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Introduction 

asal polyps (NP) are benign proliferations of the nasal 

mucosa characterized by chronic inflammatory status. 

(Typically originating from the ethmoid epithelium) 

(Karlidağ et al., 2005). Histologic examinations have shown 

that NP consist of an epithelium covering a lamina propria 

with large infiltrations of inflammatory cells (Hellquist, 

1996; Larsen et al., 1998; Pawankar, 2003). 

The predominant cell found in the inflammatory 

infiltrate is the eosinophil. The covering epithelium shows 

various degrees of modification from normal respiratory 

epithelium (Bernstein et al., 19997; Kramer and Rasp, 

1999; Mygind et al., 2000). 

They are the most common mass lesion found in the 

nose and tend to recur despite medical and surgical therapy. 

The pathophysiologic mechanism leading to formation of NP 

have not been clearly understood (Larsen et al., 1998; Kramer 

and Rasp, 1999; Mygind et al., 2000; Pawankar, 2003). 

Theories have been proposed that the origin of NP is 

multifactorial and that NP are a consequence of systemic 

diseases or local inflammatory processes. Traditionally 

allergy has been considered a major cause of the nasal 

polyposis, but several evidences do not agree with this opinion 

(Larsen, 1998; Bernstein et al., 1997; Bateman et al., 2003). 

N 
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Indeed, NP do not occur with increased frequency in 

atopic individuals, and patients with NP do not have a 

positive allergy skin test more often than control subjects 

(Mygind et al., 2000; Bateman et al., 2003). 

Several lines of evidence have indicated that the 

diffusible free radical nitric oxide (NO) plays a crucial role in 

the pathophysiology of airway disease and in the control of 

the airway inflammation (Gaston et al., 1994). 

NO is produced from L- arginine by a group of three 

distinct isoforms of nitric oxide synthase (NOS). Two 

isoforms are continuously present and termed constitutive 

NOS. The third isoform; named inducible NOS (iNOS) is not 

generally expressed in resting cells, but it may be induced by 

cytokines and microbial products to produce large quantities 

of NO for a long period of time (Förstermann et al., 1995). 

In the airway inflammatory disease, an excessive 

formation of NO caused by iNOS expression may cause tissue 

damage. This mainly originates from production of highly 

reaction Nitrogen species by way of interactions of NO with 

reactive oxygen species (ROS) (Flak and Goldman, 1996; van 

der Vliet et al., 1999; Robbins et al., 2000). 

Reaction of NO with superoxide anion generates the 

potent oxidant peroxynitrite, which may cause severe tissue 
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injury. In addition, peroxynitrite nitrates tyrosine residues of 

proteins leading to formation of the stable product 3–

Nitrotyrosine (3NT), which is considered an indicator of 

oxidative damage in many diseases (Ischiropoulos, 1998), 

including those of the airway (van der Vliet et al., 1999; 

Ichinose et al., 2000; Robbins et al., 2000; van der Vliet, 

2000). 

Presence of 3NT has been observed in the respiratory 

mucosa of asthmatic patient and in the nasal respiratory 

mucosa of patients affected by allergic rhinitis (Sato et al., 

1998; Kang et al., 2000). 

Studies documented the expression of iNOS in the 

epithelium and the inflammatory cells of the NP. But studies 

concerning presence of 3NT in the NP are few and did not 

focus on its role in recurrence of NP. 
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Aim of the Work 

This work aims at: 

Comparing 3- NT production in nasal polyps patients and 

non-nasal polyp subjects in order to study its possible role in the 

pathogenesis of NP formation and recurrence, as an indicator of 

oxidative damage in this disease. 


