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[ Abstract]  Objective To investigate the relationship between serum levels of GM-CSF, TNF-o, CRP and disease
severity, prognosis of patients with craniocerebral trauma. Methods From June 2013 to December 2014 in the Department of
Surgery, the People’s Hospital of Guangxi Zhuang Autonomous Region, a total of 128 patients with craniocerebral trauma were
selected as case group, a total of 40 healthy cases admitted to this hospital for physical examination were selected as control
group. Patients of case group were divided into A group ( with mild craniocerebral trauma, n =44), B group (with moderate
craniocerebral trauma, n=53) and C group (with severe craniocerebral trauma, n =31) according to GCS score, into D
group (with good prognosis, n =104) and E group (with poor prognosis, n =24) according to ADL classification after 6
months of treatment. Serum levels of GM-CSF, TNF-a and CRP after 24 hours of admission were compared between control group
and case group, above index were compared among A group, B group and C group after 24 hours of admission, after 3 days, 7
days and 14 days of treatment, above index after 24 hours of admission were compared between D group and E group. Results
Serum levels of GM-CSF, TNF-a and CRP after 24 hours of admission of case group were statistically significantly higher than

those of control group (P <0.05). There was interaction between time and disease severity for serum levels of GM-CSF, TNF-a
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and CRP (P <0.05); disease severity has significant main effect on serum levels of GM-CSF, TNF-o and CRP (P <0.05) ;
time has significant main effect on serum levels of GM-CSF, TNF-o and CRP (P <0.05) ; after 24 hours of admission, after 3
days, 7 days and 14 days of treatment, serum levels of GM-CSF, TNF-a and CRP of B group and C group were statistically

significantly higher than those of A group, and above index of C group were statistically significantly higher than those of B group
(P<0.05). Serum levels of GM-CSF, TNF-a and CRP after 24 hours of admission of E group were statistically significantly

higher than those of D group (P <0.05). Conclusion

Serum levels of GM-CSF, TNF-a and CRP can judge the disease

severity of patients with craniocerebral trauma, has certain predictive value on the prognosis.
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Table I Comparison of serum levels of GM-CSF, TNF-q and CRP in craniocerebral trauma patients with different severities after 24 hours of admission, after

3 days, 7 days and 14 days of treatment
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Table 2 Comparison of serum levels of GM-CSF, TNF-a and CRP in
craniocerebral trauma patients with different prognosis after 24
hours of admission
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