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 INTRODUCTION 

       The success of cancer therapy depends considerably on early diagnosis. 

Therefore, studies aimed to develop a widely available, cheap, non-invasive methods 

suitable for screening high-risk populations to detect early signs of malignant 

transformation in the oral cavity (Szanto et al., 2012). 

       Recent advances in molecular biology have led to the development of potentially 

useful diagnostic tools for the early detection of oral cancer. The gold standard for oral 

cancer diagnosis remains tissue biopsy with histological assessment, but this technique 

needs a well-trained health-care provider and is considered invasive, painful, 

expensive and time consuming (Messadi, 2013). 

       The analysis of biomarkers in saliva as a clinical application offers an attractive, 

simple and rapid diagnostic tool for monitoring of pathological disorders and drug 

therapy. The collection of saliva is a relatively easy non-invasive procedure that is not 

harmful to the patients and has no complications at all (Krapfenbauer et al., 2014). 

       Annexins are Ca2
+-regulated, phospholipid dependent, membrane-binding, highly 

abundant intracellular proteins (Wu et al., 2013). Annexin A1 is the first known 

member of the annexin superfamily. Annexin A1 participates in a variety of important 

biological processes, such as cellular transduction, inflammation, phagocytosis and 

apoptosis. Accumulated evidence has indicated that annexin A1 deregulations are 

associated with the development, invasion, metastasis, occurrence and drug resistance 

of cancers. Recently, it was proposed that annexin A1 has the potential to be used in 

future as a biomarker for the diagnosis, treatment and prognosis of certain cancers 

(Guo et al., 2013). 

       Scarce studies were done on salivary annexin A1 in different cancers. Thus, this 

marker needs further investigations. 
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