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Study on serum PCT level in patients with liver cirrhosis complicating Gram positive and Gram negative bacterial infec-
tion  WANG Han',YANG Ning',LI Yan', LI Pei-ran' , XIE Na* ,YUAN Wen-wen',GNEG Wei', HE Ye-li',
GUO Tong-sheng'® (1. Center for Clinical Laboratory Medicine/Army Center for Clinical Laboratory of infec-
tious disease ;2. Infectious Disease Research and Treatment Center ,302 Hospital of PLA ,Beijing 100039 ,China)

[Abstract] Objective To investigate the change characteristics of serum procalcitonin(PCT) level in the pa-
tients with liver cirrhosis complicating Gram positive(G" )and Gram negative(G ) bacterial infection. Methods 61
cases of liver cirrhosis complicating bacterial infection (positive blood culture) treated in our hospital from October
2013 to February 2014 were divided into the liver cirrhosis complicating G* bacteria group(G"' group)and the liver
cirrhosis complicating G~ bacteria group(G~ group)according to the bacterial identification results. The total white
blood cell count(WBC) , neutrophil absolute value(N)and neutrophil percentage (N% ) were tested by the electrical
impedance and the flow cytometry methods. The PCT level was tested by the electrochemical luminescence method.
And the C reactive protein(CRP) level was tested by the immunoturbidimetric assays. Results The WBC, N, N%,
CRP and PCT levels in the G* and the G~ group were higher than normal reference range. The difference of PCT
levels between the G~ group and the G* group was statistically significant,and the PCT level in the G~ group wase
significantly higher than that in the G* group(P<C0. 01). However WBC,N,N% and CRP had no statistically signif-
icant difference between the two groups(P>>0.05).In PCT > 2 and >1—2 ng/mL level, the percentage of the G~
group was significantly higher than that in the G™ group(P<C0. 01). PCT in >0. 05—1 ng/mL level, the percentage
of the G* group was significantly higher than that in the G~ group(P<Z0. 01). Conclusion The serum PCT level in
liver cirrhosis complicating G~ bacterial infection is higher than that complicating G* bacterial infection. The PCT
detection will contribute to the early rational use of antimicrobial agents in the patients with liver cirrhosis complica-
ting bacterial infection.
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