disease severity index
LDH (r=0.56, P<0.001). In acute lung injury animal models, NSE inhibitors can mitigate lung injury. In pneumonia, NSE
levels in children with severe pneumonia are significantly higher than those in children with ordinary pneumonia (P<0.05).
As a multifunctional protein, NSE holds significant value in the diagnosis, disease monitoring, and prognosis assessment
of pulmonary diseases, particularly pneumonia. This article systematically reviews the research progress on the application
of NSE in pulmonary diseases.
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