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Fig.1. 46-year-old man of liver cirrhosis. Coronal (a) and axial (b) T,-weighted image (500/15) showed higher
signal intensity in bilateral globus pallidus, putamen and internal capsule. (c) Axial T,-weighted image (2800/

80) showed no abnormal intensity in basal ganglia.
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Fig.2. Comparison of S1/S2 ratio between
liver cirrhosis (LC) patients (n=38) and nor-
mal volunteers (n=9). Globus pallidus in LC
patients showed more hyperintensity on T;-
weighted images.
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Fig.3. Comparison of S1/S2 ratio between
liver cirrhosis patients with (n=7) and with-
out (n=31) hepatic encephalopathy (HE). In
those with HE, it showed more hyperintensity.
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Fig.4. Relationship between S1/S2 ratio and liver
function parameters ; (a) ICG Ris, (b) prothrombin
time (PT), (c) choline esterase (ChE), (d) ammonia
(NH,), and (e) Fisher ratio. There were significant
relationship between S1/S2 ratio and ICG Ris, PT
and ChE.
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Hyperintensity of Basal Ganglia on T,-weighted Images
in Patients with Liver Cirrhosis :
Correration with Hepatic Encephalopathy and Liver Function

Hiroko MAEDA, Keisuke KiTA,  Toshiharu MIZOBATA,
Masashi KIMURA,  Tetsuo SNOMURA,  Kazushi KISHI,
Kayo TaANAKA, Morio SATO, Ryosaku YAMADA

Department of Radiology, Wakayama Medical College
7-27 Wakayama 640

Brain MR imaging was performed in 38 liver cirrhosis (LC) patients and 9 normal volunteers.
On T,-weighted images, the signal intensity of globus pallidus (S1) and frontal white matter
(S2) was measured and S1/S2 ratio was explored. We examined the relationship between S1/
S2 ratio and liver function parameters.

High signal intensity in bilateral globus pallidus was noted on T, W1 in 28 of 38 LC patients.
The S1/S2 ratio of 1.186+0.097 in the 38 LC patients was significantly higher than 0.987 +0.062
in the 9 normal volunteers (p<0.001), while T,-weighted images showed no abnormal intensity.
Compared with the LC patients with hepatic encephalopathy (HE) (n=7) and without HE (n=
31), the former S1/S2 ratio (1.239+0.057) was significantly higher than the latter (1.174+0.097)
(p<0.05). There was a significant correlation between the value of the S1/S2 ratio and
deterioration of ICG R,5 (r=0.501, p<0.005), prolongation of prothrombine time (r=—0.392, p<
0.05) and decrease of choline esterase (r=—0.336, p<0.05). There was, however, little correla-
tion between the value of the S1/S2 ratio and ammonia and Fisher ratio. In conclusion, there is
a significant relationship between high intensity of globus pallidus on T,-WI and the degree of
liver dysfunction.
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