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Renal  pathology

.Normal

.Congenital

.cyst 

.Glomerular 

.tubular /interstitial

.blood vessels

.obstruction

.tumors 



. Congenital anomely

.Agenesis(complete absence of one 

or both kidney ) 

.Hypoplasia (congenital 

underdevelopment of the kidney)

.Ectopic (one or both kidneys are 

located in an abnormal position 

.Horse shoe(congenital fusion ) 



CYSTIC DISEASES 

• hereditary (genetic form )

• Autosomal dominant polycystic kidney disease (adult) 

• Autosomal recessive poly cystic kidney disease  (children )

• MEDULLARY 

–Medullary Sponge Kidney (MSK)

Congenital ( not hereditary ) disorder where collecting duct in renal 

medulla are dilated give shape of spongy appearance 

–Nephronophthisis( AR ) tubulointerstitial fibrosis,and cyst formation in 

the kidney tubules   

‐Medullary 

• ACQUIRED 

• SIMPLE 



CYSTIC RENAL “DYSPLASIA” ( multicystic dysplastic kidney)

.Enlarged  

.Unilateral  

.Cystic

.Have mesenchyme 

.Newborns

.Viral, Genetic (rare)



AUTOSOMAL RECESSIVE 
• Childhood 

• Kidneys look  exactly like the  adult  type 

• PKHD1 

• Patient who survive 

CHILDHOOD OFTEN DEVELOP HEPATIC fibrosis



MEDULLARY CYSTS
• MEDULLARY SPONGE KIDNEY (MSK), usually an incidental finding on 

CT or US 



“SIMPLE” CYSTS 

. Cortical

. Also called “retention” cysts

.Also “acquired” 

.Incidental, asymptomatic

.very very common 











GLOMERULAR DISEASES 
(gomerulonephropathies)  

CLINICAL MANIFESTATIONS 

• ACUTE NEPHRITIC SYNDROME 

• RAPIDLY PROGRESSIVE 

GLOMERULONEPHRITIS 

• NEPHROTIC SYNDROME 

• CHRONIC RENAL FAILURE 

• ASYMPTOMATIC HEMATURIA or PROTEINURIA 











PATHOGENESIS

• Antibodies against inherent GBM 

• Antibodies against “planted” antigens 

• Trapping of Ag‐Ab complexes 

• Antibodies against glomerular cells, e.g., mesangial 

cells, podocytes, etc. 

•Cell mediated immunity, i.e., sensitized T‐cells as in TB 

MEDIATORS 

• NEUTROPHILS, MONOCYTES 

• MACROPHAGES, T‐CELLS, NK CELLS 

• PLATELETS 

• MESANGIAL CELLS 

• SOLUBLE: CYTOKINES, CHEMOKINES, COAGULATION 

FACTORS 



Acute glomerulonephritis 
• Hematuria, Azotemia, Oliguria, in children following a strep infection

• Old streptococcal infection ( old term )

• Hyper cellular glomeruli

• Increased endothelium and mesenchyme 

• Igg and Igm ( not IgA)  C3 along GMB focally 

• 95% full recovery   

( Rapidly progressive )glomerulonephritis 
. Clinically definition ,not specific pathologic form 

•“CRESCENTIC

. Anti GBM  Ab 

. Immune complex 

. Anti- neut Ab











NEPHROTIC SYNDROME  

. Massive proteinuria 

.Hypoalbuminemia 

.oedema

.lipidemia and lipiduria

**** NUMEROUS CAUSES:

– MEMBRANOUS, MINIMAL CHANGE, FOCAL SEGMTL. 

– DIABETES, AMYLOID, SLE, DRUGS

Membranous 
• Drugs, Tumors, SLE, Infections 

• Deposition of Ag‐Ab complexes 

• Indolent, but >60% persistent proteinuria 

• 15% go on to nephrotic syndrome 



Minimal changes glomerulonephritis ( lipoid nephrosis )

• Most common cause of nephrotic  syndrome in children

• EFFACEMENT of FOOT PROCESSES 

• Possible preceding viral infection 



Focal segmental glomerulosclerosis: 

• Just like its name  

– Focal  

– Segmental  

– Glomerulo‐SCLEROSIS (NOT –itis)  

• HIV, Heroine, Sickle Cell, 

Obesity  

• Most common cause of ADULT 

nephrotic syndrome  



Membranous proliferative glomerulonephritis :

• MPGN can be idiopathic or 2º 

to chronic immune diseases  

Hep‐C, alpha‐1‐antitrypsin, 

HIV, Malignancies  

• GBM alterations, subendo.  

• Leukocyte infiltrations  

• Predominant MESANGIAL 
involvement  



IgA nephropathy ( berger disease )

• Mild hematuria 

• Mild proteinuria 

• IgA deposits in mesangium

Hereditory haematuria syndrome ( Alport syndrome )
–Progressive Renal Failure 

–Nerve Deafness 

–VARIOUS eye disorder 

–DEFECTIVE COLLAGEN TYPE IV
THIN GBM (Glomerular Basement 

Membrane) Disease, i.e., about HALF as uniformly thin as it should be 



Chronic glomerulonephritis :

Can result from just about ANY of the previously described acute ones 

–THIN CORTEX 

–HYALINIZED (fibrotic) GLOMERULI 

–OFTEN SEEN IN DIALYSIS PATIENTS 

SECONDARY (2º) 

GL0MERULONEPHROPATHIES 
• SLE 

• Henoch‐Schonlein Purpura (IgA‐NEPH) 

• BACTERIAL ENDOCARDITIS 

• DIABETES (Nodular Glomerulosclerosis, or K‐W 

Kidney) 

• AMYLOIDOSIS 

• GOODPASTURE 

• WEGENER 

• MYELOMA 



CHRONIC RENAL FAILURE  

Fluid and Electrolytes: Dehydration, Edema, Hyperkalemia, Metabolic 

acidosis  

Calcium Phosphate and Bone: Hyperphosphatemia,  
Hypocalcemia, Secondary hyperparathyroidism, Renal osteodystrophy  

Hematologic: Anemia, Bleeding diathesis  

Cardiopulmonary: Hypertension, Congestive heart failure, Pulmonary 

edema, Uremic pericarditis  

Gastrointestinal: Nausea and vomiting, Bleeding, Esophagitis, gastritis, 

colitis  

Neuromuscular: Myopathy, Peripheral neuropathy, Encephalopathy  

Dermatologic: Sallow (greenish-yellow) color, Pruritus, Dermatitis  


