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Differential Diagnosis of Fine Needle Aspiration Cytology
of Benign Lymphadenopathy

Eun Mee Han, M.D., Dong Eun Song, M.D., Dae Un Eom, M.D.,
Hye Jeong Choi, M.D., Hee Jeong Cha, M.D., and Jooryung Huh, M.D.

Department of Pathology, Asan Medical Center, College of Medicine, University of Ulsan, Seoul, Korea

In the investigation of superficial lymphadenopathy of unknown cause, fine needle aspiration (FNA) cytology
plays an invaluable role. It enables the differentiation of benign Iymphadenopathy from lymphoid and
non-lymphoid malignancies, obviating the need for open biopsy, and allowing the triage of patients.
Cytopathologists should be familiar with the typical FNA patterns of benign lymphadenopathy, and recognize
and differentiate among categories. In a minority of cases of benign lymphadenopathy, FNA can render a
specific diagnosis. Benign lymphadenopathies are generally categorized into reactive lymphoid hyperplasia
(RLH), inflammatory or infectious processes, and benign lymphoproliferative disorders. RLH characteristically
presents with a heterogeneous and polymorphous smear composed of normal cellular constituents of lymph
nodes, in contrast with the homogeneous or monomorphic smear of most lymphomas. The caveat is that
various malignant disorders may also present with polymorphous populations. It is also important to recognize
thatbenign lymphoid smears may sometimes contain atypical cells that raise the suspicion of malignancy.
Clinical information should always be the integral part of the diagnostic criteria in FNA of lymphadenopathy. If
there is any doubt about the benign nature of the smear, it is prudent to suggest biopsy and ancillary studies.

Key words: Lymph node, Fine needle aspiration (FNA), Benign lymphadenopathy
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Fig. 1. Reactive lymphoid hyperplasia (A) Single cell pattern and abundance of lymphoglandular bodies are characteristic.
Cellular composition is typically polymorphous. (Diff-Quick) (B) Follicle center fragments composed of small lymphocytes,
TBM, centrocytes, centroblasts, and FDC are observed in large numbers. (Papanicolaou) (C) High power view of FCC:
Pale-staining, oval nuclei of FDC are admixed with lymphocytes of variable sizes. (Papanicolaou) (D) TBM contain nuclear
fragments (apoptotic bodies) of centrocytes and centroblasts (arrow). (Papanicolaou)

FDC : Follicular dendritic cell, FCC; Follicular center cell
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Fig. 2. Kimura disease. Numerous eosinophils are observed
in the background of RLH pattern. Inset: Warthin—-Finkleday
giant cell. (Diff-Quick)
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composed of immunoblasts with intensely basophilic
cytoplasm, centroblasts, plasmacytoid cells, plasma cells are
characteristic. (Diff-Quick)
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Fig. 6. Tuberculosis. (A) Granulomatous type: Some, not many, granulomas are observed in clean background. (Papanicolaou)
(B) Granuloma + necrosis: A few granulomas are seen in necrotic background. (Papanicolaou) (C) Necrotic type: Numerous
neutrophils are present in the dirty necrotic background. (Papanicolaou) (D) Necrotic type: Wright stain shows many histiocytes in

addition to neutrophils. (Diff-Quick)
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Fig. 7. Suppurative lymphadenitis (A) Neutrophils comprise the bulk of the smear with small numbers of lymphocytes, variable
numbers of phagocytic histiocytes in the necrotic background containing numerous fibrin strands. (Papanicolaou) (B)
Diff-Quick stain shows neutrophil, phagocytic histiocytes, and fibrin. (Diff-Quick)
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