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Abstract Objective: To explore the efficacy and related mechanism of Yanghe decoction on knee osteoarthritis based on
PISK/AKT/BCL2/BAX signaling pathway. Methods:24 New Zealand white rabbits were randomly divided into 4 groups:
blank group,model group, Yanghe decoction group and celecoxib group with 6 rabbits in each group. Except the blank
group, the osteoarthritis model was established by injecting papain into the knee joint cavity. After modeling,the Yanghe
decoction group and the celecoxib group were given Yanghe decoction and western medicine celecoxib respectively once a
day for 4 consecutive weeks, while the blank group and the model group were not intervened. HE staining was used to ob-

serve the morphological changes of cartilage hierarchy in the knee joint of rabbits with osteoarthritis,and Mankin's scores

was modified. The protein and mRNA expressions of

HEGIUH (AR T DR 25 R o DR I L3R € R cartilage PI3K, AKT, BCL-2 and BAX were detected by
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Western Blot and RT-qPCR. Results: Compared with the
blank group,the Mankin's scores of the model group was sig-
nificantly higher (P <C 0. 01). Compared with the model

group,the Mankin’s scores of the Yanghe decoction group
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and the celecoxib group was significantly lower (P<C0.01). RT-qPCR and Western Blot results: Compared with the blank
group,the expressions of PI3K, AKT,BCL-2 mRNA and protein in the model group were significantly lower (P<Z0.01),
and the expressions of BAX mRNA and protein were significantly higher (P<C0. 01). Compared with the model group. the
expressions of PI3K, AKT,BCL-2 mRNA and protein in Yanghe decoction group and celecoxib group were significantly
higher (P<C0. 05) ,and the expressions of BAX mRNA and protein were significantly lower (P<C0. 05). Among them, the
protein expression ratio of BCL-2/BAX in the model group, Yanghe decoction group and celecoxib group was significantly
lower than that in the normal group (P<C0. 01),and the BCL-2/BAX protein expression in the Yanghe decoction group
and celecoxib group was significantly lower than that in the normal group (P<C0.01). The ratio of protein expression was
significantly higher than that in the model group (P<C0. 01). Conclusion: Yanghe decoction can repair cartilage damage,
inhibit the degenerative changes of articular cartilage,and delay the progression of osteoarthritis. Its mechanism may be

related to activating PI3K/AKT signaling pathway, promoting the expression of BCL-2,inhibiting the expression of BAX,

and up-regulating BCL-2/BAX value, thereby inhibiting chondrocyte apoptosis.
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