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Introduction

Amyloidosis lymphadenopathy histologically
demonstrates effaced nodal architecture by
eosinophilic amorpholous materials. Two
groups of proteins are associated with
amyloidosis. The proteins that form fibrils
are designated AA and often associated with
reactive or secondary amyloidosis. These
conditions include autoimmune diseases,
infectious etiologies and neoplasia more
often lymphomas. Due to the persistent
chronic inflammatory state, lymph nodes can
be complicated by the deposition of serum
amyloid A protein (SAA) and development of
secondary amyloidosis.

Conclusion

This case represents an example of
concurrent amyloidosis, sarcoidosis
and idiopathic unicentric Castleman
disease. Given that SSA was recently
reported to have a pathogenic role in
granulomatous inflammation of
Sarcoidosis through sustained
inflammatory reaction, the possibility
of increased SSA triggering
sarcoidoisis in this patient can be
considered.

Methods 

The patient is a 62 years old African
American female with medical history of
Plummer Vinson syndrome and CT scan in
2014 showing lymphadenopathy of the
porta hepatis. Needle core biopsy of the an
enlarged lymph nodes revealed sheets of
polytypic plasma cells with no aberrant B- or
T-cells or granulomas or hyaline-like
depositions identified. The findings were
suspicious for unicentric Castleman disease.
In 2019, the patient presented with chronic
fatigue without other systemic symptoms.
Contrast CT revealed persistent
retroperitoneal lymphadenopathy, and
calcified granulomas in the liver, and lung.

Excision of portal and celiac nodes showed
preserved nodal architecture with mild mantle
zone expansion and marked hyaline-like
deposition in the follicles. Sheets of mature
plasma cells and focally increased vasculatures
are seen in the interfollicular areas. Focally
frequent non-necrotizing granulomas are noted.
Occasional giant cells and rare asteroid bodies
are identified in the granulomas. CD138 stain
highlighted marked increased plasma cells and
HHV8 was negative. Immunofluorescence
microscopy for Kappa, and Lambda didn’t show
monoclonality; Special stain for Congo-red, and
Serum Amyloid Associated Protein IHC stain
were strongly positive in the follicles.

Results

Figure 1. 1A-1D Variably sized
follicles. 1E, 1F and 1M
Follicles with eosinophilic
deposits in the centers and
mantle zone hyperplasia. 1G-
1H sheets of mature plasma
cells and vascular
proliferation. Hyalinized
vessels penetrating the
follicles (Figure 1G-1H). 1K-1L
Non-caseating granulomas
with giant cells and asteroid
bodies. 1N-1O Congo-red. 1P
SAA.

Figure 2. The presumptive

pathogenesis of reactive

lymphadenopathy with concurrent

Castleman disease, sarcoidosis and

reactive amyloidosis


