CA KIDNEY

There are 2 main types of tumors of the kidney: Renal cell adenocarcinoma & Nephroblastoma (Wilms tumour). 
RENAL CELL ADENOCARCINOMA (Essential Surgery 2nd Ed, pp 415, Fig 22-1, 22-2)

Pathology

There are different types of cells that appear in histopathology. The most common is the clear variant, which contains glycogen and lipids, and is polygonal in shape.

Staging

Stage I: confined by the capsule
Stage II: not confined to renal capsule but within Gerato’s fascia

Stage III: Involvement of the renal vein
Stage IV: Distant mets

Clinical features
Classic presentation: renal pain, frank haematuria, palpable mass (only 15% of pts show these signs). 40% of pts will develop any one of the symptoms/signs. Unfortunately half of the pts with renal cell adenocarcinoma have metastases. Varicosities of scrotal veins should prompt review of the kidneys (invasion of the renal vein)
Pts can also present with paraneoplastic syndromes / or other symptoms:

1. Hypercalcaemia (PTH like production)
2. Polycythaemia (increased erythropoietin production)
3. Hypertension (increased rennin production)

4. Pyrexia of unknown origin

Common sites of mets: Liver, lungs, bone
Investigation of Renal Cell Adenocarcinoma
Ultrasound is the gold standard of investigation for renal cell carcinoma. CT scan can be used to show metastases to liver and other organs. FBC can be used to show polycythaemia. Renal arteriogram can show a density of arteries supplying the tumour mass (Fig 22.3b)
Management

The management principles revolves around the stage of disease. For local disease: a transperitoneal approach to nephrectomy is used (as staging can be done this way also). For advanced disease, nephrectomy + radiotherapy may be useful (although renal tumours are only weakly sensitive to radiation). For metastatic cancers, surgery may result in cure, otherwise consider chemotherapy / immunotherapy. 

Renal cell carcinoma (adenocarcinoma)

General: Tumours arise from tubular epithelium

Epidemiology: Occur in 6th-7th decades of life, male:female / 3:1, Risk factors: smoking, obesity, hypertension, unopposed oestrogen therapy, asbestos, chronic renal failure, polycystic disease, tuberous sclerosis. 
Clinical features / course: classic: costovertebral pain, palpable mass, haematuria (classic tri-symptoms in 10% of cases only). Usually, tumour is silent until very large (10cm) ( systemic symptoms (LOW, LOA). Renal cell carcinoma also produces paraneoplastic syndromes such as: hypercalcaemia, hypertension, polycythaemia, Cushings etc. 

Morphology: Macroscopic: upper pole nodules, yellow-white colour, areas of haemorrhage + necrosis. Microscopic: There are three types of renal cell carcinomas: clear cell, papillary, chromophobes. Clear cell (80%): rounded cells, clear cytoplasm, well differentiated/marked nuclear atypia (depends on cancer). Papillary (10-15%): tumour cells (cuboidal/columnar cells) arranged in papillary form, interstitial foam cells, psammoma bodies. Chromophobe (5%): sheets of pale cells, perinuclear halo. 

Genetics / Cytogenetics: Clear cell carcinoma: There is deletion of the VHL gene from chromosome 3. VHL gene acts as a tumour suppressor gene. Papillary: Trisomies 7, 16, 17 and loss of Y in male patients ( sporadic forms, and trisomy 7 ( familial form. Chromophobe: multiple chromosome losses. 

Behaviour: Unfortunately, most patients are asymptomatic ( and by the time it produces local symptoms it has already metastasized. Metastatic locations: lungs, bone, nodes, liver, brain. Striking patterns is invasion into renal vein (varicosities of scrotal veins). 

Prognosis & Treatment: Chromophobe renal carcinoma has best prognosis compared to other two. Treatment is usually nephrectomy. 

NEPHROBLASTOMA (Pathology notes, 4th yr)
Wilms Tumour (Robbins pp 487, Fig 11-27/8)

General: Wilms tumour is renal cancer of childhood. 

Epidemiology: 2-5 age group. 

Pathogenesis/Genetics/Aetiology: The risk of Wilms tumour increases in association with 3 congenital malformations: 1) WAGR syndrome (WT-1 gene deleted), 2) Denys-Drash syndrome (WT-1 gene mutation), 3) Beck-with-Wiedemann syndrome (WT-2 abnormal). (I doubt we need to know these syndromes). 

Morphology: A risk factor for Wilms tumour is: nephroblastomatosis (i.e.: nephrogenic elements in kidney). Microscopy shows triphasic histology: stromal area (less cellular, spindle shaped cells), epithelial area, blastemic (tightly packed basophilic cells). 

Clinical features: palpable mass, haematuria, costovertebral pain. 

Prognosis / Treatment: Prognosis was poor in the 60s. Modern treatment of: chemotherapy, radiotherapy, surgery has lifted 5-year survival rate to 90%. 

Source: http://www.rajad.alturl.com

