5

N H I

:I—
hY H
K A K E

KXc—19

FEZMREDRERX FREARERNE) ARAREESE
Rk 25 45 5 H 9 HBUE

HEES : 14202

MEEE : IREFHRZ— bXiE
AR EARE - 2011~2012

AREES : 23890085
WRRER (F13X) BB - s I<BEE L BB R B L ERRFORE

HZeiRRER (FEX) Identification of new therapeutic target for chronic kidney diseases
MEREKE

AKX EF (KUME SHINJI)

HEERKE - BRI - HEBH

HEEES : 00452235

WFER R OBEE (F030) - ARFZEITAR OIS I PE © BB O THRIE L, FRICB THRERET D
JRE H OHEIMIER U 7= SRS R ZE OB B 2 Fr LB R s R IA 2 FE L, 20
FEREMENT. BRIRICH ~DOREME AT 2 FHAZHME LTS, 2 E CIoE L 7= AER-<en
BRICREE L7z~ o ABREE T L& O T REENE S TN D, I RAE A R8T D 4%
JE. FRAEL, HIIRSEZ S L o D18 IR BB R T & LT Gene X BB T A Hi72IC[FET
5 LI LT,

WFFERR OB (5£30) -

In glomerular diseases, reducing proteinuria is considered as a principal therapeutic target
to 1improve renal outcomes.. Unfortunately, however, some patients develop
treatment-resistant proteinuria, resulting in end stage renal disease. In these patients,
protecting proximal tubular epithelial cells (PTECs) against proteinuria may be the next
therapeutic target to improve renal outcomes. Obesity and aging are independent risk
factors for a rapid decline in renal function in patients with glomerular diseases. Since the
severity of proteinuria-induced tubulointerstitial lesions is correlated with renal outcomes,
obesity and aging may exacerbate proteinuria-induced tubulointerstitial lesions. If so,
identifying the molecular mechanisms underlying obesity- and aging-mediated PTEC
vulnerability may lead to new therapy that improves renal outcome in patients with
proteinuria. We thus tried to identify a new therapeutic candidate genes by using cDNA
microarray analysis in the kidney samples from obese and aged mice with proteinuria. In
this study, we have identified a new candidate gene involved in the mechanism underlying
obesity- and aging-mediated worsening of proteinuria-induced tubulointerstitial lesion.
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