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Effect and mechanism of Isofraxidin in the treatment of cerebral infarction
rats

CHEN Li,JI Yi-fei, YIN Shu-bin,ZHAO Yu-ping
( Department of Neurology ,the Second Clinical Medical College of North Sichuan Medical College ,Nanchong Central Hospital , Nanchong
637000, Sichuan , China)

[ Abstract] Objective: To explore the effect and mechanism of Isofraxidin (ISO) in the treatment of cerebral infarction rats.
Methods : The model of middle cerebral artery occlusion (MCAO) was established by Longa method. 32 male Sprague Dawley rats were
randomly divided into sham operation group ( sham group) ,MCAO group, MCAO + ISO 10 group (10 mg/kg) and MCAO + ISO 20
group (20 mg/kg) ,with 8 rats in each group. Rats in drug group were intraperitoneally injected with the corresponding dose of ISO ev-
ery day. Sham group and MCAO group were intraperitoneally injected with the same volume of normal saline. It lasts for 8 weeks. After
evaluating the nerve function of each group, TUNEL,HE and Nissl staining were used to measure brain tissue water content. ELISA was
used for the detection of the levels of ROS,MDA TNF-«,IL-18,1L-6,1L-18 ,SOD and IL-10. The protein expression levels of NLRP3
and ASC were detected by Western blot. Results; Both ISO groups could reduce the neurological function score caused by cerebral in-
farction after treatment (P <0.01). TUNEL staining showed that both groups of ISO treatment could reduce the TUNEL positive cells
after cerebral infarction (P <0.01). The results of HE and Nissl staining showed that both groups of ISO treatment could effectively re-
duce the injury of neurons after cerebral infarction. ISO 20 group could reduce the water content of cerebral tissue after cerebral infarc-
tion (P <0.05). Compared with MCAO group,the ROS content and MDA content in ISO group were decreased (P <0.01) ,while SOD
content was increased (P <0.01). Compared with MCAO group, the levels of TNF-a and IL-6 were decreased in both groups of ISO
treatment (P <0.01) ,1L-10 content was increased (P <0.01). The contents of NLRP3 and ASC were decreased in both groups of 1SO
treatment (P <0.01). The contents of IL-18 and IL-18 were reduced in both groups of ISO treatment (P <0.01). Conclusion:ISO
may ameliorate the neuroinflammation and oxidative stress of cerebral infarction via regulation of NLRP3 inflammasomes, suggesting that

ISO may be an underlying and effective drug for treating cerebral infarction in clinic.
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