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Research about protective effects and mechanism of edaravone on brain injury in rats with acute avermectin poi-
soning CHENG Jianghua, CHEN Kun, CHEN Xiaobin. Department of General Medicine,Jinhua Central Hospital, Jinhua
321000, China

[Abstract] Objective To study the protective effects and mechanism of edaravone on the brain injury in rats with acute
avermectin (AVM) poisoning. Methods Thirty —six male sprague —dawley (SD)rats were randomly divided into the edar-
avone treatment group (treatment group) ,the avermectin poisoning group (poisoning group) and the control group. Acute
abamectin poisoning models were infected and producted by filling the stomach through the mouth. After exposure,the rats
treated with saline or saline + edaravone respectively. The survivals of the rats in each group for 72 hours were observed. At
the 72 hours after exposure, pathological changes of brain tissue of rats were detected by HE staining and immunohisto-
chemical detection after deep narcotizing with 0.4% pentobarbital sodium and perfuseing with 4% paraformaldehyde. The
changes of brain nerve cell apoptosis,apoptosis regulating protein Bel -2 and Bax expressions were analyzed. Results
There were pathological damage in the poisoning group and the treatment group rats. The treatment group mainly character-

ized by swelling in the brain nerve cells,interstitial

DOI : 10.13558/j.cnki.issn1672-3686.2017.01.005 edema, vascular engorgement, fiber disorder and inflam-
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the Bax proteins in brain tissue of poisoning group and treatment group were significantly increased, Bel-2 protein expres-

sions were significantly decreased,Bax/Bcl-2 ratio were significantly increased,the brain cells apoptosis rate (Al) were
significantly increased (¢ =4.15,3.34,5.07,2.06,2.96,3.61,2.54,1.95,P<<0.05). But compared with the rats in the poi-

soning group, the expression of Bax protein of treatment group was significantly decreased in brain tissue,the expression of

Bel-2 protein was significantly increased, Bax/Bel-2 ratio was significantly decreased,the nerve cells Al was significantly

decreased (1 =3.29,4.17,2.85,2.34,P<<0.05). Conclusion Edaravone could reduce the poisoning symptoms of the rats

with AVM poisoning and significantly reduce pathological damage by inhibiting the expression of Bax protein. It promotes

the expression of Bel-2 protein through inhibiting Bax protein, significantly inhibit the apoptosis of nerve cells and protects

brain that damage of abamectin acute poisoning.
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