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Histoplasma capsulatum modulates the immune response exerted by mesenchymal stromal cells
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Background Results
Mesenchymal stromal cells (MSCs) have become a tool not only for tissue o I © wn —— Fiqure 4.
regeneration but also for the treatment of inflammatory diseases. Several 2 3 I Expression of inflammatory mediators in
studies have demonstrated the therapeutic potential of MSCs for the II i e T I III r,ifysis'"feﬁ}ed A Qip,.g;’g’;f,’;"”";’;
treatment of noninfectious inflammatory diseases.; however, they appear to oh;l!l:h "ol Taoalt proinflammatory  cytokines, arginase-1,
play a dual role in infectious diseases. Histoplasmosis is a systemic mycosis R T e R R L and NO> Mas performed C;';suﬁﬁi‘f,f,
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To examine, in vitro, the immunomodulatory effects of MSCs in response to
Histoplasma capsulatum infection. Figure 5.
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characterized by flow cytometry. Later, the basal expression of toll-like 2 10°7] . |control 1021 Aootosis| | Propidium iodide. Data correspond to a
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MSCs were infected with H. capsulatum yeasts (isolate CIB 1980) in a BRI D i ik o 102 10° 104107

multiplicity of infection (MOI) of 5 and incubated for 24 h. In addition,
some of the co-cultures were previously treated with specific blocking
antibodies for TLR2 and TLR4 or with a blocking peptide specific for Dectin-

Annexin-V FITC

. . . . . . Figure 6.
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