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Correlation of Major Scan Find'ings and Esophageal Varices in Liver Cirrhasis

J.S. Ahn, M.D., Y.W. Bahk, M.D.,* and J.L Lim, M.D.

Department of Radiology, Catholic Medical College

Séoul, Korea

In an endeavor to help understand some typical scan findings and portal hemodynamics in liver

cirrhaosis, several commonly occurring scan changes and esophageal varices as demonstrated by esoph-

agram were correlated one another from quantitative and qualitative stand points.

Clinical materials consisted of 34 patients with proven diagnosis of liver cirrhosis and esophageal

varices. Liver scan was performed with colloidal 198-Au and the changes in the size and internal

architecture of the liver, splenic uptake and splenomegaly were graded and scored by repeated double-

blind readings. The variceal changes on esophagrams were also graded according to the classification

of Shanks and Kerley following modification.

Of 34 patients, 91% showed definite reduction in liver volume (shrinkage) constituting the most

frequent scan change. The splenic uptake and splenomegaly were noted in 73.5 and 79.4%, respec-

tively. The present study revealed no positive correlation between the graded scan findings including

shrinkage of the liver, splenic uptake or splenomegaly and severity of variceal changes of the esoph-

agus. Exceptionally, however, apparently paradoxical correlation was noted between the severity of

mottlings and varices. Thus, in the majority (73. 5%) of patients mottlings were either absent or mild.

This interesting observation is in faver of the view held by Christie et al. who consider the mottlings

to be not faithful expression of actual scarring of the cirrhotic liver. This also would indicate that

variceal changes are to be the results of intrahepatic arteriovenous shunting of blood with hypervolemic

load to the portal system rather than simple hypertension secondary to fibrosis and shrinkage.
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Fig. 1. Grading of variceal changes as demonstrate
by esophagram. (a) Mild degree showin|
slight irregular serration of the wall an
a-few-cm. long linear filling defects; (b
Moderate degree showing rather prominen
longitudinal mucosal thickening and irreguls
filling defects; and (¢) Marked degre
showing “wormlike, cirsoid and globular
thickening and distortion of the mucos:
folds, obliteration or effacement of longit
dinal folds and widening of the lumen.
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"Table 1. _Correlation between esophageal varix and
size of the liver in liver cirrhosis
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Fig. 2. !%Au scan showing moderate shrinkage of
the right lobe with relatively hypertrophied
left lobe component.
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Table 2. Correlation between esophageal varix and

Fig. 3. %Au scan showing borderline mottlings
and mild splenic uptake. The spleen is not
enlarged. The splenic uptake is not neces-
sarily accompanied by splenomegaly.

Table 3. Correlation between esophageal varix and
splenic uptake

“mottling”
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Fig. 4. '*8Au scan showing moderate shrinkage of
the liver, moderately severe mottlings and
splenic uptake. The spleen is slightly
enlarged.
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Table 4. Correlation between incidence and intensity
of varix and splenomegaly
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Fig. 5. %Au scan showing marked mottlings and
moderate shrinkage. The spleen is moder-
ately enlarged and radio-activated.
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Fig. 6. Bar graph showing the relationship between

incidence and intensity of varix and major
scan,
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