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* | Posttransplant Lymphoproliferative Disorder
- A Report of 4 Cases -

Sunhee Chang, Jooryung Hugh', Kyung Mo Kim?, Duck Jong Han’
Seung Kyu Lee? and Eunsil Yu'

Department of Pathology, Puchon Sejong General Hospital, Puchon; Departments of ‘Diagnostic
Pathology, 2Pediatrics and *Surgery, Asan Medical Center, College of Medicine, University of

Posttransplant lymphoproliferative disorder (PTLD) is a proliferation of B-cells associated
with Epstein-Barr virus (EBV) infection as a complication of immunosuppression, especially
by FK506. We investigated four cases of PTLD which developed either in allografts or in
other organs. Case 1 was a 38-year-old woman, who developed monomorphic PTLD in a
kidney 7 years and 7 months after renal transplantation. Case 2 was a 37-year-old man, who
developed monomorphic PTLD in the right submandibular lymph node 4 months after liver
transplantation. Case 3 was a 60-year-old man, who developed monomorphic PTLD in the
liver 8 months after liver transplantation. Case 4 was a 2-year-old female child, who devel-
oped polymorphic PTLD in the colon, liver, and mesenteric lymph node 10 months after liver
transplantation. FK506 was administered to case 4. EBV was identified in the tissues of all
cases by immunohistochemistry and/or in situ hybridization.
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Fig. 1. Case 1. (A) There is a 7x 6 x5 cm sized tumor mass arising from the hilum of the kidney and extending into the hilar soft tissue
and renal parenchyma. (B) The mass infiltrates into the renal parenchyma with pushing margin. (C) The large tumor cells have an abun-
dant cytoplasm and pleomorphic nuclei with large nucleoli. (D) The nuclei of most tumor cells are positive for EBV in situ hybridization.
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Fig. 2. Case 1. (A) The lesion consists of lymphocytes, plasma cells, and scattered immunoblasts. (B) The nuclei of some lymphocytes
are positive for EBV in situ hybridization.
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Fig. 3. Case 4. The lesions of colon (A), liver (B), and mesenteric lymph node (C) are monoclonal in polymerase chain reaction for
immunoglobulin heavy chain gene rearrangement. Lane 1: positive control, Lane 2: negative control, Lane 3: patient sample.
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Fig. 4. Case 4. The colonic lesion is positive in polymerase chain
reaction for BMLF1 (EBV lytic cycle protein) and EBV IR3
sequence. Lane 1: positive control, Lane 2: negative control, Lane
3: patient sample.
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