
Airflow limitation that is not fully reversible ....

PATHOPHYSIOLOGY:

Two main pathologic entities:

EMPHYSEMA: 
destruction of alveoli, decreased lung elasticity & closure of small airways due to 
loss of radial support.

• Progressively destroyed over time
• PROTEASE-ANTIPROTEASE IMBALANCE (exacerbated by smoking)

CHRONIC BRONCHITIS.
“presence of cough & sputum for at least 3 months in each of two consecutive 
years”

• Combination of airway obstruction and obliteration of the pulmonary 
vascular bed results in FAILURE OF GAS EXCHANGE.

• Effect of circulating inflammatory mediators - weight loss, wasting, 
depression, metabolic derangements

STAGING:

CHRONIC OBSTRUCTIVE PULMONARY DISEASE



ACUTE EXACERBATIONS:

• Not necessarily associated with major reductions in peak flow (c/w asthma)
• Characterised by CHANGE FROM BASELINE
• VIRAL INFECTIONS MOST COMMONLY IMPLICATED
• NO CAUSE IDENTIFIED IN ONE THIRD CASES!
• CONSIDER COMORBID CAUSES OF DETERIORATION
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of the diagnostic evaluation and treatment of PE can be found 
in Chapter 86.

Lobar atelectasis occurs as a result of mucous plugging of 
bronchi and can be lethal. Similar to pneumothorax and PE, 
it may present abruptly. The chest film may show linear hori-
zontal streaking or small flarelike shadows; more often, it is 
normal. Hypoxemic reactive airway patients with a protracted 
course unresponsive to bronchodilators should be presumed to 
have either PE or atelectasis. If PE is excluded, such patients 
often require endotracheal intubation and aggressive interven-
tional pulmonary toilet.

Pneumonia is a common, devastating complication of COPD 
that leads to mortality in many patients. Its clinical appearance 
is more muted than the classically described lobar pneumonia 
of young adults. Classic symptoms of cough, fever, and toxicity 
are seen less often than the more nonspecific and subtle symp-
toms of malaise, weakness, decreased activity, and anorexia. 
Leukocytosis may or may not be present, and its presence 
should not be taken as indicative of infection, because of its low 
specificity. An infiltrate may or may not be seen, and correlation 
with previous radiographic studies may be necessary.69

Rib fractures occur in patients with COPD secondary to 
trauma, but in patients receiving steroid therapy, they can be 
due to vigorous cough alone. When rib fractures are identified, 
secondary pulmonary contusion and pneumothorax must also 
be considered. An intercostal nerve block may relieve enough 
discomfort to restore baseline pulmonary function.

Electrolyte disturbances, such as hypokalemia, hypomagne-
semia, hypocalcemia, or hypophosphatemia may impair the 
contractility of muscles.

There are other treatable chronic, nonobstructive pulmonary 
diseases. For example, bronchiectasis is an often overlooked 
cause of purulent expectoration. It may accompany and con-
tribute to COPD exacerbations. Although its pathologic char-
acteristic is dilation, not constriction, of airways, the secretions 
that accompany it may result in an obstructive component. 
Active tuberculosis must be considered in patients with  
infiltrates (not only apical), a chronic wasting course, and risk 
factors for active disease, such as immunodeficiency virus 
(HIV) disease and homelessness. Sarcoidosis, which can 
present with chronic cough and constitutional symptoms, 
usually causes a dry cough and may be suggested on the basis 
of the chest film appearance.

Finally, there are some iatrogenic causes of acute decom-
pensation in COPD. Many agents, such as beta-blockers and 
cholinergic agents, may directly or indirectly produce broncho-
spasm. A second group of potentially deleterious drugs are 
sedatives. It is important not to confuse hypoxic agitation with 
anxiety because patients with chronic respiratory failure are 
abnormally sensitive to the respiratory depressant effect of 

I. Acute exacerbations
A. Infectious

1. Viral
Rhinovirus, respiratory syncytial virus, Coronavirus, 

influenza virus
2. Bacterial

Haemophilus influenza, Streptoccocus pneumoniae, 
Moraxella (Branhamella) catarrhalis, Pseudomonas 
aeruginosa

3. Atypical bacteria
Chlamydia pneumoniae, Legionella

B. Air pollution
1. NO2

2. Ozone
3. Particulate particles

II. Other critical events
1. Pneumothorax
2. Pulmonary embolism
3. Lobar atelectasis
4. Congestive heart failure
5. Pneumonia
6. Pulmonary compression (e.g., obesity, ascites, 

gastric distention, pleural effusion)
7. Trauma (e.g., rib fractures, pulmonary contusion)
8. Neuromuscular and metabolic disorders
9. Unrelated treatable chronic pulmonary disease 

(bronchiectasis, tuberculosis, sarcoidosis)
10. Noncompliance with prescribed treatment regimens
11. Iatrogenic

a. inadequate therapy
b. inappropriate therapy (e.g., deleterious drugs)

BOX 72-1 CAUSES OF ACUTE DECOMPENSATION IN THE PATIENT 
WITH CHRONIC OBSTRUCTIVE PULMONARY DISEASE

Life-Threatening Moderate/Severe Mild

Address ABCs Oxygen to maintain O2 saturation near 
90%

Oxygen to maintain O2 saturation near 
90%

Bag-valve ventilation/preoxygenation Nebulized beta-agonist/anticholinergic MDI or nebulized beta-agonist/ 
anticholinergic

Intubation ± via rapid sequence 
technique

Noninvasive ventilation if severe Consider oral or IV corticosteroid

Inline beta-agonist/anticholinergic IV corticosteroid Consider oral antibiotic on discharge
IV corticosteroid IV antibiotic
IV antibiotic

BOX 72-2 GENERAL THERAPEUTIC GUIDELINES FOR COPD EXACERBATIONS

It is important to consider an inciting or aggravating factor and provide specific therapy as discussed in text.
ABC, airway, breathing, and circulation; COPD, chronic obstructive pulmonary disease; IV, intravenous; MDI, metered dose inhaler.

sedatives, and even small doses may significantly worsen 
hypoventilation.

Box 72-1 summarizes the causes of acute decompensation 
in the patient with COPD.

! MANAGEMENT

The only modalities that alter the progression of COPD and 
reduce mortality rates are smoking cessation and chronic 
oxygen therapy for those with severe disease.70-72 Vaccines, 
both against influenza and pneumococcus, are another impor-
tant aspect of ongoing outpatient care. An overview of the 
emergency assessment and management of COPD exacerba-
tions is provided in Box 72-2.



CLINICAL FEATURES:
• Progression is slow & insidious with increasingly frequent and debilitating 

exacerbations.
• IF BRONCHITIS PREDOMINATES:

• Findings of respiratory failure/cor pulmonale (peripheral oedema)
• Polycythaemia --> PLETHORIC APPEARANCE
• If ventilatory failure present --> somnolence/asterixis

• IF EMPHYSEMA PREDOMINATES:
• AUTO-PEEP --> purse lipped ventilation to increase intraluminal 

bronchial pressure, hunched forward, chronic overinflation
• Hyper-resonance, diminished breath sounds, faint end-expiratory 

wheeze

DIAGNOSTIC STRATEGIES:
• CHANGE in pulse oximetry from BASELINE

CXR to determine if there is an ACUTE, TREATABLE cause for acute 
deterioration:

• Pneumothorax
• Consolidation
• Atelectasis
• Also, indicates alternate diagnoses eg. CHF, effusion, tumour.

ABG:
• Should NOT be used to determine need for intubation/NIPPV as this is 

guided by fatigue, comorbidities, response to treatment

PFT:
• Add little in decision making

SPUTUM --> no value

ECG:
• P-pulmonale (peaked P waves in II, III, aVF ~ 2.5mm)
• RVH suggests cor pulmonale, but its absence does not exclude diagnosis
• Atrial arrhythmias very common (AF, MFAT)

BLOOD TESTS:
• FBC: polycythaemia, ↑WCC (can be due to hyperadrenergic state, steroids, 

infection)
• Theophylline level (outdated)
• BNP --> good negative predictive value, poor specificity for CHF.



DIFFERENTIAL DIAGNOSES:

SUDDEN DETERIORATION:
• Acute pneumothorax
• PE (COPD patients are sedentary, and those with cor pulmonale have 
↑viscosity, high peripheral venous pressure with venous stasis

• LOBAR ATELECTASIS 
• A result of sputum plugging.

• AMI

BROADER DIFFERENTIALS:
• CHF
• Asthma
• Pneumonia:

• Devastating complication
• Symptoms more non-specific, radiographic findings often less dramatic

• ARDS
• Metabolic acidosis/shock - ↑RR/ventilatory failure

MANAGEMENT:

• Only modalities that alter progression;
• SMOKING CESSATION
• OXYGEN THERAPY (severe disease)
• VACCINES (influenza/pneumococcus)

VENTILATION CHOICES:

↑CO2 (≥ 45)
↓pH (<7.35)
RR ≥ 25
↑Work of breathing

HIGHLY EFFECTIVE AT AVOIDING 
INTUBATION, ↑pH, ↓CO2, 
reducing dyspnoea
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Ventilation and Oxygenation

All COPD patients in acute respiratory distress need continu-
ous ECG and pulse oximetry monitoring. The patient in  
terminal ventilatory failure is cyanotic, speechless, lethargic, 
usually confused, and has gasping, ineffective respirations. 
Such patients require immediate endotracheal intubation and 
mechanical ventilation. Since these patients have exhausted 
all pulmonary reserve, rapid sequence technique should be 
performed with the goal of rapid paralysis and unconscious-
ness (see Chapter 1). For induction and paralysis, a combina-
tion of a hemodynamically stable sedative-hypnotic such as 
etomidate and a rapidly acting paralytic such as succinylcho-
line is an appropriate regimen.

Initial ventilator settings should include a fraction of inspired 
oxygen (FIo2) of 100%, tidal volume in the 6- to 8-mL/kg 
range, and respiratory rate of 8 to 10 breaths/minute in  
an assist control mode with an inspiratory flow rate of 80 to 
100 L/minute.73 Sedation and analgesia are indicated to facili-
tate ventilation. Neuromuscular blockade is not routinely 
required and should be avoided when possible (see Chapter 
1). Increased air trapping and resultant high intra-alveolar 
pressures physiologically induces intrinsic positive end- 
expiratory pressure (iPEEP) that can cause barotrauma. In 
addition, increased intrathoracic pressure decreases cardiac 
filling and output; therefore, peak flow pressures and systemic 
blood pressures must be carefully monitored. If continuous 
capnography is not available, ABGs should be drawn after 15 
to 20 minutes to ensure that ventilation is appropriate. In some 
settings, placement of an arterial line is helpful for monitoring 
blood pressure and ABG tensions. After intubation, permissive 
hypercapnia is essential to the ventilatory treatment of these 
patients, and subsequent normalization of pH and Pco2 should 
be gradual over many hours. Low volume and rate settings will 
result in hypercapnia and respiratory acidosis, but this approach 
helps prevent associated barotrauma often seen in treating 
these patients.74 Moreover, hyperventilation alkalosis must be 
scrupulously avoided, particularly because patients may have 
preexisting chronic metabolic alkalosis. This alkalosis can 
result in seizures and dysrhythmias, especially with coexisting 
hypokalemia.75

Noninvasive ventilatory support (NIVS) is an accepted 
alternative to invasive ventilation in many patients with ven-
tilatory failure (see Chapter 2). NIVS can be highly effective 
in avoiding intubation, increasing pH, reducing Pco2 and 
dyspnea in the first 4 hours of treatment, and reducing mortal-
ity rates.76,77 Selection of patients for NIVS continues to be 
challenging. Patients likely to benefit from NIVS are those 
with moderate to severe ventilatory failure and elevated Pco2, 
but without marked hypoxemia.78 NIVS cannot substitute for 
invasive ventilation in those patients who are hemodynami-
cally unstable or in whom respiratory arrest appears inevitable. 
On the opposite end of the spectrum, it remains unclear 
whether NIVS should be instituted in patients with mild to 
moderate exacerbations. Although the Cochrane Systematic 
Review stresses early NIVS therapy to prevent the develop-
ment of worsening acidosis and need for intubation, there is 
insufficient evidence to recommend the routine use of NIVS 
in mild exacerbations.77,79 Table 72-2 outlines inclusion and 
exclusion criteria for the use of NIVS.

NIVS can be delivered by either a nasal or a full-face mask. 
Modes of ventilation include continuous positive airway pres-
sure (CPAP) and biphasic positive airway pressure (BiPAP).80 
Patients with COPD and respiratory distress have significant 
intrinsic PEEP (iPEEP), and this acts as an inspiratory thresh-
old for the patient and increases the work of breathing.81 Both 
modes of NIVS help to counteract this iPEEP and thereby 

Table 72-2 Suggested Selection and Exclusion Criteria for 
the Use of NIVS

SELECTION CRITERIA (ONE OR 
MORE MAY BE PRESENT)

EXCLUSION CRITERIA (ANY MAY 
BE PRESENT)

Moderate to severe dyspnea 
with use of accessory 
muscles and paradoxical 
abdominal motion

Respiratory rate > 25 
breaths/minute

Moderate to severe acidosis 
(pH < 7.35) and 
hypercapnia (Paco2

> 45 mm Hg)

Respiratory arrest
Cardiovascular instability
Uncooperative patient (agitated 

or severely somnolent)
Upper airway obstruction
High aspiration risk
Recent facial or 

gastroesophageal surgery
Craniofacial trauma, fixed 

nasopharyngeal abnormalities
Nonfitting mask

Adapted from Rabe K, Hurd S, Anzueto A, et al: Global strategy for the 
diagnosis, management, and prevention of chronic obstructive pulmonary 
disease: GOLD executive summary. Am J Respir Crit Care Med 176:532, 2007; 
and Soto F, Varkey B: Evidence-based approach to acute exacerbations of 
COPD. Curr Opin Pulm Med 9:117, 2003.

NIVS, noninvasive ventilatory support; Paco2, arterial partial pressure of carbon 
dioxide.

decrease the work of breathing. Nasal CPAP is a simple tech-
nique, and 5 to 10 cm H2O pressure is required. When using 
BiPAP ventilation, expiratory positive airway pressures are 
typically set at 2.5 to 5 cm H2O, while inspiratory pressures 
range between 7.5 and 15 cm H2O.

If the patient experiences relief of dyspnea, has stronger 
respirations, and becomes more alert, intubation may be 
averted, but the patient must be diligently observed for dete-
rioration. Increasing respiratory rate, lethargy, exhaustion, 
speechlessness, paradoxical abdominal breathing movements, 
and falling oxygen saturation despite therapy mandates inva-
sive ventilation.

The most important factor in the decision to intubate is the 
patient’s clinical status, not ABG measurements. Even in the 
face of a significant rise in Pco2 with oxygen administration, 
intubation may be unnecessary if the patient’s clinical status 
has stabilized. Similarly, improving ABG values should not 
overrule the clinical impression of deterioration. Temporary 
improvement may be followed by exhaustion and respiratory 
failure. Table 72-3 outlines indications for invasive mechanical 
ventilation. Several of these criteria, adapted from the GOLD 
collaborators, are subject to interpretation, underscoring  

Table 72-3 Proposed Indications for 
Mechanical Ventilation

Respiratory arrest
Worsening level of consciousness despite maximal therapy*
Cardiovascular instability (shock, heart failure)*
NIPPV failure or exclusion criteria (see Table 72-2)
Severe dyspnea with use of accessory muscles and paradoxical 

abdominal motion*
Severe tachypnea*
Life-threatening hypoxia
Severe acidosis and hypercapnea*
Other complications (metabolic abnormalities, sepsis, 

pneumonia, pulmonary embolism, barotraumas, massive 
pleural effusion)*

Adapted from Rabe K, Hurd S, Anzueto A, et al: Global strategy for the 
diagnosis, management, and prevention of chronic obstructive pulmonary 
disease: GOLD executive summary. Am J Respir Crit Care Med 176:532, 2007.

*For several of these parameters, criteria are deliberately imprecise; clinical 
decisions must be individualized in each case.

NIPPV, nasal intermittent positive-pressure ventilation.



OXYGEN ADMINISTRATION:
• Risks of hypoxaemia need to be weighted against the risk of reducing 

ventilation
• Titrate to maintain SaO2 ≥ 90% with Venturi mask
• Those breathing inappropriately  SLOWLY are at highest risk of apnoea with 

oxygen therapy

DRUG THERAPY:

BRONCHODILATORS:
• First line agents 

(even though bronchospasm not inciting event in acute exacerbations)
• β-agonists and anticholinergics in concert

• MDI if able, nebulised otherwise.
• Long-act ing agents in chronic stable COPD (TIOTROPIUM, 

SALMETEROL), no use in ED setting

CORTICOSTEROIDS:
• Evidence points to modest decrease in relapse rate of acute 

exacerbations and improvement in dyspnoea
• Prednisone 30-50mg daily (dose recommendations vary widely), OR 

Hydrocortisone 100mg q6h and convert to oral as soon as possible
• Duration 7-14 days (no benefit with longer course)
• SIDE EFFECTS:

o Myopathy
o ↑BSLs
o Immune suppression

CLINICAL ACUMEN RATHER THAN ABG 
Initial settings:

• TV 6-8mL/kg, RR 8-10

PERMISSIVE HYPERCAPNIA 
(helps avoid barotrauma from iPEEP) 
 pH 7.15 -7.20. 

Normalise over HOURS
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Ventilation and Oxygenation

All COPD patients in acute respiratory distress need continu-
ous ECG and pulse oximetry monitoring. The patient in  
terminal ventilatory failure is cyanotic, speechless, lethargic, 
usually confused, and has gasping, ineffective respirations. 
Such patients require immediate endotracheal intubation and 
mechanical ventilation. Since these patients have exhausted 
all pulmonary reserve, rapid sequence technique should be 
performed with the goal of rapid paralysis and unconscious-
ness (see Chapter 1). For induction and paralysis, a combina-
tion of a hemodynamically stable sedative-hypnotic such as 
etomidate and a rapidly acting paralytic such as succinylcho-
line is an appropriate regimen.

Initial ventilator settings should include a fraction of inspired 
oxygen (FIo2) of 100%, tidal volume in the 6- to 8-mL/kg 
range, and respiratory rate of 8 to 10 breaths/minute in  
an assist control mode with an inspiratory flow rate of 80 to 
100 L/minute.73 Sedation and analgesia are indicated to facili-
tate ventilation. Neuromuscular blockade is not routinely 
required and should be avoided when possible (see Chapter 
1). Increased air trapping and resultant high intra-alveolar 
pressures physiologically induces intrinsic positive end- 
expiratory pressure (iPEEP) that can cause barotrauma. In 
addition, increased intrathoracic pressure decreases cardiac 
filling and output; therefore, peak flow pressures and systemic 
blood pressures must be carefully monitored. If continuous 
capnography is not available, ABGs should be drawn after 15 
to 20 minutes to ensure that ventilation is appropriate. In some 
settings, placement of an arterial line is helpful for monitoring 
blood pressure and ABG tensions. After intubation, permissive 
hypercapnia is essential to the ventilatory treatment of these 
patients, and subsequent normalization of pH and Pco2 should 
be gradual over many hours. Low volume and rate settings will 
result in hypercapnia and respiratory acidosis, but this approach 
helps prevent associated barotrauma often seen in treating 
these patients.74 Moreover, hyperventilation alkalosis must be 
scrupulously avoided, particularly because patients may have 
preexisting chronic metabolic alkalosis. This alkalosis can 
result in seizures and dysrhythmias, especially with coexisting 
hypokalemia.75

Noninvasive ventilatory support (NIVS) is an accepted 
alternative to invasive ventilation in many patients with ven-
tilatory failure (see Chapter 2). NIVS can be highly effective 
in avoiding intubation, increasing pH, reducing Pco2 and 
dyspnea in the first 4 hours of treatment, and reducing mortal-
ity rates.76,77 Selection of patients for NIVS continues to be 
challenging. Patients likely to benefit from NIVS are those 
with moderate to severe ventilatory failure and elevated Pco2, 
but without marked hypoxemia.78 NIVS cannot substitute for 
invasive ventilation in those patients who are hemodynami-
cally unstable or in whom respiratory arrest appears inevitable. 
On the opposite end of the spectrum, it remains unclear 
whether NIVS should be instituted in patients with mild to 
moderate exacerbations. Although the Cochrane Systematic 
Review stresses early NIVS therapy to prevent the develop-
ment of worsening acidosis and need for intubation, there is 
insufficient evidence to recommend the routine use of NIVS 
in mild exacerbations.77,79 Table 72-2 outlines inclusion and 
exclusion criteria for the use of NIVS.

NIVS can be delivered by either a nasal or a full-face mask. 
Modes of ventilation include continuous positive airway pres-
sure (CPAP) and biphasic positive airway pressure (BiPAP).80 
Patients with COPD and respiratory distress have significant 
intrinsic PEEP (iPEEP), and this acts as an inspiratory thresh-
old for the patient and increases the work of breathing.81 Both 
modes of NIVS help to counteract this iPEEP and thereby 

Table 72-2 Suggested Selection and Exclusion Criteria for 
the Use of NIVS

SELECTION CRITERIA (ONE OR 
MORE MAY BE PRESENT)

EXCLUSION CRITERIA (ANY MAY 
BE PRESENT)

Moderate to severe dyspnea 
with use of accessory 
muscles and paradoxical 
abdominal motion

Respiratory rate > 25 
breaths/minute

Moderate to severe acidosis 
(pH < 7.35) and 
hypercapnia (Paco2

> 45 mm Hg)

Respiratory arrest
Cardiovascular instability
Uncooperative patient (agitated 

or severely somnolent)
Upper airway obstruction
High aspiration risk
Recent facial or 

gastroesophageal surgery
Craniofacial trauma, fixed 

nasopharyngeal abnormalities
Nonfitting mask

Adapted from Rabe K, Hurd S, Anzueto A, et al: Global strategy for the 
diagnosis, management, and prevention of chronic obstructive pulmonary 
disease: GOLD executive summary. Am J Respir Crit Care Med 176:532, 2007; 
and Soto F, Varkey B: Evidence-based approach to acute exacerbations of 
COPD. Curr Opin Pulm Med 9:117, 2003.

NIVS, noninvasive ventilatory support; Paco2, arterial partial pressure of carbon 
dioxide.

decrease the work of breathing. Nasal CPAP is a simple tech-
nique, and 5 to 10 cm H2O pressure is required. When using 
BiPAP ventilation, expiratory positive airway pressures are 
typically set at 2.5 to 5 cm H2O, while inspiratory pressures 
range between 7.5 and 15 cm H2O.

If the patient experiences relief of dyspnea, has stronger 
respirations, and becomes more alert, intubation may be 
averted, but the patient must be diligently observed for dete-
rioration. Increasing respiratory rate, lethargy, exhaustion, 
speechlessness, paradoxical abdominal breathing movements, 
and falling oxygen saturation despite therapy mandates inva-
sive ventilation.

The most important factor in the decision to intubate is the 
patient’s clinical status, not ABG measurements. Even in the 
face of a significant rise in Pco2 with oxygen administration, 
intubation may be unnecessary if the patient’s clinical status 
has stabilized. Similarly, improving ABG values should not 
overrule the clinical impression of deterioration. Temporary 
improvement may be followed by exhaustion and respiratory 
failure. Table 72-3 outlines indications for invasive mechanical 
ventilation. Several of these criteria, adapted from the GOLD 
collaborators, are subject to interpretation, underscoring  

Table 72-3 Proposed Indications for 
Mechanical Ventilation

Respiratory arrest
Worsening level of consciousness despite maximal therapy*
Cardiovascular instability (shock, heart failure)*
NIPPV failure or exclusion criteria (see Table 72-2)
Severe dyspnea with use of accessory muscles and paradoxical 

abdominal motion*
Severe tachypnea*
Life-threatening hypoxia
Severe acidosis and hypercapnea*
Other complications (metabolic abnormalities, sepsis, 

pneumonia, pulmonary embolism, barotraumas, massive 
pleural effusion)*

Adapted from Rabe K, Hurd S, Anzueto A, et al: Global strategy for the 
diagnosis, management, and prevention of chronic obstructive pulmonary 
disease: GOLD executive summary. Am J Respir Crit Care Med 176:532, 2007.

*For several of these parameters, criteria are deliberately imprecise; clinical 
decisions must be individualized in each case.

NIPPV, nasal intermittent positive-pressure ventilation.



ANTIBIOTICS:
• Recommended in patients with:

• ↑ sputum purulence with either:
• ↑ sputum volume
• ↑ dyspnoea

• IV antibiotics generally required only if:
• Impaired mental state
• Unable to swallow safely
• CXR confirming pneumonia --> follow CAP guidelines

• Use AMOXICILLIN 500mg q8h or DOXYCYCLINE 100mg bd for five days
• Use of newer fluoroquinolones controversial (data suggest improvement but 

limited by their use in less severely effected patients 
(use only if documented resistance).

DISPOSITION.

Significant deterioration from baseline is a general guideline for admission.

Consider response to ED treatment, comorbidities, ability to function at home.


