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Role of IL-18 in predicting mortality of patients with sepsis and septic shock
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Abstract Objective: To investigate the association between mortality and inflammatory markers in patients with sepsis and septic shock.
Methods: Eligible patients with sepsis were prospectively recruited and treated, including 25 sepsis patients and 26 septic shock patients.
The control group contained 20 patients who were hospitalized in ICU without indication of sepsis. Serum levels of inflammatory mediators
were measured (IL-6,I1.-8,IL-10,IL-18,IL-13,TNF-a). Furthermore, severity and organ dysfunction according to APACHE I and SOFA
were estimated. Results: The levels of [L-18, IL-6, IL-8, IL-18 and TNF-a in experimental group were significantly increased compared
with the control group(P<0.05). By comparing the survivors and non-survivors in both sepsis group and septic shock group, the levels of IL—-
6, L-8 and IL-18 was significant increased (P<0.05),which did not occur in other inflammatory factors. Multivariate logistic regression
analysis showed that the IL-18 were related to the mortality but independent of other inflammatory mediators in sepsis and septic shock (P<
0.05). Conclusion: IL-18 is significant in predicting the mortality in patients with both sepsis and septic shock.
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Tab 1 Clinical parameters for septic patients, septic shock patients and the control group(x:s )

215 ik a7k HESI(H 1) APACHE Il #F-43 ¢ SOFA {43 * ICU #ET-%/ %
payiit::l 20 61.2+12.7 9/8 6.2+2.9 1.5+0.5 10
JYeREAE A 25 62.5+15.9 15/8 11.9+4.9 7.542.2 44
HeFFREAR TR 26 66.0£17.5 14/11 16.5+6.2 7.9+2.9 61.5
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Tab 2 Comparison of inflammatory factors in survivors and non—survivors among septic patients and septic shock patients

JREERE S (n=23)

ITFAEAR L (n=25)

Eiztan Xof R

HiEE (n=14) FET-# (n=9) TG # (n=13) SET-# (n=12)
SOFA 4} 1.5+4.1 5.7+1.0 9.0+0.7 44214 10.8+1.1
APACHE I1 43 6.2+2.9 9.5+1.2 14.0£2.0 12.8+1.6 20.2+1.8
TNF-a/(pg/mL) 6.9+0.8 7.6x1.1 10.5x1.6 7.8+1.1 8.2+1.0
IL-1B/(pg/mL) 6.50.6 7.5+0.2 8.5+0.9 9.6x1.1 8.5:1.0
1L-6/(pg/mL) 17.5+4.3 24.5+6.01 95.6+56.2 29.8+28.3 109.9+43.6
IL-8/(pg/mL) 80.35+26.3 306.7+34.9 419.5+£60.4 338.1+31.8 1169.8+274.4
1L-10/(pg/mL) 6.06+10.3 9.5+6.5 10.5£9.4 10.5+8.1 15.2+10.7
1L-18/(pg/mL) 30.6+£15.2 39.6+28. 1 77.2+35.3 46.0+39.4 116.4+64.9
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Tab 3 Multivariable logistic regression analysis of the predictive

value of IL-18 on the death of septic patients

B X P OR
IL-18 0.048 5.326 0.004 1.056

95%CI
(1.005,1.019)
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