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Research Progress in Signal Pathway of Curcumin for Repairing Spinal Cord Injury

SHI Donglingl, HE Bingqianl, ZENG Liangz, DAI Linghaol(l.Academy of Chinese Medical Sciences, Zhejiang
Chinese Medical University, Hangzhou 311400, China; 2.Hisun Pharmaceutical Hangzhou Co., Ltd., Hangzhou 311404, China)

ABSTRACT: Curcumin is a natural polyphenolic compound extracted from turmeric of traditional Chinese medicine and shows
good curative effect on the repair of spinal cord injury. Curcumin can inhibit the neuroinflammatory reaction, reduce glial scar

formation, reduce local nerve tissue free radical release and lipid peroxidation, reduce nerve cell apoptosis and improve the

spinal cord injury microenvironment. In this review, eight signaling pathways involved in the treatment of spinal cord injury with
curcumin(NF-kB, TLR4-TAKI1-NF-kB, JAK/STAT, Nrf2, ERS, N-Methyl-D-aspartate receptor-CaPr inducible nitric oxide
synthase, SOX9 and Wnt/B-catenin) and one related potential pathway(mTOR), provide new ideas for further study of the

mechanism of curcumin in spinal cord injury treatment.
KEYWORDS: curcumin; spinal cord injury; signal pathways
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