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[Abstract] Objective To investigate the protective effect and mechanism of Physalin A on
osteoarthritis. Methods The effects of PA on chondrocytes were studied in vitro. Primary chondrocytes were
isolated from the knee joints of 5-day-old C57BL/6 neonatal mice. The cells were stimulated with 5 ng/mL
interleukin - 18 (IL - 1B) to mimic the chondrocyte inflammatory model of osteoarthritis, along with the
administration of different concentrations of PA (2.5, 5 and 10 wmol/L), serving as the control group, the IL-1
group, the IL-1B+PA (2.5 wmol/L) group, the IL-1B+PA (5 pmol/L) group, and the TL-1B+PA (10 wmol/L)
group, respectively. Western blotting was used to detect the expression levels of ACAN, COL2A1, MMP13,
ADAMTSS, iNOS, COX-2, IL-6, Bel-2 and Bax of chondrocytes among different intervention groups. Results
Compared with the control group, the expression levels of ACAN and COL2A1 in chondrocytes in the IL-1f
group were significantly down-regulated (P <0.05), and the expression levels of MMP13, ADAMTSS, iNOS,
COX-2 and IL-6 were significantly up-regulated (P <0.05). As compared with the IL-1B group, the ACAN and
COL2AT1 were increased, and the MMP13, ADAMTSS, iNOS, COX-2, IL.-6 were decreased in the IL-13+PA
(2.5 pmol/L) group, IL-1B+PA (5 pmol/L) group, and the IL-13+PA (10 wmol/L) group (P < 0.05). In addition,
compared with the control group, the Bel-2/Bax ratio in chondrocytes in the IL-18 group decreased (P <0.05).
As compared with IL-18 group, the Bel-2/Bax ratio was increased in the IL-18+PA (2.5 pmol/L) group, IL-1B+
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PA (5 pmol/L) group, and the IL-18+PA (10 pmol/L) group (P <0.05). Conclusion PA protects articular

cartilage through anti-inflammatory and anti-apoptotic pathways.

[Key words] Physalin A; Osteoarthritis; Chondrocyte; Anti-inflammatory; Apoptosis
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