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Brain Protection Effect and Safety of Hypothermia in Children with Status Epilepticus. Chen Lijjuan, You Zhongmin, Wang Haiyong, et
al. Department of Pediatric Neurology, Hubet Province Maternal and Child Health Hospital, Hebei 430071, China

Abstract Objective To analyze brain protection effect and safety of hypothermia in children with status epilepticus. Methods 82
cases of children with status epilepticus between July 2010 to July 2014 in our hospital were randomly divided into observation group (n =
41) and control group(n =41). Pationtsin control group were given routine therapy, and those in observation group were given routine
therapy combined with hypothermia therapy on the basis of conventional treatment. GOS, oxidative stress level, complications, therapy
effect were compared between two groups. Results Therapy effect: observation group efficient 95.12% was significantly higher than that
of control group (80.49% ) (y* =6.500, P <0.05). GOS score; observation group GOS score (4.68 +0.24) was significantly higher
than the control group(4.32 +0.15) (¢ =8.145, P <0.05). Oxidative stress response: observation group SOD was significantly higher
than that of control group, and MDA, AOPP, NO were significantly lower than the control group( ¢ =4.402 ~21.508, P <0.05). Ad-
verse reactions; there was no statistically difference in lung infection, arrhythmia, blood coagulation dysfunction between two groups (Xz =

0.213 ~1.051, P >0.05). Conclusion Hypothermia treatment helps to protect status epilepticus children’s brain function, relieve oxi-

YR BAL 430070 L, 164 10 4 PR e /N L 22 R

- 116 -



BEAER el 2016 4R 7 A 545 % 47 )

- 1E

dative stress, and improve treatment effect.

Key words Status epilepticus; Hypothermia; Protective effects of brain; Oxidative stress
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