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Fig. 1. The global obesity problem, WHO, 2005, Accessed March, 2010
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Fig. 2. Architectural organization and proximity of principal metabolic(adipocyte and

hepatocyte) and immune cells(macrophages, Kupffer cells,

lymphocytes and

dendritic cells) in adpose tissue and liver, Hotamisligil, Nature, 444, 860-867, 2006.
This configuration allow close interaction between these important cell groups
and access to blood vessels for soluble mediators that communicate with other
organs, including, but not limited to, skeletal muscle and the pancreas.
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Fig. 3. Putative processes involved the accumulation of immune cells within adipose
tissue and their pathogenic roles in obesity and associated pathologies.

Arterocler. Thromb. Vasc. Biol.,

28, 1211-1213, 2008

Blood circulating lymphocytes might be attracted through the production of the
SDF-1 produced by endothelial cells. Extravasation of T-lymphocytes and their
accumulation within the fat mass might be the primary event involved in the
further accumulation of macrophages through the IFNy-stimulated production of

MCP-1 by the stromal preadipocytes.

remain to be answered.
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Fig. 4. Potential mechanism for obesity—iinduced inflammation. Shoelson, Gastroenterology,

132, 2169-2180, 2007
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Fig. 5. Multiple cell types within the hepatic sinusoid, including hepatocytes, endothelial
cells, hepatic stellate cells (HSC), resident macrophages (Kupffer cells), B and T
lymphocytes, NK cells, NKT cells and dendritic cells (DCs). Gastroenterology, 132,

2169-2180, 2007
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Fig. 6. Potential cellular mechanisms for activating inflammatory signaling. Obesity and
high—fat diet activate IKKg/NF-«B and JNK pathways in adipocytes, hepatocytes,
and associated macrophages. Shoelson, JCI, 110(7), 1793, 2006
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