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Correlation between STREM-1 and inflammatory factors expression in 54 cases of critical patients and its effect on clinical prognosis”
Guan Yunyan .Wang Qian .Wu Hairong . Luo Yuhong .Wu Xiping .Wang Liang . Xiao Tao
(Intensive Care Unit sWuxi Traditional Chinese Medicine Hospital \Wuxi,Jiangsu 214071 ,China)
Abstract: Objective To investigate the correlation between sTREM-1 and inflammatory factors expression in critical patients
sTREM-1, TNF-q,IL-6,1L-10 levels were checked in serum of

54 patients who admitted to intensive care unit(ICU) on the first day and only sSTREM-1 was checked again on the third day. At the

and its effect on severity of disease and clinical prognosis. Methods
same time, APACHE [ and survival situation in 28 days were recorded. Results sTREM-1 level in critical patients was positive
correlated with TNF-¢,11.-6 and APACHE [| (P<C0. 01). There was positive correlation between APACHE [| and TNF-q,IL-6,but
pearson correlation coefficient between sTREM-1 and APACHE [[ was higher than TNF-q, IL-6. Compared with the survivor
group, the concentrations of serum sTREM-1 was significantly higer in non-survivor group on the first day and the third day after
entering ICU(P<C0. 05). Conclusion sTREM-1 level is positive correlated with inflammatory reaction and the severity of disease. It
also has prognostic value for outcome in patients with critical illness.
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