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                                         Introduction 
Pulmonary–renal syndrome is defined as the combination of diffuse 

alveolar haemorrhage (DAH) and glomerulonephritis (Jayne, 2002). 

Several types of immunologic injury as well as other non immunologic 

mechanisms are involved in the syndrome's pathogenesis (Balow, 2003), 

such as: 

 Antiglomerular basement membrane (anti-GBM) antibodies as in 

Goodpasture‘s syndrome (Pusey, 2008). 

 Antineutrophil cytoplasm antibodies (ANCA) as in Wegener‘s 

granulomatosis, microscopic polyangiitis، Behcet‘s disease, churg-

strauss syndrome, Henoch-schonlein purpura (Nachman, 2005). 

 Immunocomplexes as in systemic lupus erythromatosis (SLE)، 

systemic sclerosis and rarely in rheumatoid arthritis (Schwarz, 2004). 

 Thrombotic microangiopathy as in antiphospholipid syndrome (APS) 

,thtombotic thrombocytopenic purpura ، malignancies and infections. 

A significant number of patients will present with rapid clinical 

deterioration and require admission to the intensive care unit (Anaya, 

2005). This is attributed either to exacerbation of the disease activity 

itself, or to infectious complications secondary to severe 

immunosuppressive treatment (Guntupalli, 2008). 

Pulmonary–renal syndromes represent a major challenge in the ICU 

since the outcome is based on early and accurate diagnosis and aggressive 

treatment (Venn, 2005). Nevertheless, mortality can reach 25–50% 

(Brett, 2008). 
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Aim of the Work 

 

To focus Updates of pulmonary renal syndrome in critically ill 

patients.  


