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The role of endotoxin, procalcitonin and C-reactive protein in the differential diagnosis of bacterial pneumonia
ZHANG Jin' , XIA Qiufeng® .DUAN Xiujie* . Xiao Daping'” ,SHAO Jie'
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Abstract; Objective To investigate the clinical value of endotoxin(ET), procalcitonin(PCT) and C-reactive protein(CRP) in
the differential diagnosis of bacterial pneumonia with gram negative bacilli or gram positive cocci infection. Methods 49 and 46
pneumonia patients were enrolled in gram negative bacilli infection group and gram positive cocci infection group respectively ac-
cording to the pathogens of pneumonia. 40 healthy people were enrolled in the control group. The leveland positive rate of ET,PCT
and CRP of the three groups were determined and compared with each other,and correlations among the three outcomes were ana-
lysed. Results The ET level and positive rate of gram negative bacilli infection group were the highest, followed by gram positive
cocci infection group and the control group, the difference among the three groups was statistically significant (P <C0. 05). The
difference of PCT level in the three groups had no statistical significance(P>>0. 05). The PCT positive rates of gram negative bacilli
infection group and gram positive cocci infection group had no statistical significance(P~>0. 05) , but they were significantly greater
than the control group. The CRP level and positive rates of gram negative bacilli infection group and gram positive cocci infection
group had no statistical significance(P>>0. 05) ,but they were greater than the control group. There was no correlation between ET
and PCT or ET and CRP(P>>0. 05) , but positive correlation between PCT and CRP(P<C0. 05). Conclusion There is little differ-
ence in the expression of PCT and CRP between gram negative bacilli and gram positive cocci respectively infected pneumonia pa-
tients. The ET level in gram negative bacilli infected patients is higher than that in gram positive cocci infected patients. ET is the
most special outcome in the differential diagnosis of Gram negative bacilli and gram positive cocci respectively infected pneumo-
niaamong the three outcomes.
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