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Leukemic Infiltration of Acute Hybrid Leukemia with CD7+, CD13+
and CD19+ Immunophenotype in the Lymph Node
A case report —

Mi Ja Lee, M D, Ho Jong Jeon, M.D. and Sang Woo Juhng, M.D*
Department of Pathology, College of Medicine, Chosun University and Chonnam Universily*

Acute hybrid leukemia is an uncommon disease that demonstrates malignant transformation
expressing lymphoid and myeloid cell lineage.

We experienced a case of 25-year-old man with acute leukemia with unusual characteristics:
unclassifiable morphology and undifferentiated cytochemistry by French-American-British
(FAR) criteria. Microscopically, it disclosed monotonous tumor cell population in lymph node
with vascular plugging and perivascular infiltration, and indian file appearance in capsule and
surrounding adipose tissue. Results of flow cytometry and immunohistochemical studies of fro-
zen sections, cytospins, and formalin fixed lymphoid tissues disclosed hybrid form characterized
by myeloid and Ivmphoid cell lineage. The immunophenotype analysis showed both anti-T cell,
anti-B cell and anti-myeloid cell monoclonal antibody reactivity; blast cells were consistently
CDT7+(04.6%), CD13+(971%), and CD19+({85.22%). The normal hematopoietic cells were almost
replaced by tumor cells in PB and bone marrow.

In preparation of cytospin of peripheral blood(PB) cells separated by a Ficoll-hypaque gradi-
ents, blast cells were negative for Sudan black B, myeloperoxidase, periodic acid Schiff, and non-
specific esterase. (Korean J Pathol 1994; 28: 191~199)

Key Words: Hybrid leukemia, Lymphoma, Flow cytometry, Immunohistochemistry
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o irregualar, deep ind=ntation
and nuclear pockets. The chro
matin 18 narrow  dand shows
condsnced ouclear rim, A sin-
gle, medium =ized rociealus iz
lacared in potipheral margin of
the nucleas, The cytoplasm
cantaing  some  mitochondria.
EZE and polyoihosoooe,

Fig. 4. The normal homato-
poictic colls ame deoprossed by
rumor cells in peroheral hlood
smeariz] and bone marrow as-
pirated srzezrh).



—ol gk 2| whElx] A 289 A2 E 1994

d Lef] 23l mimbydeor sLdslalc} o]zigh Fof
A 25 obt R ok dys ol ko] 4
T3 FEqg #W48E Flan gl Foksd T
2714 ¥tz ez s ze} vjmal B F
oAz o Aol Srhx] ol#o] gl A g
of o A 28} v F P24 Eoln] EF FaSteidr 3
AslAdcHFig la). d3uel ksl zs} S84 W=}
+ szl dalel 43 H4Y(vascular plugging)
& dolvi QP ey FgAze AL FPabslg
tHFig. 1b). & Yitald+= FuUA L7 dAF(tra-

becula)?l M(sinus)d =iz} AFslgich 2z
Az 2R MY fzE 5] WYl Hokd e
23 g 2oke] Ha4d F dwy 2d)(Indian file)
Habe]l sutnh 34 Aubza o c e g zaly)
fEedd £33 A= HFig 2). Aalda]zlz 24}
el 4 Fobdlze] Ay fed=ls SalAe|n] 34
+5 o] glew npuclear pockete] sz oy
AL dobd daled FEsle] glglon] deas sl
Ae] Welyel fAsn gzl A EQDuols ofale)
AR, =dzAdHnl, ey de] s gl

Table 1. Monoclonal antibodies used in this study

—_—

Commercial source

Antibody Reactivity Working dilution
. [HC FC
b} Thymaocytes 1:20 BD
CcDh2 All T cells, most NK cells 1:20 BD D
CD3 T cells 1:50 D ¥
CD4 T helper/inducer cells 1:10 D D
CD5 Thymocytes, mature T cells 1:20 BD D
CD7 Almost T cells, NK cells, 1:20 BD D
immuture myeloid cells
CD8 T cytotoxic/suppressor cells 1:20 ED D
CD10 Precursor B cells 1:50 D D
CD13 M yeloid/monocytic cells D
Chlo pan-B cells 1:50 D D
CD20(L26) B-cells 1:50 D
Ch30 Activated B, T cells, 1 :20 D
RS cells, granulocytes
CD33 M yeloid/monocytic cells
CD43(MT1) T cells, some B cells 1:40 B ]
myeloid, monocytes
CD45R(MBL) B cells 1:25 D
CD45R0O T cells, some B cells, 1:25 D
(UCHL1) monocytes myeloid cells
CD45(LCA) Leukocytes 1100 D
CD45RAMT2) T cells, B cells, monocytes 1:40 B
CDl6 NK cells D
CD56 NK cells D
MB2 B cells 140 B
N1 Germinal center B cells 1:10 B
CDT4(LNZ2) B cells 140 B
IN3HLA-DE) Monomorphic HLA-DR antigen 1:20 B
LN5 Macrophage 1:10 B
OPD4 T cellstH/T) 1:100 D
EM A Epithelial cells 1:50 D
Vimentin Mesenchymal cells 1:10 D
(Va)
[ Dako BD: Becton-Dickinson B: BioGenex O Oncogene-science

[HC: Immunohistochemistry FC: Flow cytometry
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A(Fig. 4b)ellH= F4 =4 AZLE0] 7 25 F
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2. Mzalet 9l Qi E|8l8t4N

Az g4 FeALEL  periodic acid
Schiff(PAS) ¥4 Sudan black B(SBEB) o B

Table 2. Findings of immunologic markers

myeloperoxidase(MPO) <4, non-specific es-
terase G4l F4EF Bac dozasa 4=
horseradish peroxidase§ ¢|&% avidin-biotin
complex = alkaline phosphatase® o]&4}
APAAP o4 d4flE o B3lgicl 2183 51284
@+ Table 1 veldigich M ghsle] ujed s}
AA2LE wxyele]| oid flow cytometry(Bec-
ton-Dickinson FACScan)2} Ficoll-hypaque gra-
dient= o] &&led Fe|dl 9 ¥ s gza 7
23 =3 AR 2yl v F alely ¥
wlzAed ] HAabil zale Table 2004 ¥ ups} 32
ot e 2E T 4AEs) 433 CDTE flow cyto-
metry 4 94.6%, T4/chHT4 H Eeol] whEle
CD13% 97.1%, A= B Zo| whiszsie CD1G:
85.22%, natural killer#l £ w23l CDIA2

Antibody Flow cytometry(%) Frozen PB Formalin fixed LN
CDl nd - - nd
cDh2 1.7 - — nd
CD3 0.64 + + nd
CD4 0.26 - — nd
CDh 0.8 — - nd
CD7 94.6 -+ + =+ +++ nd
CDa 0.72 — - nd
CDLO 0 - - nd
cDl3 47.1 nd nd nd
CD1g 85.22 +++ +++ nd
CD2L26) nd nd nd -
CDa0 nd nd nd -
CD33 17.1 nd nd nd
CD43MT1) nd nd nd +++
CD45RME1L) nd nd nd +
CD45REOITUTCHLL ) nd nd nd -
CD45(LCA) nd + =+ + +
CD4SRAMTZ) nd nd nd -
CD16 £6.64 nd nd nd
CI56 0 nd nd nd
MBZ nd nd nd -
N1 nd nd nd -
L2 nd nd nd -
[N 3(HLA-DR) 16.4 nd nd —
OFD4 nd nd nd -
EMA nd nd nd -
Vimentin nd nd nd -

PB: Peripheral blood, LN: Lymph node, nd: not done

—: Negative reaction, +: positive reactions less than 50%,

+ +: Positive reactions from 50% to 85%,
++ +: Positive reactions more than 85%
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Fig. 5. Results of immunophenotyping by flow cytometric examination. Leukemic cells are reactive for CDT,

CD13, CDL6, CDL9 antibodies.
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