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Asthma is a chronic inflammatory disorder of the airways. This chronic
inflammation is responsible for increased airway hyperresponsiveness to a variety of
stimuli and for recurrent symptoms and airflow limitation which are the characteristic
features of asthma. One of the common contributing factors for developing asthma attacks
is respiratory tract infection. Viral respiratory infections increase asthma severity in many
patients. Furthermore, it has been observed that airway responsiveness increases in subjects
during a viral respiratory infection and may persist for several months beyond the initial
illness. Therefore, viral and other organisms such as Mycoplasma pneumoniae and
Chlamydia pneumoniae may be responsible for the causative factors that sensitize the

airways and cause the onset of asthma.
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Table 1. Predominant organisms causing exacerbation of asthma.

Age

Agents

Preschool (0-4 1)
nawis3un

W@nIeiseu(s-16 1)

School age

Adult
(dlng))

Respiratory syncytial virus
Parainfluenza virus
Influenza virus

Rhinovirus

Coronavirus

Rhinovirus

Influenza virus
Mycoplasma pneumoniae
Parainfluenza virus

Respiratory syncytial virus

Influenza virus
Rhinovirus
Mycoplasma pneumoniae

Chlamydia pneumoniae
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Sensitization of afferent vagus sensory fibers

Enhanced leukocyte inflammatory function

Generation of chemical mediators
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Alterations of the respiratory autonomic nervous system

Virus-enhanced beta-adrenergic blockage

Increased airway cholinergic hypersensitivity

Changes in nonadrenergic noncholinergic neuropeptides

Production of virus-specific IgE antibody
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Table 3. Potential contributing mechanisms of virus induced BHR.®?

Lytic Viral Infection
Acute Effects
- Epithelial necrosis
- Increased bronchial
permeability
- Exposure of airway
wall nerves
- Inflammatory cell

infiltration

Chronic Sequele
- Virus as aeroallergen
- Virus initiated atopic
state
- Increased numbers of
mast cells in

airway walls

Persistent Infection
Ongoing inflammation
Altered immune

regulation

Latent Infection

Episodic activation

Incoporation in host
genome:

- viral protein

- altered gene
regulation and

expression
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