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The Effect of Osthole on Apoptosis of Chondrocytes

in Knee Osteoarthritis
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Abstract Objective: To investigate the protective effects and mechanisms of Osthole (OST) on human knee osteoarthritis
chondrocytes. Methods: Cartilage tissue from knee osteoarthritis was obtained and chondrocytes were subcultured. Chon-
drocytes were treated with OST and divided into groups treated with different concentrations of OST (0,10,50,100,150
pmol/L) and blank control group. Using CCK-8 method to detect chondrocyte proliferation, flow cytometry to detect
chondrocyte apoptosis, qRT PCR and Western Blot to detect the expression of miR-9, COL2A1, MMP13, Caspase-3 and
protogenin (PRTG) ,and analyzing the effect of OST on human knee osteoarthritis chondrocytes in vitro. Results: Com-
pared with the blank control group and different concentrations of OST treatment groups,the apoptosis of chondrocytes in
the 100 pmol/L OST treatment group was significantly reduced (P<C0. 05) ,and the expression of miR-9 and COL2A1 in
chondrocytes in the 100 pmol/L. OST treatment group was upregulated. The downregulation of MMP13, PRTG, and
Caspase-3 expression showed statistically significant differences (P<C0. 05). Conclusion: OST protects articular cartilage.
potentially by upregulating miR-9 to suppress PRTG and Caspase-3, thereby blocking chondrocyte apoptosis and matrix
degradation, which alleviates the progression of osteoarthritis.
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B 2 2K 2 32 7] (Luminol Reagent) £33 401k & /A )
(Peroxide Solution) (Millipore, & ED IR 5], #47 W (0.
0 IR K oA, LA B AR 250 5 A 2 B 2Rl i K BE (B 2 1
VB 8 BT AR X FRIR K
1.3 Gtk

K H] SPSS 20. 0 St 8 kAT g it o0 b, it
TORLR M x4 s WX FoR AR SR RN R 7 22 5
BT 2475 22 78 5% I Sk A B 28 3 A0 35 OR & 5 22
Br. P<<0.05 ZRAGH¥E L.



14

&R

B 20 L 2 2 W A

LG I NE 2 & SUN AQN STV P i 0
)5 a2 ki A (W B 1b), 0, 10, 50,
100 pmol/Lug IR F 2 Ab B 5 (1 4K i 40 i B 5 % A el

V8

2.1

b FANE ‘Q./

@ KENRASREEDE;
@ #ECCK-83Hoh, RV KT 2 AN rh 4TSy S

B 1
2.2 BCE YT
AN T 20 503 A0 R R T B Aan B 2a~1 BT . R
FH Annexin V/PI ¥ I £ 2H %% & 40 i 08 8 1= 88 3 n
Bl 2a Frm), 25 FOR B2 rp 80 40 0 08 1 RN
14.60%+1.21% .1 FH 0,10,50 pmol/L i K T & kb
T A4 55CB 20 0k R T B (13, 25 % 1. 32 %) Te R,
SR B 100 pmol /L K 3R (9 A, 21 40 i 94
TTRTRES 5. 67% £ 1. 43% ., 5xF B4 K o, 10,

Chinese J Trad Med Traum &. Orthop,Jul. 2025, Vol. 33,No. 7

S UL 1), 7 CCK-8 S8 v, 24 i K 7 28 vk i i ok
100 pmol/L B, 40 i 1% 1 8 2 T B, 0 e K 7 R ik
JE<C100 pmol/L X4 28 Ml JE 5 (WL 1d) . W N
100 pmol/L e IR 7 2 %t 5B 40 i i) £ B 7 ) I ik
(WL 1d)

- EXRAR)

9 0 pmol/LE#(B)
10 pmol/LA(C)

8 50 pmol/LA(D)

8 100 pmol/LE(E)

B8 150 pmol/LE(F)

(d)OA B‘CDEF

b) PR EER NS, ML © <100 pmolLERT-ZANIS # 5k B ATHY 2 B

REHBESEMECXL0)

50 pmol/LUEIK T R AL B4 i 2 A S it X
(P<20. 05) , Ut W i i 7~ 28 %oF 451 40 it o4 T LA 4100 o)
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AN A B B 1) B R FEAR R BRI S ¢
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TEAWFFE g K F R B KT MMP13 /8 H &k
KL F 8 T COL2AT (3 3k, Rt Al L ) e
PR R ] DUOR B 308 56 o 0 T R i

i X 240 AR A T A [) e B g K - 3R A B S R
LR T A B0 R, MR BE Sl 100 pmol /L BB R F R
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