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ED ITO RIAL

RHINITIS AS A PRECURSOR FOR ASTHMA 

It is well known that almost all patients w ith allergic asthma simultaneously present

symptoms of rhinitis, although the severity of the underlying disease may minimize the

annoyance produced by nasal symptoms, w hich are scarcely noticeable in some pa-

tients. In contrast, only 12-20 % of patients w ith allergic rhinitis suffer from asthma1,2.

These epidemiological data are in agreement w ith the idea that, because the airway mu-

cosa is a functional unit, for asthma to occur, bronchial lability (bronchial hyperreactivity)

must exist, a condition not found in many patients w ith rhinitis. Moreover, in many cases,

the atopic disposition of these patients is obvious from other allergic manifestations,

such as atopic dermatitis or food allergy, demonstrating the immune system’s unified

response3. 

The respiratory mucosa shows structural and functional homogeneity in all areas whe-

re it is found w ith the exception of greater vascularization in the nasal area. Its specific

function lies in providing a defense against the noxious agents that so abundantly pene-

trate through the airways. The entire inner layer of the airways participates in the ciliary

defense system w ith which the epithelial cells are endowed, in addition to the various

mucosal glands and cells of the immune system, present in the subepithelial layer th-

roughout the mucosa4. Likewise, it can present a unified response, although in different

ways, against allergens in individuals w ith an atopic disposition or in other circumstances.

For this reason, allergic airway disease is commonly manifested by symptoms that af-

fect the entire mucosa (the frequent co-occurrence of asthma and rhinitis, rhinosinusitis

or rhinoconjunctivitis), although frequently only a partial stretch is affected, w ith symp-

toms exclusive to the upper airway being distinguished (rhinitis, rhinosinusitis, rhinop-

haryngitis). In contrast, involvement of the lower airways (tracheobronchitis, asthma) is al-

ways accompanied by symptoms of rhinitis or rhinopharyngitis. 

Pediatric experience shows that many children begin w ith symptoms of rhinitis and

that months or years later some children manifest symptoms characteristic of the lower

respiratory tract until finally they have an asthmatic crisis. A similar phenomenon occurs

in adults, above all when the process is due to occupational overexposure to contami-

nants or allergens. In both cases, predisposit ion to progression of the disease

(rhinitis/asthma) should be investigated to establish appropriate preventive treatment. 
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Several studies published some time ago5-8, in which bronchial sensitivity was evalua-

ted through methacholine or histamine challenge in patients whose sole allergic mani-

festation was rhinitis, led to the suspicion that to a large extent disease progression de-

pends on the existence of bronchial lability because it was found that not all patients w ith

rhinitis showed bronchial lability; consequently the possibility that they would develop

asthma would only depend on excessive exposure to allergens or harmful substances

that would give rise to inflammation of the respiratory mucosa w ith the consequent in-

crease in bronchial reactivity (acquired hyperreactivity). 

Other recent studies have confirmed and added to these already known findings, that

is, the functional unity of the respiratory mucosa as the substrate of allergic reaction in

both processes (rhinitis and asthma) as well as the anatomical-physiological bases that

distinguish them1,9-12. The importance of these studies is undoubted since they help to es-

tablish the therapeutic measures required to prevent, as far as possible, the development

of asthma in patients w ith rhinitis in whom challenge w ith methacholine, histamine or

other current methods reveal bronchial lability. 

Maximizing anti-allergic measures in the patient’s home or workplace should be an ade-

quate general rule but is inadequate given the difficulty of completely eliminating or suf-

ficiently reducing aeroallergens. Topical or systemic medication merely reduces or pre-

vents symptoms but does not prevent disease progression. Hence the advisability of

establishing a treatment that could modify the anomalous immune response characteris-

t ic of allergic reaction, such as immunotherapy, a procedure highlighted in the

above-mentioned review articles, and corroborated by other authors13,14 and which could

even reduce bronchial reactivity, as confirmed by Pichler et al15 and Grembale et

al16 among other authors. 

F. Muñoz-López
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