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Figure 1 Clinical stages of chronic kidney disease.”

g, BNGERT 204 5F, LIEREOR) A2
HTHHIENWLNER->TWD(Fig. 1)s $T2bb,
GFR 60 ml/ 43 /1.73 m* & B FERBIEE 23] 5 2> Tld 2 i
BITLE ST REET HE, DIEREICE DTN
BRI % (Fig. 2)7. F72, ALITHFZEIZBNTD,
Bk, M E DT CKD G RIS E OGN T
T -72(Fig. 3)%s

660

5-year follow-up
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Figure 2 Impact of chronic kidney disease on cardiovascular
and renal death. (modified from Ref [7])
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Figure 3 Impact of chronic kidney disease on 12-year cumulative cardiovascular event incidence (Hishayama study).

(modified from Ref [8])
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Figure 4 Possible mechanism of vasculo-renal syndrome. (modified from Ref [6])
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Figure 5 Serum ADMA level was associated with carotid in-
tima-media thickness in 116 healthy subjects (Tanushimaru
study). (modified from Ref [11])
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Figure 6 Serum ADMA level was an independent predictor
for the progression of carotid atherosclerosis during 6-year fol-
low-up study (Tanushimaru study).

Adjusted for hypertension, hypercholesterolemia, diabetes melli-
tus, and smoking. (modified from Ref [12])
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Role of Asymmetric Dimethylarginine in Vasculo-Renal Syndrome
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Chronic kidney disease (CKD) includes the wide disease spectrum from mild proteinuria and/or slightly reduced
glomerular filtration rate to end-stage renal failure. CKD is not only a preliminary step for the progression of the kidney
disease itself but also an independent risk factor for future cardiovascular events. However, the mechanism whereby CKD
induces vascular and cardiac damages, leading to cardiovascular events, remains unknown at present. Nitric oxide (NO) is an
established molecule that protect endothelial function and maintain the homeostasis of the cardiovascular system. Recently,
asymmetric dimethylarginine (ADMA) has been highlighted as an endogenous inhibitor of NO synthases (NOSs). We
review here the possible role of ADMA in the mechanism of the CKD-induced vascular damage known as vasculo-renal
syndrome. (J Jpn Coll Angiol, 2010, 50: 659-664)
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