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Histologic classification system for DN

Class I: mild or nonspecific changes on light microscopy and confirmed
GBM thickening proven by EM

* >395 nm in women and > 430 nm in men
Class II: diffuse mesangial expansion
* lla: mild mesangial expansion in > 25% of the observed mesangium
* Area of mesangial expansion < area of the capillary cavity
* llb: severe mesangial expansion in > 25% of the observed mesangium
* Area of mesangial expansion > area of the capillary cavity
Class lll: nodular sclerosis (Kimmelstiel-Wilson lesions)

* At least 1 Kimmelstiel-Wilson lesion and none of the changes described in
class 1V, without > 50% globally sclerosed glomeruli on biopsy

Class IV: advanced diabetic glomerulosclerosis

* > 50% globally sclerosed glomeruli on biopsy with clinical or pathologic
evidence indicating that the sclerosis stems from diabetic nephropathy
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