Acute respiratory distress syndrome (ARDS)

DEFINITIONS
· Acute lung injury (ALI)

· acute and persistent lung inflammation
· increased vascular permeability
· Bilateral radiographic infiltrates
· PaO2/FiO2 between 201 and 300 mmHg
· No clinical evidence for an elevated left atrial pressure. If measured, the pulmonary capillary wedge pressure is 18 mmHg or less
· ARDS

· hypoxia is worse, requiring a PaO2/FiO2 ratio of 200 mmHg or less
PATHOPHYSIOLOGY
· Impaired gas exchange: Ventilation-perfusion mismatching, physiologic shunting(hypoxemia
· Decreased lung compliance: rise in airway pressures, Increased airways resistance
· Pulmonary hypertension: hypoxic vasoconstriction, vascular compression by positive pressure ventilation
CLINICAL COURSE

1. Exudative Phase (first 7 days)
· Alveolar capillary endothelium cell & type I pneumocytes injured ( edema ( hypoxemia ( dyspnea ( tachypnea
· Dead space↑ ( hypercapnia

2. Proliferative Phase (day 7 to day 21)
· Neutrophil shift to lymphocyte pulmonary infiltrate

· Proliferation of type II pneumocytes

· Early fibrosis

3. Fibrotic Phase (3 to 4 weeks after)
· Converted to ductal and interstitial fibrosis
· Emphysema-like change

CAUSES AND PREDISPOSING CONDITIONS
· Sepsis, Aspiration of gastric contents, Infectious pneumonia, Severe trauma and surface burns, Massive blood transfusion, Lung and bone marrow transplantation, Drugs
DIFFERENTIAL DIAGNOSIS
· Cardiogenic pulmonary edema, diffuse pneumonia, alveolar hemorrhage…
Reference:
1. John Hansen-Flaschen, MD, Mark D Siegel, MD, Acute respiratory distress syndrome: Definition; diagnosis; and etiology. May 3, 2004.
2. Mark D Siegel, MD, Acute respiratory distress syndrome: Pathophysiology; clinical manifestations; and prognosis, March 22, 2004.

3. Harrison’s principles of internal medicine, 16th edtion.

4. 李俊德, 臨床醫學1997;39(5):275-80
19001064


蔡依達








