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CD30 (Ber H2) Distribution in Hodgkin’s Disease and
non-Hodgkin's Lymphoma

Bong Hee Kim, M.D., Young Hee Maeng, M .D., Juhie Lee, M.D. and Moon Ho Yang, M.D.
Department of Pathology College of Medicine, Kyun g hee University

Forty one cases of Hodgkin's diisease and non-Hodgkin's lvmphomas were immunsohisto-chemi-
cally studied for the presence of CD30 antigen on the paraffin embedded formaldehyde fixed tis-
sue by using Ber H2(CD30) monoclonal antibody (Dakopatts, diluted 1 :20) and avidin biotin per-
oxidase complex technique, Seventy five %(6/8) of Hodgkin's lymphoma and 27% (9/33) of non-
Hodgkin's lymphomas were CD30 positive. Five of 17 diffuse large cell and immunoblastic lym-
phoma and one large cell anaplastic lymphoma showed large numbers of CD30 positive cells, Oc-
casional CD30 postive cells were found in one of 2 angicimmunoblastic lymphadenopathy-like T
cell lymphoma, one of 4 small lymphocytic lymphoma and one unclassified lymphoma.
Immunophenotypically 16% of B cell lymphoma and 42% of T cell lymphoma showed CD30 posi-
tivity. Six cases of Hodghin's disease, except lymphocyte predominance showed positive tumor
cells. Our results show that CD30 is more widespread in histologic subtvpes of lymphomas and is
not specific for the diagnosis of Hodgkin's disease. (Korean J Pathol 1994; 28: 381 ~ 388)
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Table 1. CD30 (Ber HZ) distribution in Non-Hodgkin's lymphoma

Lymphoma type Age (range) sex (M - F) CD30
Small lymphocytic, B S32~62) 2:2 1/4
Follicular lvmphocyvie, B S2(42~56) 2:1 0/30
Diffuse, mixed small & large, B 52 1:0 0/1
Diffuse, large cell & immunohlastic, B 535~T1) 8:3 2/11
Diffuse, large cell & immunoblastic, T I {15~65) 5:0 2/5
Diffuse, large cell & immunaoblastic, N A 59 0:1 1/1
AILD like T cell lymphoma BT 4~ 260 0:2 1/2
Lymphoblastic, T 18(14~26) 3:1 0/4
Large cell anaplastic, T 44 1:0 1/1
Unclassified, T ' 34 1:0 1/1

Total 0/33

MW A:Not available
AILD: Angioimmunoblastic lymphadenopathy

Fig. 1. Diffuse large cell lymphomala). Most tumor cells show positive reaction for CD30 (Ber HZ) in their cyto-
plasms (b)),
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%)v FEgeld wdstar 4e0(4/19 21%I= {2 oAl CD30ek4 212l (Table 2.), o3z ¥ =
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Fig. 2. Large cell anaplastic lvmphoma, T cell, shows pleomaorphic mullinucleated tumor glant cellsfa) Most

tumeor cells are positive for CDAD (Ber HI) (k).

Table 2, {030 (Ber E2) distribution in Hoedekin's disease

Subtyoe Ape (range) Sex C a0
Lymphocyte predominance g1 | 2k 0s1
I odular sclerosis 25 1:1l l,-“_l
Mixed collularity 4324 ~GT] 1:1 D
Lymphoeoy e depletion . IR -0 71
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