Lcn-2 Over-expressing Bone Marrow-Derived Macrophages

promote Renal Regeneration

Anna Sola, Michaela Jung, Marina Ventayol, Christoula Mastora, Silvia Buenestado, Georgina Hotter

Methods:

IBB/CIBER-BBN. Dpt of Experimental Pathology. Rossello, 161, 08036 BARCELONA

Objectives:

To develop a genetic cellular therapy for in vivo
applications using M2 macrophages
over-expressing Lcn-2
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3.- Lcn-2-macrophage cell therapy modulates tissue inflammation
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Results
1.- Animals transferred with macrophage-derived Lcn-2 exhibited a special proliferation and repair ratio of tubular
epithelial cells. Immunostaining for the regeneration markers stathmin and PCNA showed markedly positive
expression In the kidney sections with Lcn-2-BMDM treatment. Real-Time RT-PCR of the proliferation markers
Ki-67 and PCNA further confirmed these effects.
2.- Renal function markers BUN and creatinine were decreased upon adoptive transfer of these macrophages
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