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Pathophysiology of Diabetic Nephropathy
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Abstract

Diabetic nephropathy is the leading cause of end stage renal disease in the world including Korea. The

accumulation of extracellular matrix with thickening of the glomerular and tubular basement membranes is

the key feature of diabetic nephropathy. Hyperglycemia and hemodynamic factors such as hypertension are

involved in the development and progression of diabetic nephropathy through multiple mechanisms and

interactions with various cytokines and growth factors. In this report, the pathophysiology of diabetic
nephropathy is reviewed. (J Korean Diabetes 2013;14:15-18])
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G Az A31H, QB (tubulo—
interstitium), 3} 22 A9] thekel oA
dojtch, z7]d& AR Fo] HAstI, o] %
Az71d dwdo] SA W ARLA 7] A dlo]
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TaEe] Qlon, dHulo] f1ol HA o] Ty
Ao A= nephrin HjAo] 17-30% HL F7}= 0]
Q1014 nephrin WA HAE £AF0] 7] ~HOR

A% AL QITH10].
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z710 AbEA oA Tt T (hyperfiltration),
T 3F (hyperperfusion)®} 72 A1%+9](nephron)2)
HSE7F AR 4], AEA ] =Y AlE T (afferent
arterioles)¥} 4=EA|=M(efferent arterioles) 9
Agrgol gastol AbtA| el Zpojmbel nHFIF
HhAlste), o]el B2 A& 2 A7 s8AH(defective
autoregulation)of= prostanoids, AF3}& A (nitric
oxide), I uA|E AJAeIRH(vascular endothelial
growth factor, VEGF), %} %21 A}(transforming
growth factor)—p, #|'d—A| L HAl-LEAEEA
(renin —agngiotensin —aldosterone system, RAAS)

50| ofRITH11].
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S7HA R, olEA F7HE A A=
fibronectin, A1, A3, A4¥ ZFepAly} 22 oz
7HA] Alaze) 71 TS skl 71 A4
A4 (matrix metalloproteinases)?] AA|E E3}o]
MxEe7|del Hele At A= AHFIE
dozicth oleox AggxA AACIAH(connective
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6. S Zt4=M(Genetic Susceptibility)
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