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Posttransplant Lymphoproliferative Disorder in Pediatric Liver Transplantation:
Samsung Medical Center Experience
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Purpose: In a retrospective study for the pediatric patients who underwent liver transplantation in
the past 6 years at Samsung Medical Center, the clinical features of 5 patients with posttransplant
lymphoproliferative disorder (PTLD) were analyzed.

Methods: Between June 1996 and June 2002, 41 pediatric patients underwent liver transplantation.
Seven of them died in the postoperative period. Thirty-five including one patient who died of PTLD
were finally reviewed. Patients were divided into two groups: high risk group, EBV naive recipients
of EBV-positive grafts; low risk group, the patients other than those in high risk group. The authors
reviewed age at operation, immunosuppressive agent, postoperative duration until diagnosis,
postoperative duration until EBV seroconversion, presence of treatment against rejection, and
presenting symptoms of PTLD.

Results: Five of 41 patients (12.2%) developed PTLD. All of them belonged to high risk group,
and the incidence of PTLD in high risk group was 31.3% (5/16). The mean age at operation was
10.8 months old and the mean duration between operation and diagnosis for PTLD was 9.8 months.
Primary EBV infection developed after a median of 6 months after transplantation. One patient
was diagnosed as laryngeal and gastrointestinal PTLD and the other four, gastrointestinal PTLD.
The following symptoms and signs were seen in the patients: anemia (100%), hypoalbuminemia
(100%), fever (80%), diarrhea (80%), gastrointestinal bleeding (80%), and anorexia (60%).
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Conclusion: PTLD is one of the major complications after pediatric liver transplantation, especially
in the group of high-risk recipients. Anemia, hypoalbuminemia, fever, diarrhea and gastrointestinal
bleeding were features that are characteristic of PTLD. The common features of PTLD development
were: (i) EBV-positive donors placed into EBV naive recipients, (ii) primary EBV infection about
6 months after transplantation, (iii) young age, about 1 year old at operation, and (iv) the
requirement for intensive posttransplant immunosuppression. (Korean J Pediatr Gastroenterol
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Table 1. Characteristics of 5 Patients with PTLD

Postop.

Postop. duration Number of

Case LT Risk Ageat  ™MMUNO yiation until EBV anti- Presenting
-suppressive ) ) - symptom
(sex) status group op. (Mo.) until Dx.  seroconversion rejection
agent of PTLD
(Mo.) (Mo.) treatment
A (F) C High 33 Cyc. A+OKT-3 2 Unknown 1 Bloody D.
B(M L High 12 tacrolimus 8 5 1 Bloody D.
*C (F) L High 6 tacrolimus 10 6 0 Hoarseness
D(F) L High Al tacrolimus 8 7 3 Bloody D.
E(F) L High 14 tacrolimus 13 6 0 Melena

PTLD: posttransplant lymphoproliferative disorder, LT: liver transplantation, Postop.: postoperation, Dx.: diagnosis,
Tx.: treatment, C: cadaveric, L: living, op.: operation, Cyc.: cyclosporin, D.: diarrhea, *larynx PTLD.
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Fig. 1.
Postoperative laryngoscopic finding.

(A) Preoperative finding at laryngoscopy. The lymphoproliferative mass is seen over the epiglottis. (B)

Table 2. Symptoms and Signs of 5 Patients with PTLD

Case (sex) Anemia  Hypoalbuminemia  Diarrhea Gl bleeding Fever Anorexia  Hoarseness
A (F) + + - + -

B (M) + + + - -
*C (F) + + + - - + +

D (F) + + + + -

E (F) + + + - -
% positive 100 100 80 80 80 60 20

PTLD: posttransplant lymphoproliferative disorder, Gl: gastrointestinal.

*larynx PTLD
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Fig. 2. Colonoscopic findings ranged from normal-
appearing mucosa, and erythematous nodular lesions
to bloody erosions in gastrointestinal PTLD patients.
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Fig. 3. Larynx. There is diffuse proliferation of lymphoid cells in the lamina propria (H&E, x100). (Insert) The
proliferating cells are heterogenous with many plasma cells, lymphocytes and a few eosinophils (H&E, x400).

Fig. 4. Colon. Dense collections of lymphocytes are found in the submucosa (H&E, x200). (Insert) The constituent
cells are polymorphic lymphoid cells with occasional plasma cells (H&E, x400).
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