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in an orthologous mouse model of ADPKD
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Introduction and Aims

Autosomal dominant polycystic kindney disease (ADPKD) 1s a progressive hereditary disorder, leading to end-stage kidney disease.
Diecatery protein restriction 1s a useful treatement for chronic kidney disease, but the effects of dieatery protein restriction in ADPKD
remain controversial. The purpose of this study 1s to investigate the influence of dieatery protein modification on ADPKD model mice.
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Data are expressed as Means = SEM  Unpaired t-test * p<0.05, **p<0.01,***p<0.001,****p<0.0001

DISCUSSION CONCLUSION

v Excessive dietary protein loading accelerates
disease progression in ADPKD.

Protein loading Carbohydrate loading v Low protein diet did not prevent disease

- progression presumably due to carbohydrate loading

Local renin-
angiotensin systeg)——- Oxidative stress and elevating oxidative stress.
- References: 1) Tomobe K, et al. J Am Soc Nephrol 5:1355-1360,1994
Cyst development 2) Ogborn MR, et al. J Am Soc Nephrol 6:1649-1654,1995

3) Aukema HM, et al. J Am Soc Nephrol 10:300-308,1999

ePosters
supported by ?

D) Genetic diseases and molecular genetics.

L L[| sonva vamamot

oCOINN

F. Hoffmann- La : - CONGRESS .-“L“.'-n p oSter o 0 '
Roche Ltd. Ry LOQJPWE@Q]G%)@]'S : ;'n ':1_:.“! ess,on n 'ne

v\




