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Kudzu Root Isoflavones Can Decrease the Expressions of Signal Protein p38 and JNK
and ERK
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Abstract: Objective: To discuss the effect of kudzu root isoflavones on the expressions of signal protein p38, JNK and
ERK in chondrocyte. Methods: Used the method of culturing primary cells with enzyme digestion to establish human
chondrocyte cell lines, and detected the chondrocyte proliferation. Chondrocyte of the third passage in logarithmic growth phase
were made into single cell suspension and were inoculated in 96—well plates with the density of 1 x 107cell/mL. Divided all the
cells into four groups, namely the control group, 10 ng/mL group, 20 ng/mL group, and 40 ng/mL group, each group being
set with four parallel holes. The control group was added with DMEM culture media, while 10 ng/mL group, 20 ng/mL group
and 40 ng/mL group were added with DMEM culture media containing kudzu root isoflavones of 10 ng/mL, 20 ng/mL and 40
ng/mL dosages. Western Blotting method was adopted to determine the expressions of signal protein p38, JNK and ERK in
chondrocyte in each group. Results: After the addition of kudzu root isoflavones into culture media, the culture media of
20 ng/mL dosage promoted chondroyte proliferation, while the culture media of 40 ng/mL dosage started to inhibit the
chondroyte proliferation. Comparing with that in the control group, the expressions of protein p38 and JNK were significantly
reduced in 20 ng/mL group, and expression of protein p38 was obviously declined in 40 ng/mL group, differences being
significant(P < 0.05). Conclusion: Kudzu root isoflavones can promote chondroyte proliferation. It prevents cartilage degeneration
by decreasing the expressions of protein p38 and JNK in MAPKSs signal pathway.
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