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Focal nodular hyperplasia-like nodules in a young man

with congenital liver cirrhosis

Ju Hee Seo, M.D.', Jun Yong Park, M.D.l, Young Nyun Park, M.D.z, Ha Na Park, M.D.l,
Ji Hyeon Back, M.D.', Hye Ryun Kim, M.D." and Kwang-Hyub Han, M.D."

Departments of 'Internal Medicine and ZPathology, Yonsei University College of Medicine, Seoul, Korea

Focal nodular hyperplasia-like nodules (FNH-like nodules) are hypervascular lesions that occur in the cirrhotic liver. Histologi-

cally, they are similar to classical FNH in an otherwise normal liver. Radiologically, FNH-like nodules may mimic hepatocellular

carcinoma (HCC), and they have been misdiagnosed as HCC based on radiological findings. Their pathogenesis and etiology are

unclear, but they may arise from a local hyperplastic response to vascular alterations like classical FNH. Rarely, these nodules

transform into malignant tumors and cause complications. We report the case of a 28-year-old man with multiple FNH-like nodules
in congenital liver cirrhosis. (Korean J Med 76:S26-S30, 2009)
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Figure 1. Liver computed tomography shows (A) multiple heterogenous hypo- or hypervascular attenuated nodules in the arterial phase,

(B) with no enhancement and iso-attenuated nodules in the portal phase.

-827 -



— iR ke A A 76 d 5 15 2009 —

Figure 2. (A) Liver T2-weighted magnetic resonance imaging shows an intensely enhanced nodule (arrow) and hypo- or isointense en-
hancement (long arrow). (B) In the arterial phase T2-weighted image, no enhancement is observed (arrow) while similar enhancement of
the surrounding liver is seen (long arrow). (C) Equilibrium phase imaging shows iso- or hypointense nodules. (D) The hepatobiliary
phase shows hypointense (arrow) and hyperintense (long arrow) nodules, indicating that multiple nodules have normal functional
hepatocytes.
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Figure 4. (A) At biopsy, the hepatic nodule contains a central scar and radiating septa with intense lymphocytic infiltration and bile duct
proliferation (H&E stain, x200). (B) Increased expression of CD34 is seen along the sinusoids and abnormal vessels in the fibrous septa

(immunostained for CD34, x200).
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