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Metaloproieinasas de Matriz Extiracelular
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Regulacion de la actividadi de las MMPs
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Reparacion Tisular
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The phases of cutaneous wound healing
Expert Reviews in Molecular Medicine® 2003 Cambridge University Press
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Lnvasion tumorally metastasis

a Wound healing

Nature Reviews | Cancer




Inflamacion

Steps of the
Inflammatory Response

The inflammatory response is a body's
second line of defense against invasion
by pathogens. Why is it important that
clotting factors from the circulatory sys-
tem have access to the injured area?
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Regulacion de la actividad
de factores de crecimiento
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