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Abstract Objective: To explore the effect and relative molecular mechanism of Bushengiangjin capsule on knee osteoarthri-
tis (KOA). Methods:40 SD rats were randomly divided into 4 groups,with 10 rats in each group. The KOA rat model was
established by injection of papain and cysteine into joints. After 4 weeks,normal group and model group were given oral
administration of normal saline, the high and low dose groups of bushengiangjin capsule were given oral administration of

0. 486 g/kg and 0. 243 g/kg Bushenqiangjin capsule

respectively. After 6 weeks, all the rats were killed, knee
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cartilage and serum were collected and tested. Hematoxylin-
eosin (HE) staining and Safranin o-fast green staining were
used to observe the pathological changes of knee cartilage in
each group and modified Mankin score was calculated. The
levels of serum interleukin-18 (IL-18) and tumor necrosis
factor-a (TNF-a) in rats were detected by enzyme linked im-

munosorbent assay (ELISA). The mRNA and protein ex-
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pressions of MMP13,Beclinl ,LC3B, ULK1, p-AMPK and p-mTOR were detected by Real-time PCR and Western Blot.

Results; Compared with the model group, the degeneration degree of knee cartilage and Mankin score of rats in the high and

low dose groups of bushengiangjin capsule were reduced significantly (P<C0. 01). Compared with the model group, the lev-

els of serum IL-18 and TNF-¢ in the high and low dose groups of bushengiangjin capsule were decreased significantly (P<C

0.01). Compared with the model group,the mRNA and protein expression of MMP13 were decreased significantly, the

mRNA and protein expressions of Beclinl ,LC3B-1] / I and ULKI1 were increased significantly,and the protein expression

of p-rmTOR was decreased significantly in the high and low dose groups of bushenqgiangjin capsule (P<Z0. 01). In addition,

the protein expression of p-AMPK was increased significantly in the high dose group of bushengiangjin capsule (P <C

0. 01). Conclusion: Bushengiangjin capsule may up-regulate the autophagy level of knee cartilage in KOA model rats

through AMPK/mTOR pathway,which delays the course of KOA.
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