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*Wegener's granulomatosis (WG), now officially known as granulomatosis with polyangiitis (GPA), is a form of vasculitis
(inflammation of blood vessels) that affects small- and medium-size vessels in many organs. Damage to the lungs and kidneys
can be fatal. It requires long-term immunosuppression. Five-year survival is up to 87%, with some of the mortality due to
toxicity of treatment. It is named after Friedrich Wegener, who described the disease in 1936. Because of Wegener's Nazi

. past. professional bodies and journals have replaced his name with a descripive name
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i ‘Hydronephrosis — literally "water inside the kidney" — refers to distension and dilation of the renal pelvis and calyces,
i usually caused by obstruction of the free flow of urine from the kidney. Untreated, it leads to progressive atrophy of the
! kidney. In cases of hydroureteronephrosis, there is distention of both the ureter and the renal pelvis and calices.
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* Nephrotic syndrome is a nonspecific kidney disorder characterised by a number of signs of disease: proteinuria, hypoalbuminemia
and edema. It is characterized by an increase in permeability of the capillary walls of the glomerulus leading to the presence of
high levels of protein passing from the blood into the urine; low levels of protein in the blood (hypoproteinemia or hypoalbuminemia),
ascites and in some cases, edema; high cholesterol (hyperlipidaemia or hyperlipemia) and a predisposition for coagulation.
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Urinalysis
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i” E Urinary casts are cylindrical structures produced by the kidney and present in the urine in certain disease states. They form in the distal convoluted
tubule and collecting ducts of nephrons, then dislodge and pass into the urine, where they can be detected by microscopy.
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Causes of Acute Renal Failure (appendage for further reading)

Classification Common Clinical Disorders
Prerenal Azotemia Intravascular Volume Depletion
Hemorrhage (surgery, trauma)
Dehydration (gastrointestinal losses, aggressive diuretic administration)
Severe burns
Hypovolemic shock
Sequestration (peritonitis, pancreatitis)
Decreased Effective Circulating Volume
Cirrhosis with ascites
Congestive heart failure
Hypotension, Shock Syndromes
Antihypertensive vasodilating medications
Septic shock
Cardiomyopathy
Increased Renal Vascular Occlusion or Constriction
Bilateral renal artery stenosis
Unilateral renal stenosis in solitary kidney
Renal artery or vein thrombosis (embolism, atherosclerosis)
Vasopressor medications (phenylephrine, norepinephrine)

Functional Acute Renal Failure Afferent Arteriole Vasoconstrictors
Cyclosporine
Nonsteroidal anti-inflammatory drugs
Efferent Arteriole Vasodilators
Angiotensin-converting enzyme inhibitors
Angiotensin IT-receptor antagonists

Intrinsic Acute Renal Failure Glomerular Disorders
Glomerulonephritis
Systemic lupus erythematosus
Malignant hypertension
Vasculitic disorders (Wegener's granulomatosis)
Acute Tubular Necrosis
Prolonged prerenal states
Drug induced (contrast media, aminoglycosides, amphotericin B)
Acute Interstitial Nephritis
Drug induced (quinolones, penicillins, sulfa drugs)

Postrenal Acute Renal Failure Ureter Obstruction (Bilateral or Unilateral in Solitary Kidney)
Malignancy (prostate or cervical cancer)
Prostate hypertrophy Anticholinergic drugs (affect bladder outlet muscles)
Renal calculi
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