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Lentinan ameliorates IL-1p-induced matrix degradation of
chondrocytes via the ROS/NF -xB pathway
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Abstract

Objective: To investigate the effect and mechanism of lentinan (LNT) on interleukin-18 (IL-1B)-in-
duced chondrocytes. Methods: The effect of different concentrations of LNT (0, 50, 100, 200, 400,
and 800 pgemL™") on the viability of human chondrocytes after 24 h or 72 h treatment was detected by
CCK-8 assay. Chondrocytes were then divided into control group, IL.-18 group (10 ng=mL. '), LNT
(100 pgemI. ") + IL-1B group and LNT (200 pgemL ')+IL-18 group. EdU staining was used to detect
the effect of LNT on chondrocyte proliferation after IL.-18 treatment. Western Blot was used to detect
the protein expression of matrix metalloproteinase 13 (MMP13), a disintegrin and metalloproteinase
with thrombospondin motifs 5 (ADAMTS5), collagen type Il alpha 1 chain (Col2al) and p-P65 in
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chondrocytes. Immunofluorescence staining was used to detect the protein expression of MMP13,
Col2al and the nuclear translocation of p~P65 in chondrocytes. Fluorescence probe DCFH-DA was
used to detect the production of reactive oxygen species (ROS) in chondrocytes. Results: There was no
significant difference between the control group and low concentration of LNT (50, 100, 200, and 400
pgeml. ") in the activity of chondrocytes, but compared with LNT (400 pgemIl.”"), LNT (800 pg'ml."")
significantly inhibited the activity of chondrocytes. In addition, EAU staining showed that LNT (200 pg*
ml ") significantly weakened the inhibitory effect of proliferation induced by IL-18 (P<C0. 05). In addi-
tion, LNT could significantly inhibit the expression of matrix degrading enzymes MMP13 and AD-
AMTSS induced by IL - 18, and promote the expression of Col2al in chondrocytes (P<C0.05 or
P<C0.01). In terms of mechanism, the production of ROS and nuclear translocation of p-P65 induced
by IL-18 could be significantly inhibited by LNT (P<Z0. 05 or P<<0. 01). Conclusion: LNT could atten-
uate the inhibitory effect of proliferation and matrix degradation induced by II.- 1R by inhibiting ROS/

NF-«B signal pathway, providing experimental evidence for exploring new drug treatment strategies for
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osteoarthritis.
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