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Abstract:Objective To evaluate the diagnostic efficacy of the plasma amyloid B-protein (AB), AR1-42,
AB1-40 and their ratios and differences in expression levels in Alzheimer’s disease (AD) based on 89 AD pa-
tients diagnosed in West China Hospital of Sichuan University and 89 healthy control people. Methods Ac-
cording to clinical diagnosis,the study subjects were divided into an AD group and a healthy control group,
with 89 cases each. Serum AR, AB1-40,AB1-42 both tests were performed using dual antibody sandwich en-
zyme-linked immunosorbent assay. Establish a receiver operating characteristic (ROC) curve to calculate the
diagnostic efficacy of each indicator,and use stepwise regression analysis to analyze the risk of AD occurrence.
Results The median levels of AB1-40 (94,586 vs. 73.419 pg/mL) and AB1-40/AB(0. 825 vs. 0.609) in AD
patients were higher than those in healthy people (Z=—9.506,—9. 704, P<(0. 001). The median levels AB1-
42 (56,536 vs. 82.653 pg/mL),ABR1-42/AB1-40 (0. 588 vs. 1.141),AB1-42/AB (0. 491vs. 0.680) were lower
than those in healthy people (Z=—9.968,—10.507,—10. 958,P<C0.001). The area under curve of AB1-42/
AR was the biggest (0. 977 5),and the best cut-off value of AB1-42/AB was 0. 58. Regression model showed
that AB1-42/AB and AB1-40/AB were important risk factors for AD occurrence. Conclusion The plasma AB1-
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42/AB and AB1-40/AB ratios have excellent diagnostic efficacy for AD, providing the basis for extensive

screening of AD and achieving an early diagnosis of AD in the population.
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Wr B AD FllG IR R BEASFE = 19 AD, B AR & 1y I
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