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Abstract

Inflammation is not only a protective mechanismimtyirtissue injury, but also has a key role in tssapair.
Cytokines and growth factors which are releasethdunflammation are critical for tissue repair amade of the
well-known angiogenic factors is vascular endo#figlrowth factor. Angiogenesis involves endothetiells as
well as inflammatory cells which release severai@genic factors. Hypoxia is the most importantnsiiator for
inflammation and angiogenesis. Some of the inflatorga mediators are directly and/or indirectly alter
angiogenesis and on the other hand, some of angiofgetors have inflammatory effects. Thereforsgiems that
there is a close relationship between angiogerssik inflammation. This review evaluated the refafop
between inflammation and angiogenesis and theofatdlammatory cells and mediators in angiogenpsigess.
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