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Fig. 1. Diffuse hepatic involvement of idiopathic hypereosinophilic syndrome in a 62-year-old female.

A. Initial enhanced CT shows ill-defined, diffuse low density areas in the liver with hepatomegaly. The percentage of
eosinophils was 89 %.

B. Resolution of diffuse low density lesions is seen on CT in six-month follow-up. The percentage of eosinophils was 23 %.

Fig. 2. Numerous nodular involvement of hypereosinophilic sundrome in a 39-year-old male.

A. There are small, multiple low density lesions in the both lobes of the liver.

The liver is enlarged, too. The initial percentage of eosinophils was 65 %.

B. The liver is still enlarged on 4-month follow-up CT. The low density lesions reolved completely. ‘The percentage of
eosinophils was 33 %.
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Fig. 3. Numerous nodular involvement of hypereosinophilic syndrome in a 49-year-old male.

A. Very small-sized low densities are seen in the right lobe of the liver. The liver is also enlarged. The initial percent-
age of eosinophils was 85 %.

B. No focal lesion is found on the 2-month follow-up CT. The percentage of eosinophils reduced to 55 %.

Fig. 4. Single nodular involvement of hypereosinophilic syndrome in a 49-year-old male.

A. An ill-defined low density lesion is seen in the posterior segment of the right lobe. The initial architecture is hetero-
geneous. The initial percentage of eosinophils was 24%.

B. On ultrasonography in a 3-month follow-up, the lesion is much decreased in diameter (arrow). The percentage of
eosinophils decreased to 15 %.
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Idiopathic Hypereosinophilic Syndrome Involving the Liver:
CT Features vs. Peripheral Eosinophilia'

Kyung Sook Kim, M.D., Moon-Gyu Lee, M.D., Young Chul Won, M.D.
Eun Hye Lee, M.D., Han Na Noh, M.D., Hyun Kwon Ha, M.D.
Pyo Nyun Kim, M.D., Yong Ho Auh, M.D.

IDepartment of Diagnostic Radiology, University of Ulsan, Asan Medical Center, University of Ulsan

Purpose:To correlate CT features with peripheral eosinophilia in patients with idiopathic
hypereosinophilic syndrome involving the liver.

Materials and Methods: During the last three years, features of liver involvement in nine of 20
patients with idiopathic hypereosinophilic syndrome were evaluated on CT.

The shape and distribution of intrahepatic low densities and the presence of hepatomegaly
and/or splenomegaly were reviewed on CT, and the percentage of eosinophils in peripheral blood
was also determined. In seven cases, interval change in hepatic lesion and the percentage of
eosinophils were reviewed on follow-up examination.

Results:On initial CT, varying low-density patterns were seen in the liver in all cases;
hepatomegaly was seen in four cases, and hepatosplenomegaly in two. The percentage of
eosinophils was 89% in a case with diffuse patch low densities in the liver, 65—85% in three cases
with numerous nodular low density lesions, 12—29% in four cases with multiple (below ten) nodu-
lar or small geographic hypodense lesions, and 24% in a case with a single nodular hypodense
lesion. On follow-up CT, seven patients showed a decrease in the perccntage of eosinophils, and in
six, improved intrahepatic low densities were seen.

Conclusion:On CT, intrahepatic low densities were seen in patients with idiopathic
hypereosinophilic syndrome, and these were distributed more extensively when peripheral
eosinophilia was more severe. With improvement in peripheral eosinophilia, the low densities also
improved.

Index Words: Liver, CT
Liver, inflammation
Liver, diseases

Address reprint requests to: Kyung Sook Kim, M.D., Department of Diagnostic Radiology, Asan Medical Center,
University of Ulsan Collage of Medicine, # 388-1 Poongnap-dong, Songpa-ku, Seoul, 138-736, Korea.
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