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Abstract: Objective To investigate the mechanism of resveratrol promotes the nerve repair process after spinal cord injury by
reducing microglia glycolysis through HIF-1a/PKM2 signaling axis. Methods Spinal cord injury model was established by using SD
rats, and the rats were intraperitoneally injected with resveratrol (25, 50, and 100 mg/kg) for 7 days. Toluidine blue and HE staining
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were used to observe the number and pathological changes of Nissl bodies in the spinal cord tissue. ELISA was used to detect the
content of IL-1pB, IL-6, and TNF-a in spinal cord tissue. Immunofluorescence staining was used to observe the expression and
localization of HIF-1a at IBA-1 protein. The protein expressions of M1 markers (iNOS, CD86), M2 markers (Argl, CD163), HIF-1a,
PKM2, GLUT3, HK-1, and LDHA in spinal cord tissue were detected by Western blotting. Microglia (BV2) inflammation model
induced by lipopolysaccharide (LPS) was established, and resveratrol (30 mmol/L) and HIF-1a agonist (DMOG, 1 mmol/L) were
added to LPS (100 ng/mL) for 24 h. CCK-8 was used to detect the cell viability, and immunofluorescence was used to detect the protein
expression of CD86 and CD163 in the cells. ELISA was used to detect the levels of IL-1p, IL-6, and TNF-a. The protein expression
levels of HIF-1a, PKM2, GLUT3, HK-1, and LDHA were detected by Western blotting. Results Compared with the model group,
resveratrol groups alleviated the tissue lesions, increased the number of Nissl bodies, and decreased the levels of IL-1p, IL-6, TNF-a,
iNOS, CD86, HIF-1a, PKM2, GLUT3, HK-1, and LDHA in the tissues, the levels of Arg-1 and CD163 were increased (P < 0.05, 0.01).
Cell results showed that compared with the model group, the levels of IL-1p, IL-6, TNF-a, CD86, HIF-1a, PKM2, GLUT3, HK-1, and
LDHA in the cell supernatant were decreased, but the level of CD163 was increased (P < 0.01). HIF-1a agonist DMOG could inhibit

the above effects of resveratrol. Conclusions Resveratrol can regulate the M2 polarization of microglia by inhibiting HIF-10/ PKM2-

mediated glycolytic metabolic reprogramming, thereby alleviating inflammatory injury after spinal cord injury.
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