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A Hepatic Lymphoma Mimicking Multiple Liver Metastases
or an Intrahepatic Cholangiocarcinoma

Joo Hyun Oh', Mun Seok Choi', Dong Hyeon Shin', Soek Jin Kim', Tae Uk Kang’, and Yeong Hye Koh’

Departments of Internal Medicine, 2Radiology, 3Pathologz, Samsung Medical Center,
Sungkyunkwan University School of Medicine, Seoul, Korea

A primary hepatic lymphoma (PHL) is a rare malignancy; misdiagnosis and mistreatment are very common. We report the case
of a 56-year-old female who presented with a 2-week history of upper abdominal pain. She exhibited no risk factors for hep-
atocellular carcinoma (HCC) and her serum tumor marker levels were normal. A computed tomography scan and gadoli-
nium-enhanced magnetic resonance imaging of the liver revealed multiple liver masses, suggestive of multiple liver and lung meta-
stases or an intrahepatic cholangiocarcinoma with lung metastasis. A diagnosis of PHL (a diffuse large B cell lymphoma) was con-
firmed by biopsy followed by immunohistochemistry. This case emphasizes that a PHL must be considered in the differential diag-

nosis of space-occupying liver lesions in patients with no risk factors for HCC and normal levels of serum tumor markers. It is nota-

ble that neither B cell lymphoma symptoms nor an elevated lactate dehydrogenase level were apparent in this case. We thus report

a case of PHL mimicking multiple liver metastases or an intrahepatic cholangiocarcinoma, and we review the literature. (Korean J

Med 2018;93:285-290)
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Figure 1. Findings on dynamic CT. (A) Before contrast injection, multiple, focal low-density lesions homogenous in structure and ex-
hibiting clear contours were evident in both lobes of the liver. (B) The arterial phase scan revealed weak, uneven contrast accumulation
in the foci. (C, D) In the portal and delayed phases, contrast accumulation was apparent in the peripheries of the lesions. CT, computed

tomography.

Figure 2. Findings on Gd-DTPA MRI. (A) The masses were hypointense on T1-weighted images and (B) irregular and hyperintense on
T2-weighed images, exhibiting slight inhomogeneity. (C) Restricted diffusion was observed (the high signal) on diffusion-weighted
imaging (b value = 800). (D) Tumor enhancement was decreased in the delayed phase. Gd-DTPA MRI, gadolinium-diethylenetriamine
pentaacetic acid magnetic resonance imaging.
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Figure 4. Histopathologically, the liver biopsy revealed (A) diffuse infiltration of homogenous, medium-to-large atypical
lymphocytes into the portal areas and sinusoids (hematoxylin-and-eosin [H&E] stain, x 200). (B) Immunohistochemically,
the cells were positive for CD 20 ([H&E] stain, x 200). CD, classification determinant.
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Figure 5. Findings on PET and liver CT before and after R-CHOP (rituximab, cyclophosphamide, doxorubicin, vincristine,

and prednisolone) chemotherapy. (A) Prior to chemotherapy, PET revealed multiple, large hypermetabolic masses in both

liver lobes and hypermetabolic pulmonary nodules in both lungs. (B) Near-normalization of allhypermetabolic lesions after

threecycles of R-CHOP. (C) Liver CT revealedmultiple,large malignant masses in both hepatic lobes before chemotherapy

and (D) marked regression of these lesions after three cycles of R-CHOP. PET, positron emission tomography; CT, com-

puted tomography; R-CHOP, rituximab, cyclophosphamide, doxorubicin, vincristine, predenisolone.
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