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Value of Wipl expression in peripheral blood neutrophils to early diagnosis of intracranial infection after craniocerebral
operation
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[Abstract] Objective To explore the value of Mg*— dependent protein phosphatase 18 (Wip1) expression in the peripheral blood
neutrophils to the early diagnosis of intracranial infection after the craniocerebral operation. Methods Of 93 patients, who underwent
craniocerebral operation in Department of Neurosurgery from January, 2016 to December, 2018, 32 suffered from postoperative
intracranial infection and 61 not. The levels of serum procalcitonin (PCT), C—reactive protein (CRP), tumor necrosis factor-a (TNF-a),
interleukin—6 (IL-6) and peripheral blood neutrophils Wip1 were detected in all the patients. The relationship of Wip1 with the serum
levels of PCT, CRP, TNF-a and I1.—6 was analyzed. The value of Wip1 expression level in peripheral blood neutrophils to the diagnosis
of the intracranial infection was analyzed by receiver operating characteristic (ROC) curve. Results The serum levels of PCT and IL-6
were significantly higher in the patients with intracranial infection than those in the patients without intracranial infection (P<0.01), and
the rate of positive expression of Wip1 was significantly lower in the patients with intracranial infection than that in the patients without
intracranial infection one day after craniocerebral surgery (P<0.01). The positive rate of Wip1 expression in peripheral blood neutrophils
in the patients with intracranial infection was significantly negatively correlated with the serum levels of PCT (r=—0.6431, P<0.01) and
[L-6 (r=—0.6419, P<0.01). In the diagnosis of intracranial infection after craniocerebral surgery, the areas under ROC curves of Wip1,
PCT and IL—-6 curves were 0.9495, 0.9385 and 0.8947, respectively (P<0.01). Conclusions It is suggested that the decrease in the
positive rate of peripheral blood neutrophils Wip1 expression is associated with the intracranial infection after the craniocerebral surgery
and may be a potential marker of early diagnosis of intracranial infection after the craniocerebral surgery.
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