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[ Abstract]

drug treatments, many places have seen clinical research on mesenchymal stem cells (MSCs)

In response to the sweep of new coronaviruses and the absence of special

in the treatment of severe infections of new coronaviruses. Based on standardized procedures
and rigidclinical examinations, severe cases of the new coronavirus disease were treated with
certain effects. MSCs could suppress the excessive activation of the immune system, and relieve
respiratory distress by promoting endogenous repair and inhibiting pulmonary inflammation based
on microenvironment improvement. This article introduces the pathogenetic mechanism and present

status of treatment of new coronavirus-related immune injury, as well as the potential therapeutic

mechanism of MSCs for new coronavirus infection.
[Key words] COVID-19;
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MRC-5 A#HEAE 2 ~ 3 )5, AT I FEAfuE s gEh £ 5
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