Elucidation of the mechanism of tubulo-interstitial injury in chronic
kldney disease by use of newly developed chronic renal ischemia model.
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renal injury needs further to be elucidated.
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Methods 1K1Co (1 kidney 1 coiling model) 2K1Co A0

(2 kidney 1 coiling model) (1 kidney 1 coiling model)
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Analysns of the phenotype

1. Anesthesia with somnopentyl (5mg/kg) After setting a coil Renal function (Laboratory test)
2. Nephrectomize the right kidney :v’i‘t’::st':fl‘;:?:;a”ery - Blood pressure

3. Separate left renal artery from renal vein ' - Kidney weight

4. Set a coil around left renal artery AN Titanium coil - Pathology

5. Check the kidney bloodstream by a laser Doppler method. 1mm '"s:)d;dizmz‘;t‘:r; - Changes of gene expression

Resu lts Sham: Sham operation performed. 1K1Co 0.24: Renal artery coiling with a 0.24mm diameter coil after hemi-nephrectomy.
1KO0Co: Hemi-nephrectomy performed without coiling. 1K1Co 0.21: Renal artery coiling with a 0.21mm diameter coil after hemi-nephrectomy.

Blood Pressure ;2= Kidney Function (2555,

p<0.05, ** : p<0.01)

Gene Expressions
(qPCR, whole kidney, relative ratio compared with control kidney)
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