The Primary Medical Forum EEREZitiz £7% $£ 12 #2025 F

[

B HE R 5E B TR S i A FE 2 br 7w ' e R B9 4E R AL

Xi&E SHEE fis bt

SRR A3k By e o — BT 12 Bt 014010

E)BRFAER (DKD) B RA® LM E I LE, W REARMERNEZRE, BRERET U ERFH]E, 2

AV B A B BEE ST 2008 (BMSC) kIR B4tk (BMSC-Exos) 1Eh —##T A T4 iy %, BT HEFH
B RER 1A . ARk K 4 T BMSC-Exost & 45 £ R HADKD F iy fF BIALH, EAEHR . AL, WAt i
W, W R g g RO R SR AT AL T AT B, R f i R M P R A 4 M LR 9 DKD ST MY A T
R, RRFH - RAORIAIEMITEL M, UEH*EREML,

[ 43R ] BaE £ i T, shakdk; BRMER; 4L

Mechanisms of Bone Marrow Mesenchymal Stem Cell-Derived Exosomes in Diabetic Nephropathy
(Corresponding Author)

Liu Jinhui Jia Yuzhe BaiHaiyan YangLi

First Affiliated Hospital of Baotou Medical College, Inner Mongolia University of Science and Technology Baotou, Inner Mongolia 014010

[Abstract] Diabetic kidney disease (DKD ) is a common microvascular complication of diabetes and a major cause of end-stage renal

disease. While traditional treatments can slow disease progression, they are unable to reverse kidney damage. Bone
marrow-derived mesenchymal stem cell ( BMSC ) -derived exosomes ( BMSC-Exos ) represent a novel acellular therapy that
demonstrates significant renal protective effects. This review summarizes the biological characteristics of BMSC-Exos and their
mechanisms of action in DKD), including anti-inflammatory, anti-fibrotic, anti-oxidative stress, and regulation of apoptosis and
autophagy. Although clinical application is still in the early stages, their low immunogenicity and efficient delivery properties

make them a promising therapeutic strategy for DKD. Future efforts should focus on optimizing extraction standardization and

safety assessment to facilitate clinical translation.
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