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Clinical significance of changes of plasma endotoxin and serum hs-CRP . TNF-q levels in patients with infectious diseases
DUAN Qiu-gin ,CHEN Ping , LU Xiao-qun ( The Seventh People’s Hospital o f Changzhou ,Jiangsu 213011 ,Chi-
na)

[Abstract] Objective To explore the significance of changes of plasma Endotoxin and Serum hs-CRP, TNF-«
levels in patients with infectious diseases. Methods Plasma endotoxin(with dynamic turbidity) , hs-CRP (with im-
mune turbidity) , TNF-q(with RIA) levels were measured in 174 Patients with infectious diseases and 30 controls. Re-
sults Plasma endotoxin and Serum hs-CRP, TNF-q levels were significantly higher in the patients than those in con-
trols(P<C0. 01). About gram negative bacterial, gram positive bacterial or blood culture negative infections, plasma
endotoxin,serum hs-CRP, TNF-q levels were significantly higher in the patients than those in controls(P<C0. 01).
Conclusion Endotoxemia is important reason in infectious diseases. Combine detected of the serum hs-CRP, TNF-¢ is

clinically useful for management of patients with infectious diseases.
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