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Abstract: Objective  To observe the effects of Bugu Granule drug-containing serum on apoptosis of rat knee articular
chondrocytes cultured in vitro, and the expression of Trx2, ASKI1 and Caspase 3. Furthermore, the mechanism of Bugu Granule in
preventing the development of osteoarthritis was discussed. Methods Rat chondrocytes were isolated and cultured by two-step
enzymatic digestion, and subcultured afterwards. Apoptosis of chondrocytes was detected by flow cytometry after annexin V-FITC/
PI staining. At the same time, proteins were separated by electrophoresis and the expression of Trx2, ASKI1 and Caspase3 was
analyzed by Western blot. Results The culture dishes were 80%-90% covered with chondrocytes that were cultured for about 15
days, and most of chondrocytes were fusiform. Flow cytometry result showed that the apoptosis rate of the blank serogroup
(22.80% ) was higher than drug-containing serum group ( P<0.05). However, the apoptosis rate of 20% drug-containing serum
group (15.91% ) and 30% drug-containing serum group (17.93% ) was significantly lower than the 10% drug-containing serum
group (21.58% ), and there were statistically significant differences between the groups ( P<0.05). Western blot analysis showed
that the expression level of Trx2 in the drug-containing serum group increased significantly, which was expressed most in the 10%

drug-containing serum group. The expression levels of ASK1 and Caspase3 in the blank group and the 10% drug-containing serum
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group were higher than those in the 20% and 30% drug-containing serum groups. Conclusion Trx2 signaling pathway could be

activated by Bugu Granule, and chondrocyte apoptosis could be inhibited, which plays a role in preventing the development of

osteoarthritis.
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Fig.1 Most of the cells are fusiform, and a few are star-shaped and elliptical, which conform to the

morphology of chondrocytes. A; Not covered by cells; B: Covered by cells.
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Fig.2 Apoptosis scatter plot. A; Delineate cells; B: Blank serum group; C: 10% drug-containing serum group; D: 20% drug-

containing serum group; E: 30% drug-containing serum group.
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