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Rare Presentation of Richter’s Transformation to
Diffuse Large B Cell Lymphoma: a Case Report

Eun Joo Goo', Min Kyoung Kim', Eun Jung Kong’, Sung Ae Koh', Mi Jin Gu’, Ji Yoon Jung', and Myung Soo Hyun'

Departments of IHematology—Oncolog/, *Nuclear Medicine, and 3Patholog},
Yeungnam University Medical Center, Yeungnam University College of Medicine, Daegu, Korea

Richter’s syndrome refers to the development of aggressive lymphoma in a patient with chronic lymphocytic leukemia (CLL). It
occurs in about 2% to 10% of patients with CLL. The most frequent manifestation of Richter’s syndrome is diffuse large B cell lym-
phoma (DLBCL). Extranodal involvement is rare but can occur. The prognosis of Richter’s syndrome is very poor. We herein re-
port a case of a rare presentation of Richter’s syndrome. A 42-year-old man diagnosed with CLL 2 years previously developed nod-
ules on the bilateral thighs and buttocks. A positron emission tomography (PET)-CT scan revealed high fluorodeoxyglucose uptake
in multiple lymph nodes, skeletal muscles, and the myocardium. An ultrasonography-guided biopsy confirmed Richter’s syndrome
from CLL to DLBCL. The patient was treated with rituximab, cyclophosphamide, doxorubicin, vincristine, and prednisone
chemotherapy. After six cycles of chemotherapy, we performed a PET-CT scan that revealed a complete response. However, 3
months later, the syndrome recurred. The patient was undergoing salvage chemotherapy at the time of this writing. (Korean J Med
2016;90:163-168)
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Figure 1. (A) Whole-body maximum-in-
tensity projection F-FDG PET and (B-D)
fused axial images of the patient re-
vealed increased FDG uptake in the bi-
lateral cervical, axillary, and inguinal
lymph nodes. F-FDG PET, fluorodeox-
yglucose positron emission tomography.
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Figure 2. (A) Whole-body maximum-intensity projection F-FDG PET, (B, D) fused axial, (C, E) CT axial, (F) fused coronal, and (G) CT
coronal images of the patient revealed multiple masses with increased FDG uptake in the myocardium, skeletal muscles, and subcuta-
neous layer. F-FDG PET, fluorodeoxyglucose positron emission tomography; CT, computed tomography.
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Figure 3. Hlstology of the muscle at the time of the diagnosis of Richter’s syndrome (A) Microscopy showed proliferation of diffuse

large pleomorphic lymphoid cells (H&E, x400). (B) Immunohistochemical stain was positive for CD20 (x400). (C) Immunohistochemical

staining was positive for Ki67 (x400).

Figure 4. (A) Whole-body maximum-in-
tensity projection F-FDG PET, (B) fused
axial, and (C) CT axial images of the pa-
tient showed metabolic remission after
six cycles of chemotherapy. F-FDG PET,
fluorodeoxyglucose positron emission
tomography; CT, computed tomography.
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