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A Case of Prolonged Hypogammaglobulinemia after Rituximab-Containing
Chemotherapy in a Patient with Lymphoma

Hyun Jin Noh, Bong Han Gong, Young Sin Kim, Yun Hwa Jung, In Sook Woo, and Chi Wha Han

Departments of Internal Medicine, The Catholic University of Korea College of Medicine, Seoul, Korea

Rituximab, an anti-CD20 monoclonal antibody, is an effective target agent against the B lymphocytes in B-cell lymphoid
malignancies and various lymphoproliferative diseases. Moreover, the toxicity of rituximab is less severe than that of conventional
cytotoxic agents, which has promoted the widespread application of rituximab in the treatment of B-cell lymphoma. However,
depletion of B lymphocytes by rituximab, which leads to secondary hypogammaglobulinemia, can cause deterioration of humoral
immunity. Although immune reconstitution after hematopoietic stem cell transplantation is known to prevent prolonged
hypogammaglobulinemia, very few cases of long-standing hypogammaglobulinemia have been reported. We report herein a case
of prolonged hypogammaglobulinemia after rituximab-containing chemotherapy and splenectomy in a patient with non-Hodgkin’s

lymphoma and discuss the clinical significance and pathogenetic mechanism of this phenomenon with a literature review. (Korean
J Med 2014;87:357-362)
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T BAlE7E SRR E AYEER A5 JHoR 37  HeY] 22 GAF M HEF Al e 57
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= | o)A} D1, prednisone 60 mg/m’ D1-D5 35 712) &t 2| 2=
62| A3 = b el = Aol SA flo] 2 B
g Xk 5741 o7 B Folu A& Agul2nE B Fo] WHo| wel
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T QWA BN ol ol AR ghot B 22 33T A N Auke FusEn ok YT
AERgprsos Adstdrh ofF B A ud  glolon] A% 9 ojeo) olubd uith gIglch 4 A

Figure 1. (A) Examination of a bone marrow biopsy specimen reveals dlffusely 1nﬁltrat1ng lymphoid cells with 100% cellularity
(hematoxylin and eosin stain, x 100). (B) The infiltrating atypical lymphoid cells are medium in size with clumped nuclei (hematoxylin
and eosin, x 400).
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Figure 2. Liver colloid scan shows splenomegaly and increased
uptake of radiocolloid in the spleen.
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Figure 3. (A) Evaluation of serum IgG levels throughout the patient’s clinical course shows prolonged hypogammaglobulinemia G after
completion of rituximab-containing chemotherapy (2011.1). (B) White blood cell and lymphocyte counts show insidious recovery after

R-CHOP chemotherapy.
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