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Abstract

Inflammation is a body response to noxious stimuli. Cancer is a wound which do not heal. I the inflammation is progressive, 
persistent, chronic inflammation mediated release of chronic inflammatory mediators induced cellular and vascular changes such 
as cell proliferation, cell survival, angiogenesis, genomic instability, Immune modulation, invasion and metastasis leading to tumor 
initiation, tumor promotion, and tumor progression. That is why chronic inflammation is considered as a seventh hall mark of cancer. 
Where most of all cancers are preceded by chronic inflammation or infection due to external environmental factors. This article 
highlights about chronic inflammation and their mediators induced cellular and vascular changes leading to cancer, where chronic 
inflammation is mimics as cancer. In future it can be used as early cancer biomarkers, therapeutic target and agent and prognostic 
markers for better management of cancer.
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Introduction

Inflammation is a host response to noxious stimuli such as physical or chemical or thermal [1-3]. Cancer is a major threat to mankind. 
Millions of patients die every year due to various types of cancer [1,2]. There is no proper advanced treatment till now for cancer with good 
prognosis and survival rate after many advanced treatment modalities such as surgery, radiotherapy, and chemotherapy to treat cancer [2]. 
Cancer is a wound which do not heal. It is a progressive, persistent, proliferation of cells after removal of stimuli. External environmental 
factors involved in more than 90 percent of all cancers such as tobacco, alcohol, chemical agents, chronic psychological stress, infectious 
agents (HPV, EBV), physical trauma. Chronic inflammation or infectious agents induced cancers are prostate cancer, esophageal cancer, 
head and neck cancer, oral cancer, colon cancer, pancreatic cancer, brain tumor, cervical cancer, breast cancer and ovarian cancer [2-5]. 

Inflammatory mediators on cancer

Acute inflammation in response to noxious stimuli involve in tissue repair and regeneration by releasing various inflammatory mediators 
such as IL-1, TNF-α, IL-6 and TGF-β from inflammatory cells such as neutrophils, dendritic cells, macrophages, NK cells by activating NF-kB, 
a key transcription factor. Some of the cytokines, which acts as anti-inflammatory cytokines are IL-2, IL-12 and IFN-δ [6-8].
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If the inflammation is progressive, persistent, chronic inflammation mediated chronic inflammatory mediators such as IL-1β, 
TNF-α, IL-6, and TGF-βfrom mast cells, macrophages, T cells and B cells activate NF-KB and STAT-3 key transcription factors [9-11,20]. 
Constitutive activation of NF-Kb, a key transcription factor involve in transcription of inflammatory mediators such as cytokines, growth 
factors, proteolytic enzymes, involve in tumor initiation, tumor promotion, and tumor progression by cell proliferation (Cyclin d, e), cell 
survival (BCL-2, BCL-XL, survivin), genomic instability (ROS, RNS, AID, arginase1), immune modulation (IL-4, IL-5, IL-10, iL-13, IL-17), 
angiogenesis 9VEGF, Cox-2, IL-8, HIF-1α), invasion and metastasis (Mmp’s2, 9, UPA) [12-14]. NF-Kb, a key transcription factor acts as 
an antagonist to p53, a tumor suppressor gene, a guardian of genome mutated in more than 50 percent of all cancers by ROS, RNS, NO. 
Chronic inflammation is considered as a seventh hall mark of cancer involved in cell proliferation, cell survival, tissue damage, genomic 
instability, immune modulation and invasion and metastasis [15-17]. 

Conclusion and Future Perspective

Chronic inflammatory mediators involved in all stages of tumor initiation, promotion, and tumor progression can acts as an early 
cancer biomarker, therapeutic and prognostic markers for better management of cancer [18,19].

Anti-inflammatory agents such as vitamin A, B, C and anti-inflammatory cytokines such as IL-2, IL-12 and IFN-δ, also anti-inflammatory 
drugs involve in preventing and suppressing the inflammatory process for further progression and future therapeutic purpose for better 
management of cancer. There is no treatment till now, which can kill only cancer cells without killing normal cells. 25 percent of all cancers 
are associated with chronic inflammation or infection. Chronic inflammation is considered as seventh hall mark of cancer.
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