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Anti — inflammatory Effect of Huangbai Cangzhu Decoction on Acute Gouty Arthritis Model. Yang Hong, Luo Gan, Xiong Ziting ,et al.
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Abstract Objective To observe the therapeutic effect of Huangbai Cangzhu Decoction on acute gouty arthritis model rats, and to
explore its possible mechanism. Methods A rat model of gouty arthritis induced by urate crystals was prepared. The joint swelling value
was observed dynamically after inflammation. The rats were sacrificed 3 days after continuous administration, and the joint fluid was col-
lected. The joint fluid was detected by enzyme — linked immunosorbent assay. TNF - «, IL — 18, IL -8, IL — 6 expression levels.
Results The joint swelling values of the model group, Huangbai atractylodes high — dose group, Huangbai atractylodes chinensis middle
dose group, Huangbai atractylodes low — dose group and colchicine group were higher than the normal group at 6, 12, 24, 48 hours (P <
0.05). There was no significant difference in the joint swelling value between the colchicine group and the Huangbai Cangzhu Decoction
group at 72 hours after injection (P >0.05), while the model group, the high dose group of Acorticoptera chinensis, and the low dose
group of Acorticula sinensis. The comparison between the normal groups was greater than that of the normal group (P <0.05). The joint
swelling value of the high dose group of Phellodendron chinense L. and the low dose group of Atractylodes lancea L. was significantly low-
er than that of the model group (P <0.05). The expression levels of TNF - a, IL - 18, IL -8 and IL - 6 in the synovial fluid of the high
dose group of Phellodendron chinense L. , the middle dose of Phellodendron chinense L. , the low dose group of Acorticulaceae, the col-
chicine group and the normal group after sacrifice were performed. Both were significantly lower than the model group (P <0.05). The
expression levels of TNF — o and IL — 1B in the middle dose group and the colchicine group of A. chinensis were significantly lower than
those in the high dose group and the low dose group of Phellodendron chinense (P <0.05). Conclusion Phellodendron chinense L. can
significantly improve the inflammatory response of acute gouty arthritis by inhibiting the release of inflammatory factors TNF — o, IL -1,
IL -8, IL -6 by inflammatory cells, and the intensity of anti — inflammatory reaction may be affected by drug concentration.
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