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JNK signaling pathway in disc tissue of injury—extrusion type of lumbar disc herniation
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Abstract Objective: To investigate the function of c—Jun N—terminal kinase (JNK) signaling pathway in disc tissue of injury—extrusion
type of lumbar disc herniation (LDH). Methods: Twenty four cases with LDH were randomly chosen, of which 12 cases were injury—extrusion
type (injury—extrusion group) and 12 cases were degeneration— protrusion type (degeneration— protrusion group). Disc tissue was collected
during operation, and the pathological changes of nucleus pulposus tissue with HE staining were observed; the apoptosis of nucleus pulposus
cells with TUNEL staining were analyzed; the expression levels of MKK4, JNK, pJNK, JunD protein with Western blotting were detected.
Results: The proportion of inflammatory cells infiltration, the count of nucleus pulposus cells apoptosis and the expression levels of MKK4,
JNK, pJNK, JunD protein of injury—extrusion group were significantly higher than degeneration— protrusion group (P<0.05). Conclusion:
Local inflammation of nucleus pulposus tissue for injury—extrusion group is more significant; Abnormal activation of JNK signaling pathway
and increase of nucleus pulposus cells apoptosis may be the pathological mechanism for injury—extrusion type of LDH; Abnormal activation
of INK signaling pathway may be a marker for pathological classification of LDH.
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Fig 3 Situation of expression of JNK signaling pathway proteins in two groups
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