532 %45 15 ) HEMREFZSEE Vol. 32 No.15
2022 48 China Journal of Modern Medicine Aug. 2022

DOI: 10.3969/j.issn.1005-8982.2022.15.009
XEHRE : 1005-8982 (2022) 15-0047-06

3HUNGT FHMFINT B R TR B AR ER*

i, I, BB, THXX, ek, TFM, =54k
(RHEAMAZE —WEER S5 EXE, =% B¥ 650031)

HWE . BH R340 5 F R A (TN14003 . T140 . AMD3100 ) FEL B SDE—1/CXCR4 1% 5 i %% 3+ 5
2F X (OA) KRB MR A Yrn, A FER— ISR OAR T HMER L, 7k OART@MILENS
PRAL, AL BAL.CHA%5 ) AN TN14003.T140 Z AMD3100,D 484 st B4, 52K % 4 RAF,qQRT-PCR ¥
m &g anfe I BEUR (Colll) mRNAAEST &L E, Western blotting 4] & 204K 7 2a e, Col 11 %% & AR ik
¥, FI0ORK, LHEMASNFREENBEEMEFT@MCol [ ik, HR AP 2R, F4RN, 40K Fmi
Col I mRNA F= & & A8t f ik Frsx: OR F B S 20F @ H Col | mRNA A& G Aaxt LK BH £F(P<
0.05) ; @482 @ Col I mRNAFedk G ABMTE X BH £55(P <0.05) ; Q445 F @K Col [ mRNAFE G
FARTFE T TAMRH ZF(P <0.05), #—F/FHALER, SRR FHE 2R, F 4R ALK T2 Col | mRNA
ek st E ik EHEHTHEIM(P<0.05), FI10R, LIEMBLFEELIALKE ML Col Il £ ERR,
B4L, C#4., DARKE X, 518 TN140034 T140. AMD3100 #6H R E MR OABE AR T, HE R A —HF
B OABTT Y,

KR . BRY K DARR ; Fw@ie ; B

FESHES . R6843 XEkARIZED . A

Effects of three antagonists on type II collagen in osteoarthritis
chondrocytes*

Kun Wang, Xu Wang, Zheng-liang Shi, Zi-wen Ning, Ren-jie He, Kai-yan Dong, Yan-lin Li
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Abstract: Objective To explore the effects of three antagonists (TN14003, T140, AMD3100) on type II
collagen in OA chondrocytes through targeted blocking SDF-1/CXCR4 signaling pathway, and to lay an
experimental basis in order to find a novel agent for the treatment of osteoarthritis. Methods OA chondrocytes were
divided into four groups randomly, among which added TN14003, T140, and AMD3100 respectively to the Group A,
B, and C, while the Group D was selected as a control group. On the 2nd and 4th day after drug intervention,
chondrocytes in four groups were harvested for measuring mRNA levels of type II collagen with qPCR, and protein
levels of type Il collagen with Western blotting. On the 10th day, the expressions of type II collagen in OA
chondrocytes in four groups were observed by Immunohistochemical staining. Results The chondrocytes of group
of variance was performed to compared the relative expression levels of type II collagen mRNA and protein of cells
in four groups. The results showed that the relative expression levels of collagen type II mRNA and protein were

different among distinct time points (P < 0.05); the relative expression levels of type II collagen mRNA and protein
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were different among distinct groups (P < 0.05); the change trends of relative expression levels of type II collagen

mRNA and protein of cells were different among the groups (P < 0.05). Further pair-wise comparison showed that

the relative expression levels of type II collagen mRNA and protein in group A were also higher than those in group

B, C and D at days 2 and 4 (P < 0.05). The result of immunohistochemical staining for type II collagen showed that

collagen staining was the deepest in group A, and that was gradually lighter in group B, C, and D. Conclusion
Compared with T140 and AMD3100, TN14003 can significantly slow down the degradation on typell collagen in

OA chondrocytes, and is expected to be a highly effective anti-OA drug.
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Sigma /A F] ) , Trizol Reagent & RNA $2 BUR T & [ KRR
AR (JE 50 A BRZA 7], PrimeSeript® RT Reagent
Kit i 7] £ | Premix Ex Taq"™ I ik 7 & (& K&
TaKaRa /A 1) , BCA £ [ ¢ B8 I 3 7 [ KAR A 1k
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& 2H B A0 Col T mRNA AH X 5 1k & 7% 45 et 59
(P<0.05), A 417855 F2 B AT/, DL 2,
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T I BIF TN14003 . T140 2 AMD3100 7 4iE 22 5 15
POBRAE YT R, ARWFE EEMELIX 3 RN
T2 % N OA B 41 AE Col 1 (521 .

SDF-17£ OA S8 O W rh & i W B /& T OF
IR WP A& &, SDF-1 &5 0A i ™ & %
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