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Fig 1 The central role of BMDCs in chronic inflammation related carcinogenesis

In the cur-rent model both a direct and indirect (via recruitment of BMDCs) interaction between mediators of chronic inflammation and the tumor cells or tumor

stroma is emphasized. Several of the mediators and their role in carcinogenesis are described in the text.

Note: Reprinted with permission from the copyright holder © Landes Bioscience
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Fig 2 Increase in ASMA positive cells in gastric cancer

(A) Normal gastric epithelium. Majority of ASMA positive cells are found in the muscularis mucosae and in the lamina propria. (B) Intestinal type gastric cancer.

Proliferation of ASMA positive cells (CAFs) is seen. (C) Diffuse type gastric cancer. Marked proliferation of CAFs is observed.

Note: Reprinted with permission from the copyright holder © Landes Bioscience
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Fig 3 Increase in proliferation of ASMA positive cells correlates with IL-1B expression levels and neoplasia

Overexpression of IL-1 is associated with an increased expression of ASMA positive cells. (A) Control (normal). (B) Lower level of IL-1f overexpression (line

42) results in development of metaplasia and atrophy but these animals do not develop dysplasia. Expression of ASMA is increased. (C) Line 19 mice (higher level

of overexpression of IL-1p) results in spontaneous development of dysplasia (in the absence of Helicobacter infection) and further increase in ASMA expression.

Note: Reprinted with permission from the copyright holder © Landes Bioscience
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Fig 4 The role of BMDCs in IL1-f induced gastric carcinogenesis
Overexpression of IL-1p induces early accumulation of myeloid-derived sup-
pressor cells (MDSCs) and activates NFxB in MDSC, resulting in increased
production of IL-6, TNFa and SDF1. These pro-inflammatory factors in turn
further mobilize and recruit MDSCs and other immune cells including in T
cells, macrophages and myofibroblasts into the stomach, resulting in amplifi-
cation of the pro-inflammatory response in a manner that could contribute to
the development of dysplasia. In addition myeloid cell derived cytokines also
directly affect tumor proliferation.
Note: Reprinted with permission from the copyright holder © Landes
Bioscience
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