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Regulation effects of the bone marrow-derived mesenchymal stem cells in

local microenvironment of injury tissue

ZHANG Yun, CHEN Jie*, LI Ting-yu
(Children’s Nutrition Research Center, Children’s Hospital of Chongging Medical University,
Chonggqing 400014, China)

Abstract: Bone marrow-derived mesenchymal stemcells (MSCs) are a kind of self-renewal andmultipotential cells,
and have restoration effects on injured tissue following transplantation 7n vivo. However, the lowdifferentiation
efficiency (less than 10%) of MSCs 1n vivo could not explain its recovery function in theory. Recent studies have
reported that MSCs can regulate the local injury microenvironment via paracrinal pathways and facilitate the
restore of impaired tissues, indicating that the microenvironment regulation of MSCs plays more important role
than its differentiation in clinical recovery. The current paper reviewed the regulatory effects of MSCs in local

microenvironment of damaged tissue, providing theoretical basis for broadly clinical application of MSCs

transplantation therapy.
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