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Study on the mechanism of haitongpi prescription extract ointment in the treatment of knee osteoarthritis based on
transcriptome
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Medical Science ,Beijing 100102, China)

ABSTRACT Objective To explore the mechanism of Haitongpi Prescription extract in the treatment of knee osteoarthritis
based on transcriptome. Methods Total of 12 SPF grade rats were divided into control group (group C),model group (group
M) ,and Haitongpi prescription group (group HP). The knee osteoarthritis rat model was established using the Panicker method
for group M and group HP,and group HP was intervened by local topical application of Haitongpi Prescription extract for 4
weeks. Total RNA from mouse knee cartilage was extracted and three sets of differential genes were obtained through sequenc-
ing.Differential genes were prediction and analysis through GO function and KEGG pathway enrichment analysis. Results A
total of 109 differentially expressed genes were identified in Group C versus Group M, while 118 differentially expressed genes
were identified in Group M versus Group HP, resulting in a total of 28 genes. GO functional enrichment analysis showed that
the mechanism of HP extract in treating knee osteoarthritis mainly involved immunoglobulin mediated immune response ,im-
munoglobulin complexes,and antigen binding; KEGG pathway enrichment analysis showed correlation with tumor necrosis
factor (TNF') signaling pathway ,interleukin 17 (IL—17) signaling pathway,and estrogen signaling pathway. Conclusion HP
extract can exert therapeutic effects on knee osteoarthritis through mechanisms such as immunoglobulin mediated immune re-
sponse , immunoglobulin complexes, and antigen binding, as well as signaling pathways such as TNF signaling pathway ,1L-17

signaling pathway , and estrogen signaling pathway.
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