95255 3 I BE R K 2 2 R Vol.52 No.3
202446 A ACADEMIC JOURNAL OF GUANGZHOU MEDICAL UNIVERSITY Jun.2024
R E

25 30 BT 80 2= 18 1 3 5E PPAR {5 £ 18 85 30 61 85 4% 20 B
BT

F kAR, REE F, FHFR, IRE L
(JNEBAEREPEERGXI, & 7 M 510130)

HE BO RT3 A (DE) W4 s amie A S /E R A L4 . Fik oMk R RURA M
R A% R Rk 98 3158 B F o (TNF-o) # 22 A2 1A) 258 % (IDD)AE AL, R CCK-8 %4 R Rl ik & DE XTIDD#%&m
miaE A 8% h, SF# . DE 89 x4 K IR E B AT )G 4 3, R A TUNEL # & i X 4 e R Aw 5, 08 9P i & 40
DE 5T #4720 J 8 69 % vh . R 45 20m) B3 K (RNA-seq) %) FH4% A Limma &5 A7 B A 20 5 DE 4 22 28
B kk £ 57, i it GSEA #7455 B 8569 AL AT . S5 DE T3 3 IDD AL A M A% 4m Mooy & 1, ¥ ) 3
At LA = (39 P<0.05) . RNA-seq s R 4% 7 DE 7T # & it BAC My B4R 38 75 M3k & % K (PPAR) 2 5 3@ 3%, #t —
BFFCAE 5 DE i it b8 PPAR« & & /0 38 A B A% 4w L& 1 LR Y A 2 I = (39 P<0.05) . #4518 : DE @it g%
PPAR 4% 5 3@ 28374 IDD B A 4 A7 m L 4 =,

FAEE R AT E i B AL R M OE AR R 5 e A s M I SRR AT

FESES R681.5 XEFRIAME:A X EHS:2095-9664(2024)03-0011-08

Decursin inhibits apoptosis of nucleus pulposus cells by activating the PPAR signaling pathway
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Abstract Objective: To investigate the effect and mechanism of decursin (DE) on inhibiting apoptosis of
nucleus pulposus cells. Methods: Primary rat nucleus pulposus cells were cultured in vitro, and tumor necrosis factor-
a (TNF-a) was used to construct an intervertebral disc degeneration (IDD) model. CCK-8 assay was used to detect the
effect of different concentrations of DE on the viability of nucleus pulposus cells in IDD model, and the optimal
experimental concentration of DE was determined for subsequent experiments. The effects of DE on apoptosis of
nucleus pulposus cells were detected by TUNEL staining, flow cytometry and Western blotting. The difference of gene
expression between the model group and the DE treatment group was detected by transcriptome sequencing (RNA -
seq) , and analyze by Limma package. Additionally, the changes in signaling pathways between the two groups were
examined through GSEA analysis and further validated experimentally. Results: DE could increase the viability of
nucleus pulposus cells and inhibit the apoptosis of nucleus pulposus cells in IDD model (all P<0.05). RNA-seq results
suggested that DE could activate the peroxisome proliferator - activated receptor (PPAR) signaling pathway. Further
studies confirmed that DE increased the viability of nucleus pulposus cells and reduced the apoptosis of nucleus
pulposus cells by up - regulating PPARa expression (all P<0.05). Conclusion: DE inhibits apoptosis of nucleus
pulposus cells in IDD model by activating PPAR signaling pathway.
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