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Significance of interleukin-1f in serum and cerebrospinal fluid of patients with acute craniocerebral trauma”
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(1. Department o f Clinical Laboratory; 2. Intensive Care Unit sthe 123th Hospital of Chinese
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Abstract:Objective To investigate the expression of interleukin-13(IL-18) in serum and cerebrospinal fluid of patients with
acute craniocerebral trauma and its clinical significance. Methods 36 patients with acute craniocerebral trauma were divided into
mild group(n=15) and moderate and severe injury group(n=21) according to their Glasgow coma scale(GCS) scores. Another 19
patients without neural diseases before surgery in corresponding period were selected as control group. Double antibody sandwich
enzyme-linked immunosorbent assay(ELISA) was used to detect the IL.-18 concentration in serum and cerebrospinal fluid. Results
The serum IL-183 concentration of patients in moderate and severe injury group was (11. 17 £ 3. 68) ug/L which was significantly
higher than those in mild group[ (5. 78 £1.89) ng/L](z=5.305,P=0.000) and control group[ (3.9141.10)pug/L](t=8.245,P=
0.000). The cerebrospinal fluid IL.-18 concentration of patients in moderate and severe injury group was (9. 24=+4. 01) ug/L which
was markedly higher than those in mild group[ (5. 0941.97) ug/L](+=3.771,P=0.001) and control group[ (2.4041.13) pug/L]
(t=7.153,P=0.000). Serum IL-18 concentrations of patients were obviously higher than those in cerebrospinal fluid(z=4. 426,
P=0.000). Conclusion  IL-18 levels in cerebrospinal fluid and serum of patients with acute craniocerebral trauma were associated
with the extent of craniocerebral trauma.
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