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Effects of Bugu Granules in Drug-Containing Serum on Chondrocyte
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Abstract Objective: To observe the effects of Bugu granules in drug-containing serum on IL-1g-induced chondrocyte apop-
tosis and the expression of HIF-1a/ VEGF-A signaling pathway-associated proteins, so as to explore the mechanism of
action of Bugu granules on chondrocyte apoptosis. Methods: The chondrocytes were cultured in vitro,and cell counting Kit-

8 was used to detect the effects of different concentrations of

Bugu granule-containing serum on the activity of chondro-

HETH AR #E B ARA AR I I E (2020]011191)
"M T A R B IR R (RN L 350007)

° AT AR T B R R

SEfEIESE E-mail: 18065142418@163. com

cytes. Cells were divided to eight groups: a normal medium
group and groups with different concentrations of Bugu gran-
ule-containing serum ( concentrations of 0%, 5%, 10%,

15%,20% ,25% ,30%) combined with 10 ng/mL IL-18 cul-
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ture. The apoptosis of chondrocytes was detected by flow cytometry after annexin V-fluorescein isothiocyanate/propidium
iodide staining. The relative amount of reactive oxygen species in chondrocytes was measured with a probe (2, 7-
dichlorodihydrofluorescein diacetate). The contents of HIF-1¢ and VEGF-A in chondrocytes were detected by enzyme-
linked immunosorbent assay. The expression of HIF-1a and VEGF-A genes was detected by reverse-transcription quanti-
tative polymerase chain reaction. Results; There were no significant differences in the OD value among the 0% ,5%,10%
and 15% drug-containing serum groups (P>>0. 05) , while the OD value of chondrocytes after 15% drug-containing serum
intervention was higher than that in the 20%,25% and 30% drug-containing serum groups (P=20. 007, P=0. 003 and
P<C0. 001, respectively). The apoptosis rate of chondrocytes and content of reactive oxygen species in chondrocytes after
10 ng/mL IL-1B intervention was significantly higher than that in the normal medium group (P<C0.001),and the inhibi-
tion rate of IL-1B-induced chondrocyte apoptosis and the content of reactive oxygen species in chondrocytes with 15%
drug-containing serum was higher than those with the other concentrations of drug-containing serum (P<C0. 05). It was
found that there were no significant differences in the contents of HIF-1¢ and VEGF-A between the 15% and 20% drug-
containing serum groups (P=0. 635 and P=0. 057, respectively). The contents of HIF-1¢ and VEGF-A in the 15% and
the 20% drug-containing serum groups were significantly higher than those in the normal medium group (P<C0. 05) , while
they were significantly lower than those in the 0% ,5% ,10% ,25% and 30% drug-containing serum groups (P<C0.05). It
was found that the HIF-1q and VEGF-A gene expression in 15% drug-containing serum group was significantly lower
than those of the 0% ,5% and 10% drug-containing serum groups (P<C0. 05), while there was no significant difference
between the 15% drug-containing serum group and the 20%,25% and 30% drug-containing serum groups (P>>0. 05).
Conclusion: Bugu granules inhibit IL-18-induced chondrocyte apoptosis by activating the HIF-1a/VEGF-A signaling path-
way,and the concentration of drug-containing serum has effect on the activity of chondrocytes.

Keywords: drug-containing serum; interleukin-18 (IL-18); chondrocytes; apoptosis; HIF-1a/ VEGF-A signaling path-

way
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