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Calycosin alleviates IL-1B-induced chondrocyte

inflammatory injury and fibrosis
Wang Feng,Li Zhibin,Sun Zhiping ,Li Wenxiong,Xiao Zhen
(Trauma Ward 2 of The Affiliated Hospital of Shaanxi University of Chinese Medicine )
[ Abstract] Objective : To investigate the role of calycosin in chondrocyte inflammatory injury and cartilage differentiation , and to pro-
vide a theoretical basis and available drugs for the treatment of cartilage injury—related diseases. Methods : lodoacetic acid was used to
establish a mouse model of osteoarthritis(OA ) , and bone marrow mesenchymal stem cells(BMSCs) were isolated from OA model mice.
Interleukin—1B (IL-1B) was used to induce inflammatory injury of ATDCS5 chondrocytes ; ELISA was used to measure the levels of the
inflammatory factors interleukin—6 (IL-6) and tumor necrosis factor—a (TNF-a) in cells, and commercial kits were used to measure
the level of reactive oxygen species (ROS) in cells; flow cytometry was used to measure the level of cell apoptosis; CCK—8 assay was
used to measure cell viability ; qRT-PCR and Western blot were used to measure the expression levels of chondrogenic markers, hyper-
trophic cartilage markers, fibrous cartilage markers, and osteogenic markers in cells. Results : There were no significant differences in
cell viability and apoptosis level between the control group and the calycosin intervention group (P>0.05). After IL-1p treatment, there
was a significant reduction in cell viability (P<0.05) and significant increases in the content of IL—6 and TNF-a (P<0.05) and the
level of ROS(P<0.05). After calycosin treatment, there was a significant increase in cell viability (P<0.05) and significant reductions
in the content of IL—6 and TNF—a (P<0.05) and the level of ROS(P<0.05) in a concentration—dependent manner. After IL-1p treat-

ment, there were significant reductions in the expression levels of
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(2025-03-21) were significant increases in the expression levels of Collagen II ,

Collagen II ,SOX9,and Aggrecan(P<0.05) and significant increases
in the expression levels of Collagen X, MMP-13, Collagen I ,and



— 264 —

BERERKFZR 2026 £5 51 &5 2 #5 (Journal of Chongging Medical University 2026.Vol.51 No.2 )

S0X9, and Aggrecan(P<0.05) and significant reductions in the expression levels of Collagen X, MMP-13, Collagen I,and Collagen IIl.

Compared with the control group,the OA group had significant reductions in the expression levels of ALP and RUNX2 in BMSCs (P<

0.05) and significant increases in the expression levels of hypertrophic cartilage markers (P<0.05). The alleviation of pathological

changes was observed after calycosin treatment, with significant increases in the expression levels of chondrogenic markers and osteo-

genic markers and significant reductions in the expression levels of hypertrophic cartilage markers in BMSCs (P<0.05). Conclusion :

Calycosin alleviates inflammatory response of chondrocytes induced by IL-1f, reduces the expression of fibrotic phenotype , promotes

the chondrogenic differentiation of BMSCs, and inhibits the osteogenic differentiation of BMSCs.
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EL-M3063).

114 FEAUZE  BHIE BTG M (BX-51, H A BAk
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AT A B R 0.2 mg Ml 2RI T 10 pLBEREL
GEPR R ARSI BT ARARAT/ NS T T mL/d AR 3R K
T, (OA+TRF ) 417 8 B8 55 200 me/(kg-d) ,
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