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Fig. 1. The cut surface of 3rd biopsy of axillary lymph
node shows gray white homogeneous solid

APPEATANCE,

Fig. 3. Showing small blood vessel proliferation and
immunoblasts, lymphocytes & plasma cell
aggregation in AILD. (H&E stain, x100)
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Fig. 2. Showing partly effaced nodal architecture with
cellular infiltrates in AILD. (H&E stain, = 40)

Fig. 4, Showing intravascular immunoblasts proli-
feration and amorphous acidophilic interstitial
deposits in AILD. (H&E stain, =100}
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Fig. 5. Showing focal collections of immunoblasts in
same node. (H&E stain, = 10{)

Fig. 7. The lymph nodes are largely replaced by im-
munehblasts in immuncblastic sarcoma. (H&E
stain, =40
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Fig. 6. The cut surface of 4th biopzy of axillary and
supraclavicular lymph nodes show grav white
homogeneous apperance with hemorrhage and
TEC OIS,

Fig. 8.

High magnification of the tumor showing im-
munohlasts with plasmacytoid differentiation.
(H&E stain, =400}
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Immunoblastic Sarcoma Arising in
Angiommunoblastic Lymphadenopathy
—A case report—

Youn Wha Kim, M.I),, Hyun Seok Chi, M.D.
and Jung Kook Lee, M.D.

Department of Pathology, College of Medicine
Kyvung Hee University

Hui Joong Yoon, M.D.

Diepartment of Internal Medicine,
College of Medicine
Kyvung Hee University

Angioimmunoblastic lymphadenopathy (AILD) is a
systemic disease clinically characterized by fever,
generalized  lymphadenopathy,  hepatosplenomegaly,
polyclonal gamma-globulinemia and Cooms' positive
hemolyvtic anemia. The lvmph node in AILD reveals a
polymorphic feature consisting of a proliferation of
simall vessels, immunoblasts and plasma cells and acido-
philic interstitial material. Progression into immunob-
lastic sarcoma is reported as high 35% of the patient
with AILD. Nathwani et al have observed not only
malignant transformation of AILD in sequential tissue
examination, but also the coexistence of AILD and
immunoblastic lymphoma in the same lvmph node or at
different sites in the same patient. Multiple clusters or
izlands of compactly arranged large lvmphoid cells
constitute the initial histologic evidence of immunoblas-
tic sarcoma.

Immunoblastic sarcoma is a large cell lymphoma
conceptually  related to transformed T-and B-
lymphocytes of the extrafollicular compartment of the
immune system, which proignosis is poor.

We have recently experienced a case of immuno-
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blastic sarcoma arizing in angicimmunoblastic lvmpha-
denopathy in a 24 year old woman, She had history of
multiple enlarged lyvmph nodes in the inguinal, axilla
and supraclavicular areas. Previous lymph node biopsies
revealed reactive change. 5ix month later, right axillary
lymph node biopsy reveled AILD with focal clusters of

204 # 3 F 1986—

immunoblasts, Subsequent lymph node biopsy at the
same site revealed diffuse immunoblastic sarcoma,
B-cell type.

A case presentation with histologic findings and a
brief review of literature were done.
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