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Effect of early enteral nutrition on inflammatory response
in patients with severe craniocerebral injury

ZHOU Ming, LIU Xiaoxi
(Third Ward of Newborn Department, Shengjing Hospital of China Medical University, Shenyang, Liaoning, 110022)

ABSTRACT : Objective To analyze clinical effect of early enteral nutrition (EEN) on inflam-
matory response in patients with severe craniocerebral injury. Methods A total of 80 patients with
severe craniocerebral injury admitted to our hospital were selected, and were divided into two groups
according to digital parity method, with 40 cases in each group. The control group was treated with
parenteral nutrition, and the observation group was treated with early enteral nutrition. At 1, 3, 7,
14 d after intervention, Glasgow Coma Scale (GCS) was evaluated in two groups, and the levels of
serum C reactive protein (CRP) and nutritional status in the two groups were measured. Results
The observation group had better albumin( ALB) , total protein(TP) , body mass index( BMI) , hemo-
globin(HB) after intervention than the control group (P <0.05). CRP level showed no significant
difference between two groups at 1 d after treatment( P >0.05), but its levels at 3, 7, 14 d after
treatment were lower in the observation group than that in the control group (P <0.05). At1, 3 and
7 d after treatment, GCS scores of two groups showed an upward trend, and the observation group was
slightly higher than the control group, but the differences between the two groups was not found (P >
0.05), while GCS score at 14 d after treatment in the observation group was significantly higher than
that in the control group (P <0.05). Conclusion Early enteral nutrition can improve internal envi-
ronment of severe craniocerebral injury patients, reduce inflammatory reaction and promote recovery,
so it is of high popularization value.
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