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Expression and clinical significance of receptor-interacting protein serine-threonine kinases 1 in the nucleus pulposus
of patients with lumbar disc herniation WU Mao-cong, WANG Ling-ling,and DENG Xin-chang. Department of Spinal
Surgery ,Maoming People s Hospital ,Southern Medical University ,Maoming 525000, Guangdong,China

ABSTRACT Objective: To investigate the expression and clinical significance of receptor-interacting protein serine-threo-
nine kinases 1 (RIPK1) in the nucleus pulposus of patients with lumbar disc herniation (LDH). Methods : Nucleus pulposus
tissue specimens of 40 patients with LDH patients underwent surgical treatment from January 2016 to January 2018 as the case
group,and nucleus pulposus tissue specimens of 30 patients with lumbar spine fracture underwent surgical treatment at the
same time as the control group. The expression of RIPK1 mRNA and protein of receptor interaction were detected by poly-
merase chain reaction (PCR) and Western blot,respectively. The expression of RIPK1 protein in the nucleus pulposus were
detected by immunohistochemical staining. The concentrations of RIPK1 and tumor necrosis factor—-a  (TNF-a) in nucleus
pulposus were detected by ELISA method. The relationship between the concentrations of RIPK1,TNF-a in nucleus pulposus
and the Pearce grade of LDH patients was analyzed by one-way ANOVA. The correlation between RIPK1 and TNF-a was ana-
lyzed by Pearson. Results: RIPK1 was weakly positively expressed in nucleus pulposus of control group,and RIPK1 protein
was positively or strongly positively expressed in case group. The expression of RIPK1 mRNA in nucleus pulposus of case group
was higher than that of control group (P<0.05). The expression of RIPK1 protein in nucleus pulposus of case group was higher
than that of control group (P<0.05). The RIPK1 concentration in nucleus pulposus of case group was higher than that of control
group (P=0.012). The concentration of TNF-a in nucleus pulposus of case group was significantly higher than that of control
group (P=0.009). There were significant differences in concentrations of RIPK1 and TNF-« in nucleus pulposus of LDH pa-

Hep I H <584 TR H (45 190326211708876)
Fund program : Maoming City Science and Technology Plan Project (No. 190326211708876)
HIE# %% HE E-mail : maocongwuspine@sina.com

Corresponding author: WU Mao-cong  E-mail : maocongwuspine@sina.com



- 364 - TP GT 2021 4 4 H 34 &5 4 ] China J Orthop Trauma, Apr.2021,Vol.34,No.4

tients with different Pearce classification (P>0.05). The concentration of RIPK1 and TNF-a in nucleus pulposus increased sig-

nificantly with the increase of Pearce grade. Pearson correlation analysis showed that there was a significant positive correlation

between RIPK1 and TNF -« in nucleus pulposus of LDH patients (r=0.781,P<0.001). Conclusion:The expression levels of

RIPK1 mRNA and protein in the intervertebral disc tissues of LDH patients are higher than those of normal intervertebral disc tis-

sues , and increased with the increase of Pearce grade ,which may be an important factor involved in LDH inflammatory disease.
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Fig.l Immunohistochemistry showed the
expression of RIPKI in nucleus pulposus
tissue of two groups (bar 100 pmx100 pm)
1a. Control group 1b. Case group
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