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Hypertension is a well-recognized complication of autosomal dominant
polycystic kidney disease (ADPKD). Hypertension relates to progressive kidney enlargement and is
significant independent risk factor for progression to end-stage renal disease. However, the
definite mechanisms leading to hypertension in ADPKD are not well understood. The purpose of this
study is to examine the effects of antihypertensive drugs for pkdl conditional knockout mice, and
the participation of intrarenal RAS in ADPKD. We generated the pkdl conditional knockout mice (Pkdl

KO mice). To evaluate the effects of antihyﬁertensive drugs, Pkdl KO mice were treated by
amlodipine or olmesartan or aliskiren, or vehicle for 12 weeks. Aliskiren treatment significantly
reduced renal cystic index. Aliskiren treatment group improved tubulointerstital fibrosis. Renin,
Ang Il and AGT expression were increased significantly in cystic kidneys. Aliskiren prevented
intrarenal RAS activation and cystic progression.
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Angll: angiotensin II, AGT: angiotensinogen

; Normotensive patients
Table 1. H(“_':]’V with ADPKD
" {n=9)
Demographics
Age {years) 3692120 33.746.10
Gender (men: women) 9:0 3:6
BMI (kg/m?) 20.5:1.60 22.742.86

Urine analysis

UACR {meg/gCr) ND 19.1412.7

Blood chemistry

BUN (mg/dL) 14.0:3.63 14.143.14

SCr (mg/dL} 0.80:0.05 0.65+0.11*

eGFR (mL/min) 89.329.90 89.7417.0
LDL-cholesterol (mg/dL) 97.6234.3 104.6224.7
HDL-cholesterol (mg/dL) 58.2:8.93 60.6411.3
trighycerides (mg/dL) 80.2:71.2 75.4426.4
Blood sugar {mg/dL) 87.7:6.73 50.1+18.0
Hemoglobin Alc (%) 5.19:0.23 5.3540.37
hs-CRP {ng/mL) 269.1£198.9 204.34196.5
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