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Carvacrol protects against traumatic brain injury in rats through suppressing the brain edma and oxidative stress

LI Guo-liang', DI Fang', YANG Ya—dong’. 1. Department of Neurosurgery, People’s Hospital of Dongxihu District of Wuhan City,
wuhan 430040, China; 2. Intensive Care Unit, Central Hospital of Huanggang City, Huanggang 438000, China

[Abstract] Objective To investigate the effect of carvacrol on trauma—injured brain and its mechanism in rats. Methods Animal
models of traumatic brain injury was established by Freeney free—falling method in 40 SD rats, which were randomly divided into 4
groups of 10 animals each, including control group, experimental group A, in which each rat received the intraperitoneal injection of 10
mg/kg of carvacrol every day for 7 days, experimental group B, in which each rat did injection of 20 mg/kg, the experimental group C, in
which each rat did injection of 40 mg/kg. The other 10 rats underwent sham operation in sham group. The neurological functions were
evaluated by modified neurological severity score (mNSS) in all the groups 1, 3 and 7 days after the injury. The water content in the
injured cerebral tissues was determined 7 days after the injury. The contents of malondialdehyde (MDA), catalase (CAT), superoxide
dismutase (SOD),and glutathione (GSH) in the injured brain tissues were detected by ELISA and the content of NO and the activity of
NO synthase (NOS) in the injured cerebral tissues were measured 7 days after the injury. Results The mNSS and water contents in the
injured cerebral tissues significantly decreased in all the experimental groups compared to those in the control group (P<0.05). MDA |
CAT.SOD and GSH activities in the injured cerebral tissues significantly decreased in carvacrol groups compared with those in the
control group 7 days after the injury (P<0.05). The content of NO and the activity of NOS in the injured cerebral tissues were
significantly lower in all the experimental groups than those in the control group (P<0.05). Conclusions It is suggested that carvacrol
protects trauma—injured brain probably through suppressing the brain edema and oxidative stress.
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