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Wild-type

Figure 1 KLFS5 controls neointima formation.

KIf5*" mice exhibited much reduced neointima formation in the model of femoral artery cuff injury. While in wild-
type mice clear neointimal lesions were formed (arrow), in KIf5*~ neointima was not observed.*”
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Figure 2 Atherosclerosis and adipose tissue obesity.

In adipose tissue of obesity, inflammatory processes are activated: leukocyte-endothelial cell interactions,
angiogenesis, macrophage infiltration, and adipocyte death. Moreover, new adipocytes are generated by the
linked adipogenesis and angiogenesis (adipo-/angiogenic cell clusters). Consequently, obese adipose tissue
exhibits remodeling of the tissue structure. Atherogenesis also involves dynamic inflammatory processes
and tissue remodeling. In that regard, it is probable that many common cellular and molecular mechanisms
are working during processes of adipose tissue obesity and atherogenesis.
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In metabolic syndrome and diabetes, vascular cells and immune cells respond to a variety of environmental cues,

including metabolites, adipokines, cytokines, and autonomic nervous activity, by controlling gene expression and contribute

to development of vascular lesions. Several nuclear receptors, whose endogenous ligands are metabolites that contribute

to homeostasis of energy metabolism, are known to be involved in vascular pathology. On the other hand, it has also been

shown that transcription factors thought to primarily work during a response to stress contribute to the control of metabolism.

For a better understanding of the molecular basis of chronic inflammatory diseases, such as metabolic syndrome and

atherosclerosis, it would be beneficial to analyze the crosstalk between transcription factors networks controlling stress

response and cellular metabolism.
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