20194E3 A o H R PR A A AR March, 2019
$29% H3M CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 29 No. 3

RBE B 0 € AF. )RR T A0 IR AN A TR T S X ST A S R R R RAF T R ()], P [ LU R 28 0t
2019, 29(3) . 109-112.
Wang SJ, Liao SZ, Zhao CF, et al. Current progress in the application of mesenchymal stem cell-derived exosomes in the treatment of
clinical theumatoid arthritis and related animal models [ J]. Chin J Comp Med, 2019, 29(3): 109-112.
doi: 10.3969/j.issn.1671-7856. 2019. 03. 019

1] 78 Jo 1 40 i AN AR 7 28 KR AE ST R 3h
PR R Rl PR AT 5 0E

ITERE ERDBEC, X P BREY

(1. RERK MR EBeE REE 050 d00 T4 YT 524001
2. VTR PR B MR B 4 E S S IR )R WYL 524001)

[FWE] H, IGRIGIT R E TR (RA) AT M2 A B, 16 7 SOR U5 R 25 R W, ) 78 5+ 40 i
(MSCs) ¥RY7 RA ELA B0 B FH A1 557, (A AR AE — 2 T E VR YT KUK . MSCs 1 HEWA 22 0 ) il 4 1 B4 4% ( MSCs-
Exos) ,MSCs-Exos ANMH EL£& MSCs AUJTRL, H. T W REAK MSCs AUIGTT XU . BEZE Exos W AR AN, I H £
Y S AR TR AR ) 1 PRIIFST , MSCs-Exos A 220 RA BTG T S AL 0T A SR ms

[K8R] A BBt B PE ST 4 ; M FE R T 40 ; SN A 3697

[HESZES] R-33 [ TEk4RIZEG] A [ XEHS]1671-7856(2019) 03-0109-04

Current progress in the application of mesenchymal stem
cell-derived exosomes in the treatment of clinical rheumatoid
arthritis and related animal models

WANG Sijie', LIAO Shuzhen®, ZHAO Chunfei’, WU Ping'* , PAN Qingjun®*
(1. Clinical Research Center of Guangdong Medical University, Zhanjiang 524001, China.
2. Key Laboratory of Prevention and Management of Chronic Kidney Disease of Zhanjiang City, Zhanjiang 524001 )

[ Abstract] Drugs for the effective treatment of rheumatoid arthritis (RA) are currently lacking. While there is
growing interest in the potential application of mesenchymal stem cells (MSCs) in the treatment of RA, there are potential
risks associated with cell-based therapies. MSCs secrete functional exosomes ( MSC-Exos) that can mediate many of the
functions of MSCs and, consequently, these extracellular vesicles provide an attractrive alternative that may circumvent
many of the risks associated with cell-based strategies. With current advances in exosomal technology, including on-going
studies in animal models and findings from large-scale clinical trials, there is great expectation that MSC-Exos will provide a
new and exciting strategy for the treatment of RA.
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