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Early diagnosis value of procalcitonin in severe brain damage combined with pulmonary infection”
Wei Wei' ,Chen Jinyue® ,Zeng Qing® ,Feng Chunxiao® ,Li Min',Li Ming fen'®
(1. Department o f Clinical Laboratory ;2. Pharmaceutical Department ;3. Hematology De partment ,First A f filiated
Hospital of the University of Chinese Medicine in Guangxi » Nanning ,Guangxi 530021, China)
Abstract; Objective To evaluate the early diagnosis value of procalcitonin (PCT) in severe brain damage combined with pul-
monary infection. Methods The brain injury patients in the hospital from January to October 2014 were enrolled in the study and
divided into infectious group whose infection had occurred within 5 days after admitting to hospital and non-infectious group who
had not suffered from infection. The blood samples of the patients were collected within 2 h and 3 days after admitting to hospital
and detected for PCT concentration. The Early diagnosis value of PCT in brain damage combined with pulmonary infection was e-
valuated and compared with white blood cells (WBC) ,neutrophile granulocyte(N)and hypersensitive C-reactive protein(hs-CRP).
Results The incidence of pulmonary infection within 5 days of severe brain injury was 22. 9% (41/179). There were statistically
differences of PCT,WBC.N and hs-CRP between infectious group and non-infectious group (P <C0. 05). The areas under curve
(AUC) of PCT,WBC,N and hs-CRP were 0. 83,0.80,0. 78 and 0. 82 respectively. The combination of PCT+WBC+ hs-CRP had
the highest diagnostic value since its AUC was 0. 87. PCT had a satisfied diagnostic veracity since it had good sensitivity, specificity
and positive predictive value in the diagnosis of brain damage combined with pulmonary infection. Conclusion PCT could be an ear-
ly diagnosis indicator in severe brain damage combined with pulmonary infection,and the diagnostic veracity is higher when com-
bined with WBC and hs-CRP. An antimicrobial treatment is recommended when PCT concentration of brain damage patient rises,
especially when combined with WBC and hs-CRP concentration elevating.
brain damage; infection
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