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Abstract; Objective

inhibits pyroptosis in chondrocytes through the nuclear factor — kB

To investigate the mechanism of Achyranthoside [

(NF —kB)/NOD receptor protein structure domain related proteins 3
(NLRP3) /cystine containing aspartate specific proteins — 1 ( caspase — 1)
signaling pathway. Methods Primary mouse chondrocytes were divided
into blank group ( phosphate buffered solution with the same volume) ,
model group [ 10 ng - mL ™" interleukin — 18 (IL - 1) ], control group
(10 ng - mL™" IL = 1B +20 pmol - L
group (10 ng - mL™" IL - 1B +3 pg * mL™" Achyranthoside [ ). After

! celecoxib) and experimental
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24 hours of intervention , the cell proliferation was measured by cell counting kit 8 ,the levels of superoxide dismutase
(SOD) , malondialdehyde ( MDA ) ,IL -1 and IL — 6 were detected by enzyme — linked immunosorbent assay, the
protein expression levels of NF — kB p65, NLRP3 and caspase — 1 were detected by Western Blot. Results The
apoptosis rates in experimental, control, model and blank groups were (13.34 +0.61)%, (15.64 £ 1.01)% ,
(21.81 £1.10)% and 0; the SOD levels were (147.03 £16.49), (130.09 = 7.33), (122.03 +10.71) and
(164.40 £22.74) nU - mL™"'; the MDA levels were (6.43 +0.71), (7.63 +1.01), (8.89 + 1.84) and
(5.69 £0.81)nmol + L™";the IL — 1 levels were (338.69 +£40.95), (361.78 £32.15),(391.44 +30.59) and
(289.23 £25.19) pg + mL ™" ;the IL — 6 levels were (89.96 +8.81),(101.10 =11.59),(120.39 +14.71) and
(60.29 £6.03)pg - mL ™" ;the relative expression levels of NF — kB p65 were 0. 68 +0.05,0.97 +0. 05,1. 26 +0. 05
and 0.57 + 0.05; the relative expression levels of NLRP3 were 0.71 +0.08,1.02 +0.10,1.50 + 0.06 and
0.31 £0.05; the relative expression levels of caspase — 1 were 0.70 £0.07,1.29 = 0.08, 1.66 + 0.07 and
0.51 +£0. 07, respectively. Compared with the model group ,the differences of above indexes were statistically significant
in the experimental group (all P <0.05). Conclusion Achyranthoside [ can improve the oxidative stress status
induced by IL - 1B in chondrocytes, reduce the expression of proteins related to the NF — kB signaling pathway, and

thereby decrease the occurrence of caspase — 1 dependent pyroptosis, providing a protective effect on chondrocytes.
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Table 1 Comparision of superoxide dismutase (SOD) , malondialdehyde ( MDA) and interleukin (IL) levels in chondrocytes among four

groups(x =)

Group n SOD(nU - mL™") MDA (nmol - L") IL-1(pg-mL™") IL-6(pg+mL™")
Blank 8 164. 40 +22.74 5.69 +0. 81 289.23 £25.19 60.29 +6.03
Model 8 122.03 £10. 71 8.80 +1.84 391. 44 £30. 59 120. 39 £14.71
Control 8 130.09 +7.33 * 7.63+1.01* 361.78 £32.15* 101.10 £11. 59 *
Experimental 8 147.03 +16. 49 ** 6.43 £0.71** 338.69 +40. 95 ** 89.96 +8.81 **

Blank group: Phosphate buffered solution; Model group:10 ng + mL ™! interleukin (IL) —1B; Control group:10 ng « mL ™" IL — 1B +20 wmol - L~" celecoxib;

Experimental group:10 ng - mL ™" IL —1B +3 ug + mL =" Achyranthoside I; Compared with model group, * P <0. 05, Compared with control group,”P <0. 05
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Figure 1 The protein expression of nuclear factor kB p65
(NF - kB p65), NOD receptor protein structure domain related
proteins 3 (NLRP3) , caspase — 1 and gasdermin D ( GSDMD) in
articular chondrocytes among four groups were measured by

Western blot
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