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Table 1. RSI in ADPKD Patients : Scoring of US Findings

Score cysts number  cysts size(cm) Noncystic parenchyma
0 0 0 100% (no cysts)
1 1— 5 {2 76 —99% (scattered cysts)
2 6—15 2—5 25—75% (cystic = noncystic parenchyma)
3 Y15 Y5 {25 % (almost entirely cystic)

RSI = anatomical renal severity index
ADPKD = Autosomal dominant polycystic kidney disease

Fig. 1. Anatomical renal severity in-
dex was measured by number of
cysts, size of cysts and percentage
of affected cystic parenchyma at
conventional oblique sagittal sono-
graphy at lateral decubitus position.
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Fig. 2. Doppler sonography obtained in (A) a hypertensive ADPKD patient with high RI and (B) a normotensive ADPKD
patient with low RI.
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Fig. 3. RI values in hypertenswe ADPKD and normoten—
sive ADPKD patients.
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Fig. 4. Scatter dlagram and a sample regressmn line for RI
and creatinine clearance (correlation coefficient = —0.45,

p(0.05)
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Fig. 5. Scatter dlagram and a sample regresswn hne for RI
and RSI (renal severity index) (correlation coefficient = 0.
43, p<0.05)
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The Value of Intrarenal Resistive Index in Autosomal
Dominant Polycystic Kidney Disease!

Youngrae Lee, M.D., Kyubeck Lee, M.D.?, Haewon Park, M.D.

IDeparzment of Radiology, Kangbuk Samsung Hospital, Sungkyunkwan University, College of Medicine
2Department of Nephrology, Kangbuk Samsung Hospital, Sungkyunkwan University, College of Medicine

Purpose: The purpose of this study was to determine the value of the intrarenal resistive index
(RI), measured by Doppler sonography, in order to assess intrarenal vascular resistance in autosomal
dominant polycystic kidney disease (ADPKD) patients. |

Materials and Methods:In 26 patients with ADPKD, RI was measured by Doppler sonography
and correlated with the presence of hypertension, renal function (creatinine clearance) and }
anatomical renal severity index (RSI), thus indicating renal morphologic abnormalities during B-
mode sonography.

Results: RI was significantly higher in 18 hypertensive ADPKD patients (0.64 + 0.65) (Mean *+ 1
SD;range: 0.52—0.74) than in eight normotensive patients (0.59 & 0.50) (0.48—0.64) (p 0.05).
Statistically significant inverse correlation was found between RI values and creatinine clearance (r
= —0.45, p(0.0S), and statistically significant correlation was found between RI values and RSI,
indicating the degree of renal parenchymal involvement.

Conclusion:RI correlates with the development of hypertension, renal function and renal
morphologic abnormality scoring by RSI during B-mode Doppler sonography, and measured in this
way may thus be used to assess renal vascular resistance in ADPKD patients.

Index words: Kidney, US
Kidney, cysts
Ultrasound (US), Doppler Studies

Address reprint requests to: Youngrae Lee, M.D., Department of Radiology, Kangbuk Samsung Hospital # 108 Pyung dong
Jong-no Ku Seoul, Korea, 110-102 Tel. 82-2-739-321 Fax. 82-2-738-1369
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