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I. Astham is chronic inflammatory disorder of the airways in which many cells and cellular elements playa  role, in particular, mast cells, eosinphils, T lymphocytes, macrophages neurtrophils, and epithelial cells. In susceptible individuals, this inflammation cuases recurrent episodes of wheezing, breathlessness, chest tightness, and coughing, particularly at night or in the early morning. These episodes are associated with widespread but variable airway obstruction that is often reversible either spontaneously or with treatment. The inflammation also causes an associated increase in the existing bronchial hyperresponsiveness to a variety of stimuli

II. Chronic inflammatory disease, obstructions produce wheezing, nighttime condition,  bronchial hyperresponsiveness, what occurs when you are exposed to what causes the asthma

III. Asthma exacerbation phases

A. immediate phase

1. caused by allergen induced release of chemical mediators:  histamine main mediator causing acute bronchoconstriction

2. characterized by abrupt bronchoconstriction

3. beta agonists work here

B. late phase

1. characterized by progressive airway inflammation and bronchial hyperresponsiveness

2. mechanical obstruction

3. beta agonists don’t work here, need anti inflammatory agents

4. but also will se other mediators produced by T lymphocytes and neutrophils

5. TH1 associated with infection, TH2 associated with allergy, these two populations of lymphocytes, of helper t lymphocytes, are if one is increased, then the other one is lowered

IV. immunohistopathologic features

A. denudation epithelium

B. edema

V. consequences of airway wall remodeling

A. acute bronchosctriction

B. airway edema

C. mucus plug fomfmation

D. airway wall remodling (sub-basement membrane fibrosis)

E. bronchial obstruction (airflow limitation)

VI. epidemiology:  most common in children, falta la escuela

VII. theories epidemic

A. environmental changes

B. reduction in childhood infection

C. genetic changes

D. increased allergen exposure

E. iatrogenic

VIII. criteria for establishing diagnosis

A. episodic symptoms of airflow obstruction are present: one attack of asthma, or bronchiolitis, or bronchitis, does not qualify as asthma, must have a pattern of various episodes of wheezing for the person to be asthmatic

B. airflow obstruction is at least partially reversible:  12-15% improvement FEV1 with treatment

C. alternative diagnoses are excluded

IX. differential diagnosis in infants and children

A. allergic rhintis and sinusitis

B. foreign body in trachea or bronchus:  wheezing is unilateral, if the mani obstruye completemente el broncho, va a tener colapso de lobulo parcialmente y no va a escuchar wheezing

C. vocal cord dysfunction

D. vascular rings or laryngeal webs

E. laryngotracheomalacia

F. viral bronchiolitis or obliterative bronchilitis

G. cystic fibrosis

H. bronchopulmonary dysplasia

I. heart diseae:  patient in CHF will have wheezing and pulmonary edema

J. aspiration from swallowing dysfunction or reflux

X. history

A. identify symptoms

1. cough, worse at night

2. rcurrent whezzing

3. recurrent difficulty in breathing

4. recurrent chest tightness

B. support information

C. assess severity

D. identify possible precipitating factors

XI. factors contributing to severity

A. viral respiratory infections

B. disappears at 4-6 years old

C. family history

D. inhalant allergens: animal allergens, house dust mites, cockroach allergens, indoore molds, outdoor

E. tobacco

F. air polulingtants

G. rhinitis/sinusitis

H. GERD

I. Medications: ASA, NSAIDS, beta blockers

J. Psychosocial factors:  tiene bonding to mother

XII. physical examinations

A. chest hyperexpansion AP diameter increased

B. use of accessory muscles

C. wheezing

D. proloned expiration

E. rhintis/nasal polyps

XIII. diagnostic studies

A. pulmonary function tests: pre and post brochodilatero

B. function pulmonary

C. spirometry

D. lung vol measurements

E. diffusion capacity

F. bronchoprovocation tests:  exercise, methacholine, histamine, antigens (ragweed)

XIV. when to obtain a chest xray: obtain if

A. clinical signs suggest other diagnosis

B. child does not respond aggressive treatment

C. clinical findings are localized

D. child has a fever suggestive of pneumonia

E. child has a chistory of pneumothorax

XV. allergy evaluation

A. nasal and sputumc tilogy

B. serum IgE

C. allergy testing

1. skin testing

2. RAST: children unable to cooperate with skin testing, unable to stop allergy medications, patients with diffuse dermatitis

XVI. bronchoscpy

A. foreign body aspiration

B. recurrent apspiration

C. laryngeomalacia or tracheomlalacio

D. do rigid bronchoscopy not flexible whih won’t remove things

XVII. goals of therapy

A. prevent chronic and troublesome symptoms

B. maintain (near) normal pulm function

C. maintain normal activity

D. prevent recurrent exacerbations and minimize need for RE visits or hps

E. provide optimal meds with min or nor adverse side effects

F. meet famil and mpatients’s expectations of and satisfisfaction with asthma care

XVIII. pharm therapy

A. quick relief meds: treatment symptoms and exacerbations

B. long term control meds: achieve and maintain control of persistent asthma, anti inflam medicatisons

C. step down approach

D. inhaled

1. higher concentration delivered more effectively to airways

2. more rapid onset of action

3. minimize side effects

4. methods of administration

a. metered dose inhalers: CFC’s vs HFA, dry powder inhalers, spacers

b. home nebulizers

E. systemic: oral vs parenteral

F. short acting attack:  beta two agonists, last 4-6 hours, so give steroids for sustained effects

G. anticholinergics: added to beta 2 agonists in severe exacerbation

H. systemic corticosteroids: slow onset of action (>4hrs) so begin early, inicated in modfetate to severe asthma exacerbations

I. prevent progression

J. most potent and effecti lobng term control medications for asthma

K. supperss generation of cytokines, recruitment of airway eosinophils, and release of inflammatory mediators

L. Block late reaction to allergen and reduce aiway hyperresponsiveness

M. Cromolyn sodium and nedocromil: block chloride channels, modulate mast cell mediator release and eosinphil recruitmenet, inhibit early response

N. Long acting beta 2 agonists: relax airway smooth muscle by stimulating  beta 2 receptors, resulting in functional antoagnisms to bronchoconstricition, Duration of >12 hours in single dose, Not indicated tin acute asthma exacerbations, adjunct ot anti inlammator therapy, useful in nocturnal and exercise induced asthma, combo of these with steroids might be the most effective chronic asthma therapy

O. Methylxatnhitnes: not used now, many secondary effects, dosis toxica convulsions, interacts with cimetidine

P. Leukotriene modifiers

1. zileuton

2. zafirlukast

3. montelukast

4. useful to lower dosage of steroids

