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Abstract 

Allergic rhinitis is a very common disorder that affects people of all ages. It is strongly linked to asthma and 

conjunctivitis. It is ignored, underdiagnosed, misdiagnosed, and mistreated. Allergic rhinitis is not a serious 

illness. but, major risk is that poor asthma control and affects quality of life and productivity at work or school. 

Allergic rhinitis is shows same symptoms as common cold. so, difficult to identify.to confirm the diagnosis, 

specific IgE reactivity needs to be recorded. Many classes of drug are available, effective, and safe. In meta-

analyses, intranasal corticosteroids are superior to other treatments, have a good safety profile, and treat all 

symptoms of allergic rhinitis effectively. First-generation antihistamines are associated with sedation, 

psychomotor retardation, and reduced academic performance. Third-generation antihistamines shows less 

sedation. Proper management of drugs must follows for reduced sedation and side effects. 
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Introduction 

Rhinitis is defined as inflammation of the nasal mucosa. It is a common disorder that affects up to 40% of the 

population [1]. Allergic rhinitis is the most common type of chronic rhinitis, affecting 10 to 20% of the 

population, and evidence suggests that the prevalence of the disorder is increasing. Severe allergic rhinitis has 

been associated with significant impairments in quality of life, sleep and work performance [2].Allergic rhinitis is 

characterised by sneezing, rhinorrhoea, and nasal congestion. It is mediated by early-phase and late-phase 

hypersensitivity responses—similar to those in allergic asthma—to indoor and outdoor environmental allergens 
[3]. In children, the combination of rhinoviral infection, allergic sensitization and allergen exposure gives an odds 

ratio of 19 for admission to hospital for asthma [6]. Allergic rhinitis adversely affects social life, school 

performance, and work productivity [1]. Particularly in patients with severe disease [11]. Rhinitis symptoms have a 

detrimental effect on academic performance [12]. The ARIA (Allergic Rhinitis and its Impact on Asthma) 

guideline1, 15 focuses on quality of life as a principal consideration in assessment and treatment. It provides a 

global, evidence-based, pragmatic, stepwise approach to treatment of allergic rhinitis and has been updated and 

evaluated in recent years with GRADE (grading of recommendations assessment, development, and evaluation) 

methodology [15]. Immunotherapy is available via sublingual and subcutaneous routes at present, mainly for 

individuals with allergic rhinitis uncontrolled by pharmacotherapy and allergen avoidance. Immunotherapy is 

also the only treatment currently available that probably alters disease course, reducing progression not only of 

sensitisation but also of rhinitis to asthma [1]. This article provides an overview of the recommendations provided 

in these guidelines as well as a review of current literature related to the pathophysiology, diagnosis, and 

appropriate management of allergic rhinitis. 

 

Pathophysiology 

In allergic rhinitis, numerous inflammatory cells, including mast cells, CD4-positive T cells, B cells, 

macrophages, and eosinophils, infiltrate the nasal lining upon exposure to an inciting allergen (most commonly 

airborne dust mite fecal particles, cockroach residues, animal dander, moulds, and pollens). The T cells 

infiltrating the nasal mucosa are predominantly T helper (Th) 2 in nature and release cytokines (e.g., interleukin 

[IL]-3, IL-4, IL-5, and IL-13) that promote immunoglobulin E (IgE) production by plasma cells. IgE production, 

in turn, triggers the release of mediators, such as histamine and leukotrienes, that are responsible for arteriolar 

dilation, increased vascular permeability, itching, rhinorrhea (runny nose), mucous secretion, and smooth muscle 

contraction [1, 2]. Crosslinking of IgE bound to mast cells by allergens, in turn, triggers the release of mediators, 

such as histamine and leukotrienes, that are responsible for arteriolar dilation, increased vascular permeability, 

itching, rhinorrhea, mucous secretion, and smooth muscle contraction in the lung [11, 2]. A non-IgE mediated 

hyperresponsiveness can develop due to eosinophilic infiltration and nasal mucosal obliteration. The nasal 

mucosa now becomes hyperreactive to normal stimuli (such as tobacco smoke, cold air) and causes symptoms of 

sneezing, rhinorrhea, and nasal pruritis [4]. 
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Fig 1: During an allergy season when birch pollen levels were increased (A), associated nasal symptom scores 

gradually increased (B) and correlated significantly with the logarithm of the pollen count (r = 0.68, P <.01). A 

significant increase in the number of mast cells in the imprint area (C) and the percentage of eosinophils in nasal 

lavage fluid (D) also occurred during the allergy season compared with preseason values. 
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Fig 2 

 

Diagnosis and investigations 

Allergic rhinitis is usually a long-standing condition that often goes undetected in the primary-care setting. 

Patients suffering from the disorder often fail to recognize the impact of the disorder on quality of life and 

functioning and, therefore, do not frequently seek medical attention. In addition, physicians fail to regularly 

question patients about the disorder during routine visits [1, 14]. Therefore, screening for rhinitis is recommended, 

particularly in asthmatic patients since studies have shown that rhinitis is present in up to 95% of patients with 

asthma [15, 16, 17, 18]. A thorough history and physical examination are the cornerstones of establishing the 

diagnosis of allergic rhinitis (see Table 2). Allergy testing is also important for confirming that underlying 

allergies cause the rhinitis [1]. Referral to an allergist should be considered if the diagnosis of allergic rhinitis is in 

question. 

 

Treatment 

The treatment goal for allergic rhinitis is relief of symptoms. Therapeutic options available to achieve this goal 

include avoidance measures, nasal saline irrigation, oral antihistamines, intranasal corticosteroids, combination 

intranasal corticosteroid/antihistamine sprays; leukotriene receptor antagonists (LTRAs), and allergen 

immunotherapy (see Fig. 2). Other therapies that may be useful in select patients include decongestants and oral 

corticosteroids. If the patient’s symptoms persist despite appropriate treatment, referral to an allergist should be 

considered. As mentioned earlier, allergic rhinitis and asthma appear to represent a combined airway 

inflammatory disease and, therefore, treatment of asthma is also an important consideration in patients with 

allergic rhinitis. 

 

Antihistamines 

The second-generation oral anti-histamines (e.g., desloratadine [Aerius], fexofenadine [Allegra], loratadine 

[Claritin], cetirizine [Reactine]) are the first-line pharmacological treatments recommended for all patients with 

allergic rhinitis. Recently, two new second-generation antihistamines—Bilastine (Blexten) and rupatadine 

(Rupall)—have been introduced in Canada. At present, these antihistamines are available by prescription only 

(The second-generation oral anti-histamines have been found to effectively reduce sneezing, itching and 

rhinorrhea when taken regularly at the time of maximal symptoms or before exposure to an allergen. Although 

the older (first-generation) sedating antihistamines (e.g., diphenhydramine, chlorpheniramine) are also effective 

in relieving symptoms, they have been shown to negatively impact cognition and functioning and, therefore, they 

are not routinely recommended for the treatment of allergic rhinitis [1, 14]. 
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Intranasal corticosteroids 

Intranasal corticosteroids are also first-line therapeutic options for patients with mild persistent or 

moderate/severe symptoms and they can be used alone or in combination with oral antihistamines. When used 

regularly and correctly, intranasal corticosteroids effectively reduce inflammation of the nasal mucosa and 

improve mucosal pathology. Studies and meta-analyses have shown that intranasal corticosteroids are superior to 

antihistamines and leukotriene receptor antagonists in controlling the symptoms of allergic rhinitis, including 

nasal congestion, and rhinorrhea [19, 20, 21, 22]. They have also been shown to improve ocular symptoms and reduce 

lower airway symptoms in patients with concurrent asthma and allergic rhinitis [23, 24, 25]. 

It is important to note that most patients with allergic rhinitis presenting to their primary-care physician have 

moderate-to-severe symptoms and will require an intranasal corticosteroid. Bousquet et al. [30] noted improved 

outcomes in patients with moderate-to-severe symptoms treated with a combination of these agents. 

 

Combination intranasal corticosteroid and antihistamine nasal spray 

If intranasal corticosteroids are not effective, a combination corticosteroid/antihistamine spray can be tried. 

Combination fluticasone propionate/azelastine hydrochloride (Dymista) is now available in Canada. This 

combination spray has been shown to be more effective than the individual components with a safety profile 

similar to intranasal corticosteroids [31, 32, 33, 34]. 

Leukotriene receptor antagonists (LTRAs) 

The LTRAs montelukast and zafirlukast are also effective in the treatment of allergic rhinitis; however, they do 

not appear to be as effective as intranasal corticosteroids [35, 36, 37]. Although one short-term study found the 

combination of LTRAs and antihistamines to be as effective as intranasal corticosteroids [38], longer-term studies 

have found intranasal corticosteroids to be more effective than the combination for reducing nighttime and nasal 

symptoms [20, 39]. It is important to note that in Canada, montelukast is the only LTRA indicated for the treatment 

of allergic rhinitis in adults. 

LTRAs should be considered when oral antihistamines, intranasal corticosteroids and/or combination 

corticosteroid/antihistamine sprays are not well tolerated or are ineffective in controlling the symptoms of 

allergic rhinitis. If combination pharmacological therapy with oral antihistamines, intranasal corticosteroids, 

combination corticosteroid/antihistamine sprays and LTRAs is not effective or is not tolerated, then allergen 

immunotherapy should be considered [1, 14]. 

 

Allergen immunotherapy 

Allergen immunotherapy involves the subcutaneous administration of gradually increasing quantities of the 

patient’s relevant allergens until a dose is reached that is effective in inducing immunologic tolerance to the 

allergen (see Allergen-specific Immunotherapy article in this supplement). Allergen immunotherapy is an 

effective treatment for allergic rhinitis, particularly for patients with intermittent (seasonal) allergic rhinitis 

caused by pollens, including tree, grass and ragweed pollens [40, 41, 42, 43]. It has also been shown to be effective for 

the treatment of allergic rhinitis caused by house dust mites, Alternaria, cockroach, and cat and dog dander 

(although it should be noted that therapeutic doses of dog allergen are difficult to attain with the allergen extracts 

available in Canada). Allergen immunotherapy should be reserved for patients in whom optimal avoidance 

measures and pharmacotherapy are insufficient to control symptoms or are not well tolerated. Since this form of 

therapy carries the risk of anaphylactic reactions, it should only be prescribed by physicians who are adequately 

trained in the treatment of allergy and who are equipped to manage possible life-threatening anaphylaxis [1]. 

Evidence suggests that at least 3 years of allergen-specific immunotherapy provides beneficial effects in patients 

with allergic rhinitis that can persist for several years after discontinuation of therapy [44, 45]. In Canada, most 

allergists consider stopping immunotherapy after 5 years of adequate treatment. Immunotherapy may also reduce 

the risk for the future development of asthma in children with allergic rhinitis [41]. 

Typically, allergen immunotherapy is given on a perennial basis with weekly incremental increases in dose over 

the course of 6–8 months, followed by maintenance injections of the maximum tolerated dose every 3–4 weeks 

for 3–5 years. After this period, many patients experience a prolonged, protective effect and, therefore, 

consideration can be given to stopping therapy. Pre-seasonal preparations that are administered on an annual 

basis are also available [1, 14]. 

Sublingual immunotherapy is a way of desensitizing patients and involves placing a tablet of allergen extract 

under the tongue until it is dissolved. It is currently available for the treatment of grass and ragweed allergy, as 

well as house dust mite-induced allergic rhinitis (with or without conjunctivitis). At present, four sublingual 

tablet immunotherapy products are available in Canada: Oralair®, Grastek®, Ragwitek® and Acarizax™ [46, 47, 48, 

49]. The sublingual route of immunotherapy offers multiple potential benefits over the subcutaneous route 

including the comfort of avoiding injections, the convenience of home administration, and a favourable safety 

profile. Like subcutaneous immunotherapy, sublingual immunotherapy is indicated for those with allergic 

rhinitis who have not responded to or tolerated conventional pharmacotherapy, or who are adverse to the use of 

these conventional treatments. 
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