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(Abstract)

Inflammatory Cytokines and Oral Squamous Cell Carcinoma
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Inflammation functions as a double-edged sword against external stimulus, For instance, inflammation can have anti-cancer effect and

simultaneously can play cancer-promoting factors. Recent studies have shown that cytokine plays an important role in tumor biology by

influencing tumor growth, invasion and metastasis, We classify these cytokines by cancer type and review current knowledge of cytokines

in terms of carcinogenesis. Here, we also focus on whether cytokines can act as biomarkers for early detection of oral squamous cell

carcinoma (OSCC). This review will provide basis for further approach to study the role of cytokines in carcinogenesis and evaluating

the possibilities of cytokines as biomarkers for cancer detection,
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Fig. 1. The cytokine that links inflammation and cancer
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Fig. 2. Inflammatory cytokine-associated articles reported by cancer type
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Table 1, Inflammatory cytokine as an autocrine and paracrine effector

Cytokine Forms of Secretion Cellular sources
Autocrine Breast cancer cells, Cervix cancer cells, Skin cancer cells, Pancreatic cancer cells
Lot Paracrine Macrophage, Dendritic cells, B cells, Natural killer cells, Keratinocytes
" Autocrine Breast cancer cells, Skin cancer cells, Pancreatic cancer cells, Prostate cancer cells
ik Paracrine Macrophage, Dendritic cells, B cells, Natural killer cells, Keratinocytes
Bladder cancer cells, Breast cancer cells, Cervix cancer cells, Esophageal cancer cells, Gastric
Autocrine cancer cells, Head and neck cancer cells, Lung cancer cells, Ovarian cancer cells, Skin cancer
IL-6 cells, Pancreatic cancer cells, Prostate cancer cells, Renal cancer cells, Liver cancer cells
Paracrine Macrophages, T cells, B cells, Endothelial cells, Fibroblasts
Autocrine Colon cancer cells, Gastric cancer cells, Head and neck cancer cells, Lung cancer cells, Skin cancer
IL-8 cells, Pancreatic cancer cells
Paracrine Macrophages, Mast cell, Neutrophil, T cells, Endothelial cells, Fibroblasts
T Autocrine Glioblastroma, Ovarian cancer cells, Prostate cancer cells, Renal cancer cells, Liver cancer cells
h Paracrine Macrophages, Natural killer cells, B cells, T cells, Neutrophils, Fibroblasts, Keratinocytes




Table 2, Receptor family of cytokine and its function

Cytokine

Receptor family Receptor- (Ligand] Function
Immunoglobulin IL-1R1 IL-1a , . , , )
Uy Beeapes IL-1R2 18 Associated with cancer progression and a metastatic phenotype
. - )
Type | Cytokine receptors IL-6R IL-6 S|gna|§ through JAK STAT pathway o )
Associated with aggressiveness and a poor prognosis in cancer
Chemokine receptor CXCR1
(G Protein-Coupled IL-8 Increases survival, proliferation and tumor cell migration)
CXCR2
Receptors)
Tumor Necrosis Factor TNFR TNF- « Signals through NF-#B pathway’
Receptors (TNFR) Functions as co-stimulatory and co-inhibitory receptorS’)
2k85h oF AT} AP EAshs d3ke s 8L ] zﬁA}sz}o NF-#B&} MAP kinase A& x93} #Es}e]
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Table 3, Cytokine in serum of patients with cancer

Cancer Secreted cytokine in serum
Bladder IL-6
Breast IL-14, IL-6, IL-8, TNF-«a
Cervix IL-6
Colon IL-6, IL-8
Esophageal IL-6
Gastric IL-6, TNF-«
Head and neck IL-18, IL-6, IL-8, TNF-«
Lung IL-6, TNF-«
Ovarian IL-6, IL-8
Skin IL-6, IL-8, TNF-«
Pancreatic IL-6, IL-8
Prostate IL-6, TNF-«
Renal IL-6, TNF-«
Liver IL-6, TNF-«
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