
GLOMERULAR DISEASES
ÅPrimary Glomerulonephritis

Acute diffuse proliferative GN
Rapidly progressive GN
Membranous GN
Lipoid nephrosis (minimal change disease)
Focal segmental glomerulosclerosis
MembranoproliferativeGN
IgA Nephropathy
Chronic GN

ÅSecondary (Systemic) Diseases
Systemic lupus erythematosus
Diabetes mellitus
Amyloidosis
Goodpastureôs syndrome
Polyarteritisnodosa
Wagenerôs granulomatosis
Henoch-Scholeinpurpura
Bacterial endocarditis

.   Hereditary Disorders

Alportôs syndrome

Fabryôs disease     

http://www.uchsc.edu/pathology/chas5132/renal.htm


ACUTE GLOMERULONEPHRITIS

ÅNephritic 

ÅHoles in BM

ÅHematuria, Hypertension,

Å Hardly any urine (Oliguria), Azotemia 

Åin children  following a strep infection

ÅPOSTSTREPTOCOCCAL (old term)

ÅHYPERCELLULAR GLOMERULI

ÅINCREASED ENDOTHELIUM AND  MESANGIUM

ÅIgG, IgM, C3 along GMB FOCALLY(Hump)

Å95% full recovery



RAPIDLY PROGRESSIVE  
GLOMERULONEPHRITIS
ÅClinical definition,  

NOT a specific  
pathologic one

ÅñCRESCENTICò

ÅAnti-GBM Ab

ÅImmune complex

ÅAnti-Neut. Ab



NEPHROTIC SYNDROME

ÅOnly MASSIVE PROTEINURIA

ÅHYPOALBUMINEMIA

ÅEDEMA

ÅLIPIDEMIA/LIPIDURIA

ÅNUMEROUS CAUSES:

ïMEMBRANOUS, MINIMAL CHANGE, 

FOCAL SEGMTL.

ïDIABETES, AMYLOID, SLE, DRUGS



Acute proliferative  Glomerulonephritis:
This group is characterized by inflammatory alterations in 

the glomeruli and clinically by acute nephritic syndrome

Postsreptococcal type 

ÅTypically occurs 1-4 weeks after a streptococcal infection of the pharynx or 
skin. 

ÅIt affects most frequently children aging 6-10 years, but adults of any age can 
be involved. 

ÅOnly certain strains of group A, beta-hemolytic streptococci are nephrogenic.

ÅMany infections can cause glomerulonephritis e.g. Streptococci, Pneumococci, 
Staphylococci, & viruses like mumps, measles, HBV, HCV.



Postsreptococcal type-cont 

ÅIt is not known if  these represent planted Ag , 

part of  circulating immune complexes , or both.

ÅGBM proteins altered by streptococcal 

enzymes have also been implicated as an Ag. 

ÅThe classic diagnostic morphologic change is 

enlarged, hypercellular glomeruli , due to;

Å1. Infiltration by leukocytes, both neutrophils and monocytes.

Å2. Proliferation of  endothelial and mesangial cells .

Å3. Crescent formation, in severe cases.



Postsreptococcal 

ÅThe changes are both diffuse and global. 

ÅBy immunofluoresencemicroscopy, there are granular deposits 

of IgG, IgM and C3 in the mesangiumand along the basement 

membrane. 

ÅBy electron microscope reveals subepithelialhumps

ÅIn the classic case, a young child abruptly develops fever, 

malaise, oliguria and hematuria, 1-4 weeks after recovery from a 

sore throat. 

ÅThe patient exhibits red cell cast in the urine, mild proteinuria, 

periorbital edema and mild to moderate hypertension. 




