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DESCRIPTION 

The pathological distinctive quality of Proliferative Diabetic Retinopathy (PDR) is ischemia-induced pathological 

growth of new bloodstream and expansion of Extra-Cellular Matrix (ECM) in conjunction with the outgrowth of 

vascular retinal detachment membranes at the vitreoretinal interface, quality and variety loss of vision due to 

interstitial ischemia are associated with myofascial pain syndrome. The presence of significant numbers of 

myofibroblast and abnormal ECM build-up in the affected tissue is a common trait, despite the fact that the 

aetiology of fibrotic disorders is widely diverse and their pathophysiology is variable and dependent on the causative 

agent or beginning event. Inflammatory cells are contractile cells that express Smooth Muscle Actin (-SMA), and 

their existence is linked to an increase in fibrosis. They are the main cellular mediators of fibrosis. 

They are able to produce a variety of ECM components, including collagen, which causes fibrosis inflammatory 

cells and myofibroblasts that express -SMA in the stromal compartment are indicative of inflammatory and fibrotic 

changes in the epiretinal membranes of PDR patients. It is still unknown where the myofibroblasts that produce an 

excessive amount of ECM proteins in the PDR epiretinal membranes come from. According to emerging evidence, 

endothelial cells can undergo endothelial-to-mesenchymal transition or endothelial-to-myofibroblast transition in 

both healthy and pathological settings. During Endothelial-to-Mesenchymal Transition (EndoMT), endothelial cells 

lose their adhesion and apical-basal polarity, giving rise to mesenchymal cells that are highly invasive and migrate 

in spindle-shaped structures. Most importantly, these distinct variations in cell polarity and shape are followed by 

biochemical changes, such as decreased expression of endothelium markers. 

The development of mesenchymal markers like -SMA, Fibroblast-Specific Protein-1. Transitional cells can exhibit 

both mesenchymal and endothelium characteristics. They recently looked at the potential that the myofibroblast 

population present in the epiretinal membranes of PDR patients may be influenced by Endothelial-to-Mesenchymal 

Transition. The role of endothelial cells in the formation of fibroblasts and myofibroblasts in the epiretinal fibro 

vascular membranes of PDR patients was first observed using EndoMT. The fibroblast and myofibroblast markers 

FSP-1 and SMA are also expressed by certain endothelial cells that express CD31. Endothelial-to-Mesenchymal 

Transition is in an intermediate stage as evidenced by the presence of CD31, FSP-1 and CD31 cells. According to the 

data, EndoMT contributes to the growth of fibroblasts and myofibroblasts, which are responsible for fibrosis and the 

development of PDR. These observations suggest that EndoMT may play a role in endothelial cell loss in PDR 
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epiretinal membranes and spontaneous regression of new blood vessels in patients with end-stage PDR. Lastly, 

TGF-1, interleukin-1, and tumour necrosis factor all significantly change the phenotype of human retinal micro 

vascular endothelial cells. In stimulated cell cultures, endothelial cells changed their morphology and produced more 

and less endothelial cell markers. These findings provide validity to the hypothesis that EndoMT may be involved in 

the fibrotic process that takes place during PDR. Improved understanding of the molecular mechanisms underlying 

the EndoMT process and pharmacological blockade of these pathways could represent new treatment options for 

reducing the rate at which PDR-related fibrosis progresses. Early metastases and a poor 5-year survival rate are still 

characteristics of lung cancer. Lung malignancies are mostly derived from epithelial tissues, and most tumour cells 

continue to have epithelial characteristics as the tumour enlarges. A small percentage of cells, however, are 

anticipated to undergo an epithelial to mesenchymal transition, during which the malignant cells take on the 

appearance of fibroblasts, loose intracellular adhesions, and migrate around. This is a crucial stage in the invasion 

and metastasis of cancer. 

These mesenchymal cells may eventually assume an epithelial character, enabling the generation of clinically 

significant metastases. The epithelial to mesenchymal transition process may be exploited in lung cancer patients for 

screening, diagnostic testing, and therapy decisions, according to on-going study. In America, lung cancer still 

claims more lives than melanoma, colorectal, breast, and prostate cancer put together. Lung cancer continues to be 

the top cause of cancer-related mortality in both men and women. Non-Small Cell Lung Cancer (NSCLC) patients 

have a dismal overall 5-year survival rate of 15%, primarily due to the emergence of distant metastases. 40% to 60% 

of patients with early stage NSCLC will develop metastases and pass away from lung cancer, despite the optimism 

that curative surgical excision will leave patients disease-free. The most effective chemotherapeutic agents currently 

available are no longer as effective in preventing metastasis, and it is unlikely that cytotoxic therapy will advance in 

the future. Antibodies and small molecule inhibitors of vascular endothelial growth factor and epithelial growth 

factor receptor, targeted agents have recently attracted interest. The use of targeted medicines in the general 

population of lung cancer patients, however, results in only modest improvements. Novel medications delivered 

against these receptors produce survival advantages in only a subgroup of individuals. 


