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Changes of cerebrospinal fluid markers in patients with idiopathic normal pressure hydrocephalus
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[Abstract] Objective To investigate the changes of cerebrospinal fluid (CSF) markers including phosphorylated tau protein (p—
tau), total tau protein (t—tau), and transforming growth factor 1 (TGF-1) in the patients with idiopathic normal pressure hydrocephalus
(iNPH). Methods Sixteen patients with iNPH who were clinically diagnosed by shunt operation (observation group) and 16 patients who
were suspected with iNPH and negative outcome of CSF tap test (control group) were prospectively recruited from June 2018 to February
2020. Enzyme-linked immunosorbent assay was used to detect the levels of CSF p—tau, t—tau and TGF-B1. Results The level of CSF p—
tau of the observation group was significantly lower than that of the control group (P<0.01), and the level of CSF TGF-B1 of the
observation group was significantly higher than that of the control group (P<0.01). There was no statistical difference in the level of CSF
t—tau between the two groups (P>0.05). The levels of CSF p—tau and t—tau of 8 patients in the observation group 7 days after the shunt
operation were significantly lower than those before the operation (P<0.05), while the level of CSF TGF-B1 was not significantly different
from that before the operation (P>0.05). Conclusions Our results suggest that the CSF p—tau, t—tau and TGF-1 may be of certain value
in the diagnosis and the outcome evaluation of shunt operation for the patients with iNPH.
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