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ABSTRACT  Objective: To explore the mechanism of action of Duhuo Jisheng Tang ( 7l & 25 /1 % , DHJST ) in inhibiting inflammatory
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reaction induced by lipopolysaccharide (LPS)in chondrocytes based on NF — kB signaling pathway. Methods: The 4 — week — old SPF —
grade SD rats were executed and their articular cartilages were fetched out from both knees, and the chondrocytes were extracted from the
knee cartilage tissues and were cultured in vitro. The second — generation chondrocytes were divided into 5 groups, and were cultured in
DMEM added with 10% FBS ( blank group),10% FBS and LPS(10 ng/mL) ( model group),10% FBS,LPS(10 ng/mL) and DHJST
(100 pg/mL) (DHJST low — concentration group) ,10% FBS,LPS(10 ng/mL)and DHJST(200 pg/mL) ( DHJST middle — concentration
group) and 10% FBS,LPS(10 ng/mL) and DHJST(300 wg/mL) ( DHJST high - concentration group ) respectively. The content of matrix
metalloproteinase (MMP) —9 in supernatant of cell culture fluid of each group were measured by using ELISA method after 8 — hour inter-
vention to determine the optimal intervention concentration of DHJST. Then the second — generation chondrocytes were randomly divided into
blank group,model group, DHJST group and inhibitor group. The chondrocytes in blank group were not intervened and the chondrocytes in
the other three groups were cultured in DMEM added with LPS( 10 ng/mL) ,DMEM added with LPS(10 ng/mL) and DHJST with optimal
concentration and DMEM added with LPS( 10 ng/mL) and PDTC (10 pmol ) respectively. After 8 — hour intervention, the gene content of
NF — kB in chondrocytes were detected by using fluorescent quantitative PCR method , and nuclear translocation of NF — kB protein in chon-
drocytes were detected by using immunofluorescence assay. Results : There was statistical difference in content of MMP -9 between blank
group, model group, DHJST low — , middle — and high — concentration group (0. 125 +/- 0. 012,0. 154 +/- 0. 008,0. 148 +/- 0. 012,
0. 148 +/-0.010,0. 134 +/=0. 002 ng/mL,y* = 10. 034, P =0.040). The content of MMP — 9 was higher in model group compared to
blank group and DHJST high — concentration group(P =0.002,P =0.006) ,and there was no statistical difference in content of MMP -9
between blank group and DHJST high - concentration group( P =0.573). There was no statistical difference in content of MMP -9 between
DHJST low — concentration group and model group and between DHJST middle — concentration group and model group (P =0.483,P =
0.356). Above results showed that the optimal intervention concentration of DHJST was 300 pg/mL. There was statistical difference in gene
content of NF — kB between blank group ,model group, DHJST group and inhibitor group(1.013 +/-0.015,1. 848 +/-0.216,1.454 +/—
0.250,1.289 +/-0.332,F =8.859,P =0.002) . The gene content of NF — kB was higher in model group compared to blank group, DHJST
group and inhibitor group,and was higher in DHJST group compared to blank group(P =0.000,P =0.035,P =0. 006;P =0.021). There
was no statistical difference in gene content of NF — kB between DHJST group and inhibitor group( P =0.341). The cytoblast of chondro-
cytes presented with blue staining in each group. The chondrocytes presented with obvious green staining of NF — kB protein. The most obvi-
ous nuclear translocations of NF — kB protein were found in model group,and relatively less nuclear translocations of NF — kB protein were
found in blank group and inhibitor group,and the nuclear translocation of NF — kB protein in DHJST group was between blank group and
model group. Conclusion: DHJST can alleviate inflammatory reaction induced by LPS in chondrocytes through inhibiting nuclear transloca-
tion of NF — kB protein, which may be the mechanisms of action for delaying articular cartilage degeneration.
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