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[ Abstract] With the advent of an aging society, the incidence and prevalence of Alzheimer’s
disease (AD) have been increasing annually, imposing a heavy social and economic burden on global
public health systems. The value of cerebrospinal fluid (CSF) biomarkers in the early and precise
diagnosis of AD has been extensively validated by research and recommended by major guidelines.
However, significant challenges remain in their clinical application. These include the lack of
standardized testing procedures, insufficient consistency and comparability of results across
different testing methods and laboratories, the absence of reliable laboratory quality control, and the
lack of population-based diagnostic cut-off values for various clinical scenarios—all of which affect
the interpretation and clinical use of test results. An in-depth review of the literature on AD CSF
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biomarker testing was conducted, including meta-analyses, systematic reviews, randomized
controlled trials, and cohort studies. Using an adapted version of the grading of recommendations
assessment, development, and evaluation (GRADE) system, the evidence levels and recommendation
grades were classified. Expert recommendations on the standardized testing of AD CSF biomarkers
were proposed from five aspects: the clinical value of AD CSF biomarkers, indications, current status
and challenges of testing methods, standardized testing procedures, and the writing and clinical
interpretation of test reports. The goal is to provide expert consensus and guidance for the

standardized testing and clinical application of AD CSF biomarkers.
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Table 1 Clinical indications for cerebrospinal fluid

biomarkers in patients with Alzheimer’s disease (AD)*
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Table 2  Kit for cerebrospinal fluid biomarkers in patients with Alzheimer's disease (AD)
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Figure 1 Standardized flow chart for cerebrospinal fluid biomarker detection
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