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Effect of sinomenine on inflammatory reaction and early brain injury after subarachnoid hemorrhage
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Abstract: Objective To investigate the effect of sinomenine (SIN) on inflammatory reaction and early brain injury after subarachnoid
hemorrhage (SAH). Methods A total of 36 SD rats were selected and randomly divided into the Sham group,the SAH group and the SAH +
SIN group,with 12 rats in each group. Rats in the Sham group received scalp incision only,and SAH model was established by double cisterna
magna blood injection in the SAH group and the SAH + SIN group. Rats in the SAH + SIN group were intraperitoneally injected with
50 mg/kg of SIN 30 minutes after modeling. Neurological function scores and cerebral edema of rats in each group were recorded , the neuronal
apoptosis was detected by TUNEL staining, and the protein expression of NLRP3,IL-18 and TNF-a were detected by Western blot. Results
Compared with the Sham group, brain water content and apoptotic neurocytes of rats were significantly increased, but neurological function
scores were decreased (P <0.05) ,the expression of NLRP3,1L-13 and TNF-a were significantly increased in the SAH group and the SAH +
SIN group (P <0.05). Compared with the SAH group, brain water content was decreased, apoptotic neurocytes were significantly reduced
(P <0.05) ,neurological function scores was significantly increased (P <0.05), and the expression of NLRP3,IL-13 and TNF-a were
significantly decreased (P <0.05) in the SAH + SIN group. Conclusion Sinomenine can significantly alleviate the inflammatory reaction
and early brain injury after SAH,which has a brain protective function.
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AdipoRon alleviates acetaminophen-induced acute liver injury in mice

HE Xiao-jiao1 , HUANG Song2 (1. Department of Pharmacy, Chongqing Armed Corps Police Hospital, Chongging 400061 , China;
2. Emergency and Trauma Center, First Affiliated Hospital of Army Medical University , Chongging 400038 , China)

Abstract: Objective To explore the roles and the possible mechanisms of small molecule adiponectin receptor agonist AdipoRon in
alleviating acute liver injury induced by acetaminophen ( APAP).Methods A total of 48 male C57BL/6 mice were randomly divided into
the control group,the AdipoRon group,the APAP model group, the low-dose AdipoRon(50 mg/kg) + APAP model group, the middle-dose
AdipoRon (100 mg/kg) + APAP model group and the high-dose AdipoRon (200 mg/kg) + APAP model group,with 8 mice in each group.
The acute liver injury model was established by intraperitoneal injection of APAP. The levels of alanine transaminase ( ALT) ,aspartate trans-
aminase (AST) ,lactate dehydrogenase (LDH) ,total bilirubin (TBIL) in serum and myeloperoxidase ( MPO) in liver tissues were detected.

The enzyme-linked immunosorbent assay was used to detect the activity of serum tumor necrosis factor-a. (TNF-) . The HE staining was used

[(EE&THE] M%7 R 58— M8 B B & 8 (SWH2018QNKJ-20) ; H BR T B T A B2 2= FHIF I H (2019MSXMO12 )
[BEEE] ¥ #,E-mail:huangsong@ cqmu. edu. cn

[16] Wu WN,Wu PF, Chen XL, et al. Sinomenine protects against ischae- in traumatic brain injury[ J]. J Control Release,2020,323.:361 —375.
mic brain injury ; involvement of co-inhibition of acid-sensing ion chan- doi:10. 1016/]. jeonrel. 2020. 04. 036.
nel 1a and L-type calcium channels [ J]. Br J Pharmacol, 2011, [20] Fu C,Wang Q,Zhai X, et al. Sinomenine reduces neuronal cell apopto-
164(5) :1445 - 1459. doi:10. 1111/j. 1476 - 5381.2011.01487. x. sis in mice after traumatic brain injury via its effect on mitochondrial
[17] Shi H,Zheng K,Su Z, et al. Sinomenine enhances microglia M2 polari- pathway[ J]. Drug Des Devel Ther,2018,12.77 - 84. doi: 10. 2147/
zation and attenuates inflammatory injury in intracerebral hemorrhage DDDT. S154391.
[J].J Neuroimmunol,2016,299:28 - 34. doi: 10. 1016/j. jneuroim. [21] Yang Z,Liu Y, Yuan F,et al. Sinomenine inhibits microglia activation
2016.08.010. and attenuates brain injury in intracerebral hemorrhage[ J]. Mol Immu-
[18] Zhao Z,Guan R,Song S, et al. Sinomenine protects mice against ische- nol,2014,60(2) :109 - 114. doi;: 10. 1016/j. molimm. 2014. 03. 005.
mia reperfusion induced renal injury by attenuating inflammatory re- [22] Qian L, Xu Z, Zhang W, et al. Sinomenine, a natural dextrorotatory
sponse and tubular cell apoptosis[ J]. Int J Clin Exp Pathol, 2013, morphinan analog, is anti-inflammatory and neuroprotective through
6(9):1702 - 1712. inhibition of microglial NADPH oxidase [ J ]. J Neuroinflammation,
[19] Sharma R,Kambhampati SP,Zhang Z, et al. Dendrimer mediated targe- 2007 ,4:23. doi:10. 1186/1742 —2094 -4 -23.

ted delivery of sinomenine for the treatment of acute neuroinflammation (9’ . B/ N



