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Recent Update in Diabetic Nephropathy

Nan Hee Kim
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Diabetic nephropathy is the leading cause of end-stage renal disease, and is associated with increased risk of cardiovascular

disease. Optimal control of blood glucose and blood pressure based on the blockade of renin-angiotensin system is the standard of

care for the prevention and treatment of diabetic nephropathy. Regardless of these therapies, the prevalence of diabetic nephropathy

continues to increase, highlighting the need for additional therapies. Diabetes affects the progression of kidney disease through a

variety of mechanisms; several new therapeutic agents targeting these pathways have been developed, with currently being eval-

uated in clinical trials. (Korean J Med 2015;89:265-270)

Keywords: Diabetic nephropathies; Albuminuria; Renal insufficiency, Chronic; Diagnosis; Therapeutics

Pt AT

o
2uetol A x4
Wi AZo] 4

A

=
=g muk ook A THE WLl B 91
[e]

gy AFS GEleel A7l g o
Bl e Ry ko] whel nl A 2R pliz e} At
b Uk 4] el 2 2yl ujdo] 20-200
ug/min (30-300 mg/day)o] 7Lt 729} AR o] ARRY/IFHof
B 117} 30-300 ug/mgo|H, A dF W= 11 o] o2
OJRItKTable 1). 25, A, T, A4, A% ndd 9 31
gl el 82 A, d, 94 52 Gk HidS
7HAA G AT Aehe s & 4= Qlek whebA
3-6711 Wil 23] HARE o Aldste], &

2] Q

W
tokt
1o
o
>
ol
[\)
tok

Correspondence to Nan Hee Kim, M.D., Ph.D.

Division of Endocrinology and Metabolism, Department of Internal Medicine, Korea University College of Medicine, 73 Inchon-ro,

Seongbuk-gu, Seoul 02841, Korea

Tel: +82-31-412-4724, Fax: +82-31-412-6770, E-mail: nhkendo@gmail.com

Copyright © 2015 The Korean Association of Internal Medicine

This is an Open Access article distributed under the terms of the Creative Commons Attribution Non-Commercial License (http:/creativecommons.org/licenses/by-nc/3.0/) which permits
unrestricted noncommercial use, distribution, and reproduction in any medium, provided the original work is properly cited.


http://crossmark.crossref.org/dialog/?doi=10.3904/kjm.2015.89.3.265&domain=pdf&date_stamp=2015-09-01

— The Korean Journal of Medicine: Vol. 89, No. 3, 2015 —

Table 1. Criteria for albuminuria

Stage Random urine albumin (ug/mg creatinine)
Normal <30
Microalbuminuria >30,<300
Macroalbuminuria >300

Table 2. Stages of chronic kidney disease

Stage e.G R 2
(mL/min/1.73 m")
1 Kidney damage with normal or >90
increased GFR

2 Kidney damage mildly decreased GFR 60-89

3 Moderately decreased GFR 30-59

4 Severely decreased GFR 15-29

5 Kidney failure <15 or dialysis

eGFR, estimated glomerular filtration rate.
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Figure 1. Current and potential treatment of diabetic nephropathy. ACE, angiotensin I con-
verting enzyme; AGE, advanced glycation end product; ARB, angiotensin II receptor block-
er; CTGF, connective tissue growth factor; DPP4 inhibitor, dipeptidyl peptidase-4 inhibitor;
GLP-1, glucagon-like peptide 1; PKC, protein kinase C; PPARY, peroxisome proliferator-
activated receptor y; RAGE, receptor for AGE; TGF-p, transforming growth factor ; VEGF,

vascular endothelial growth factor.
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