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Table 1. Biochemical Characteristics in Normal Subjects and Patients with Cirrhosis.

Liver cirrhosis(n=42)

Normal subjects

No ascites Ascites Renal failure
(n=12)

(n=13) (n=22) n=7)
Age 43+38 52+ 10 51+9 56 +9
s-Albumin(g/dl) 40103 3.4+0.4 2.4%0.5 2.2+0.6
s-Bilirubin(mg/dl) 0.7+0.2 1.2+0.4 3.840.9 4.7+3.4
Prothrombin time(%) 97 +2 80+6.7 58 +7.9 52+4.7
Creatinine(mg/dl) 0.7+0.2 0.9+0.2 0.81+0.3 1.3+04
BUN(mg/d1) 19 2.1 18+0.9 14+1.3 21+9.4
*MAP(mmHg) 89+4 89+1 84+3 86 £9
Heart rate(beat/min) 722 76 6 72+8 91 +8
“*CC(ml/min) 94+ 7 93+9 63+ 11 39+13

*MAP (Mean Arterial Pressure),

**CC (Creatinine clearance)

DEPNH= 1
KIDNEY

e e T e

MIN=+.148m/s

Fig. 1. Duplex US scans obtained in (A) a patient with cirrhosis and ascites and low diastolic flow and(B) a patient with

compensated cirrhosis with high diastolic flow.
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Table 2. Relationship of Renal Resistive Index on Devel-
opment of Renal Failure in 42 Nonazotemic Patients with
Liver Cirrhosis

Status Normal RI Elevated RI Total
No renal failure 26 16 42
- Renal failure 1 6 7

RI : Resistive Index

Table 3. Comparison of Parameters and Outcomes in 14
Patients with Child-Turcotte-Pugh Class C by RI

Normal RI Elevated RI

Number of Patients 6 8

Albumin(g/dl) 24+03 2.4+0.5
Bilirubin(mg/d1) 4.8+3.1 4.7 +3.7
Prothrombin time(%) 44+5.2 46 +3.3
s-GOT(IU/L) 46 +8.2 52+4.3
s-GPT(IU/L) 58 +7.9 56 +5.9
Renal failure 1 5

RI : Resistive Index

Adshs A& ofgigo] slem AY creatinine, BUN &2
creatinine clearance®] -2 Z 85 7HaA gl A} A17]5A ol
£ kdske A EZ AlgHde] 9ok, 8, 9). AAl Bt e
PR FA M E N A7) 57 Ak} AFF-A o 78 (glomeru-
lar filtration rate : GFR)o] AA}o g Jehw B2 Fulb
?'5]"1"45 ALY ZFo] gl WS Rl A AFFAl o3-S
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Fi=

=58 25Tl AlAA A
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whech AlERA A e F7H= 25 E(arteriolar tone)
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:acute tubular necrosis,
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pathy), s43 7t AlA3H(
hemolytic-uremic syndrome, active tubulointerstitial dis-
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75 g 5 9l

ease, obstructive
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The Value of Intrarenal Resistive Index in Patients
with Liver Cirrhosis!

Youngrae Lee, M.D.

IDepartmenz of Radiology, Kangbuk Samsung Hospital

Purpose:To determine whether the value of the intrarenal resistive index(RI) can be used to
identify early kidney vasoconstriciton in patients with nonazotemic liver cirrhosis

Materials and Methods: The intrarneal resistive index (RI), kidney and liver function and plasma
renin activity were measured in 12 healthy control subjects, 13 cirrhotic patients without ascites
and 29 cirrhotic patients with ascites. To evaluate the development of hepatorenal syndrome,
patients were followed up for six months.

Results:RI was significantly higher in patients with cirrhosis (0.68 +0.06) than in healthy
subjects(0.59 £0.04). In 42 cirrhotic patients, it was significantly higher in those with ascites (0.69
+0.05) than in those without ascites(0.64 +0.05) and correlated with creatinine clearance. Plasma
renin activity was significantly highter in cirrhotic patients with ascites than in those without as-
cites and healthy subjects(p<0.05). During the six-month follow-up period, kidney dysfunction
developed in 16%(7/42) of cirrhotic patiens, and in 37%(6/16) of those with an elevated RI. In con-
trast, only 4%(1/26) of patients with a normal RI has kidney dysfunction.

Conclusion: The measurement of intrarenal resitive index(RI) using duplex Doppler ultrasound is
a simple, noninvasive method of detecting even subtle derangements of renal hemodynamics in
liver cirrhosis patients; the procedure can be used to identify those who are at higher risk of overt
renal failure and to help decide whether a therapeutic approach involving paracentesis, diuretics, or
nephrotoxic agents is most appropriate.

Index Words: Liver, cirrhosis
Kidney, failure
Kidney, blood supply
Ultrasound(US), Doppler studies

|
|
|

|
\

Address reprint requests to: Youngrae Lee, M.D., Department of Radiology, Kangbuk Samsung Hospital.

£ 108 Pyung-dong, Jongno-Gu, Seoul, 110-102 Korea. Tel. 82-2-739-3211 Fax. 82-2-738-1369

— 303 —



CHEHEARM O B 45t 2t 3ol welishs S2HE S oleiet 20| tlst2H B2 75 U

LS AA

(MEZ - HEA (H23])
X

X3} 02-266-9198, Fax 02-263-9198

o ZEHIY * 5|0l5l= ZH|EIQ AKX ZHI REHE 1,000¥M S ZEEI0] 22101 X2 (A28
132-08-152291 0| 2F SHF ) ZF M3} te= Fax2 A A SIA 7] HERHL| T}

z oy o T T

g, E0 S (1) 199611 8% 152 5,000 2

22AHH AR (D) 19974 58 12 &I CHLANM B} & Z 2| 5,0008
Mol EtR T 80002

— 304 —






