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Abstract: Objective To preliminarily explore the mechanism of treating knee osteoarthritis (KOA) by
dampness-resolving kidney-tonifying method. Methods 40 SPF SD rats were randomly divided into
blank group, model group, dampness-resolving pain-relieving decoction ( DP) group, Guilu Erxian
(GE) group, and dampness-resolving kidney-tonifying ( DK) group (n =8). The model of osteoarthritis
was established by injecting papain into the articular dise. After successfully establishing the model, rats
in the DP group, GE group and DK group were gavaged with DP decoction 4. 68 ¢/ (kg - d), GE
decoction 2.7 ¢/ (kg + d) and DK decoction 7.38 g/ (kg « d) respectively for 28 days in succession,
and the blank group and model group were gavaged with an equal amount of normal saline solution. After
28 days, the cartilage of right femur was taken for morphologic observation with HE staining. The
expression of PGE, COX2, IL-1B8 and TNF-q in synovium and synovial fluid of right tibial plateau were
observed with ELISA. The expression of p38, p53 and type I collagen of right tibial plateau were
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detected with PCR. Results
HE staining showed better results in the DK group, GE group and DP group compared with the model

The pathological morphologic changes of articular cartilage observed with

group. The expression of PGE-2, COX-2 and IL-1heta were decreased in various degrees in the DK group
compared with the GE group (P <0.05). In the DK group, the expression of p38 and p53 in the
cartilage was decreased, while the expression of type II collagen was increased compared with the GE
group (P <0.05). Conclusion Dampness-resolving kidney-tonifying method seems to effectively re-
duce the expression of inflammatory factors in synovium and synovial fluid, promote the anabolism of
chondrocytes, and inhibit the apoptosis of chondrocytes, thus promoting the repair of articular cartilage,
and delaying the process of KOA.

Keywords: dampness-resolving kidney-tonifying ( DK) method; dampness-eliminating pain-relieving
(DP) decoction; guilu erxian (GE) decoction; knee osteoarthritis; rats
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Az 4 BRI ; C AR R A A s D U AN B AR AN . R = 100 pum
A; Blank group; B: Model group; C: DP group; D: GE group; E: DK group. scale = 100 pm.

Bl FHXTHREREERILE (HE x100)
Fig. 1 Comparison of pathological results of articular cartilage in each group (HE x100)

F1 (T RFPRMEER COX2,PGE2 FEILE
(ng/L; x+s; n=8)
Table 1 Comparison of the expression of COX2 and
PGE2 in synovial fluid of each group (ng/L; x +s; n=8)

20 5] Groups COX-2 PGE-2

25 14 Blank group 0.142 +£0.037
FEEIZH Model group 0.406 +0.024 ™

0.247 £0.081
0.817 £0.043 ™

i E
gﬁlji;ii%@ Al 0.159 £0.029"  0.340 +0.207"
— A4
gﬁg_mm,ﬂ 0.390 £0.072 0.792 0. 041
group
MR 4
gﬁéﬂ;:u’f% il 0.160 +0.028"4%  0.322 £0.015"4*
F 72.552 50. 697
P <0.001 <0.001
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Table 2 Comparison of the expression of IL-1 and
TNF-« in synovial of each group (ng/L; x £s; n=8)
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Note: # # P <0.0l compared with the blank group; ###P <0.01
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Note: # * P <0.01 compared with the blank group; #P <0.05, #
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HEHIZH Model group
A2 R 24 DP group
e A4l GE group 0.553 +0.051"
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Note: # * P <0.01 compared with the blank group; ##P <0.01 compared with the model group; AP <0.05 A AP <0.01 compared with GE
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