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B 1 COURSE & THERAPY (Case 1)
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Ly : Shaded area indicates the numbers of lymphocyte

B2 Peripheral blood film of case 1.
(May-Griinwald-Giemsa, X 1000)
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B3 Schematic illustrations of the ‘atypical

lymphocytes’ selected from the peripheral
blood of cases 1 and 2 (1 —13}, cells
from lymphosarcoma cell leukemia (14—16)

19 20 21

4 Sections of lymph node (casel). Overall

pattern of the lymph nodes are relatively
well preserved although lymph follicles are
completely depleted.

In some areas, subcapsular sinuses are
packed with small dark-stained cells re-
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sembling lymphocytes. (Hematoxylin-eosin, XlOO)‘

and cells from prolymphocytic
leukemia (19—23). Red cells
for

are also shown (17, 18)
a comparison of size.
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B 5 Cytomegalic inclusion bodies in the
alveolar lumen of the lung of casel
(Hematoxylin-eosin, X400)
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Table 1. Laboratory findings (Case 1)

Peripheral blood

Hb 10.5g/d!
RBC 342X10*/mm’
Platelet 10. 9%X10°/mm’
WBC 25, 500/ mm’

band 0.5%

segmented 16.0

Eo 1

Ba 1

Mo 0

Ly 81.5

Bone marrow

Nucleated cell count 15.2%X10'/ mm®

Ervthroblasts 15.4%
Mybl 1.4
Pr 10.8
My 7.4
Mt 17.4
Band 11.0
Segmented 10.8
Lv large 4.0
small 13.8
atypical 2.6
Others 5.4
Blastogenesis after PHA addition 5%

T cell 41%
Becell 1.2%

Subpopulation of lymphocytes

aminobenzyl penicillin, cephalothin natrium %
BE LU »REET, 3AEEDI L2F5OREY
) U REBO/INERE TOBEBENA LRI, Y U 3E
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Tabl 2. Laboratory findings (Case 2)

Total protein 6. 4g/d!

A/G ratio 1.27
Al 56%
Gl  a, 2

a, 8

B 12

7 22
Paul-Bunnell test negative
Anti-EB-virus titer X 40
CRP 2+
ASLO 333 unit
LDH 830 unit
Total bilirubin 0.46 mg/dl
GOT 52 unit
GPT 91 unit

Alkaline phosphatase

3.6 Bessy Lowly

Unit

Peripheral blood

Hb 15. 0g/dl
RBC 480 X 10*/mm’
Platelet normal
WBC 7,550/ mm’
band 18.5%
segmented 34.0
Eo 2.5
Mo 3.5
Ly 17.0
atypical 23.5
Bone marrow
Nucleated cell count 9. 6 X 10*mm’
Ervthroblats 36.2%
Mybl 3.0
Pr 12.4
My 9.4
My 11.2
Band 3.4
Segmented 2.6
Mo 2.0
Ly large 5.0
small 3.0
atvpical 7.8
Others 4.
LDH 1600 unit
Total bilirubin 5.94 mg/dl
dircct 4.11 mg/d}
GOT 91 unit
GPT 75 unit

Changes of WBC after admission

18 March 7,550 /mm’
23 March 8,050
28 March 8, 600

1 April 23,600(Pr 0.5, My 0.5, Band
8.5, Seg 16.0,Eo 1.5, Mo 6.0,
Lv 9.5, Atyp 57.5%)

3 April 27,050
8 April 11, 000
12 April 9,050
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K6 Sections of lymphnode (case 2).
General architecture of the lymph node
are completely lost due to increased
infiltration of lymphoid cells.
(Hematoxylin-eosin, X 2.7)
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2R 25T CLLEMREE LTRE ShTO
% lymphosarcoma cell leukemia, hairy cell
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HKEE LTIE IM ! cytomegalovirus mononucle-
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M, SHCHEL RO TAME 210 &S
5 EgIERIY) A BREHMRE VI <&D b
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cell leukemial* hairy cell leukemia®™® A&z T¥ pro-
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b prolymphocytic leukemia 5 SRR DA, @b
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Two Cases of Atypical Lymphocytosis Resembling
“Prolymphocytic Leukemia” (Galton et al.)

Hirokuni Taguchi, Hiroshi Sanada, Toshio Tanaka
Central Laboratories, Okayama University Medical School
Takehiko Hayashi, Isao Miyoshi
2nd Department of Internal Medicine, Okayama University Medical School
Minoru Kitayama

Department of Internal Medicine, Okayama University Hospital at Misasa

Case 1. A38-year-old housewife was admitted to our clinic on January 1973 because of fe-
ver and lymphocytosis of 4-months’ duration. Leukocytosis (25,500/ mm®) with a marked lympho-
cytosis ( 70%) was present in peripheral blood. Twenty-four out of this 70% of lymphocytes
were markedly atypical, showing indented or lobated nuclei and rather abundant basophilic cyto-
plasm. These cells were also seen in bone marrow in 2.6%. Phase contrast and electron mi-
croscopic observation revealed these cells to be rather mature atypical lymphocytes. Negative
Paul-Bunnell test, low antibody titer for EB virus, and poor blstogenesis to stimulation by phy-
tohemaggulutinin and T-cell nature of these lymphocytes were demonstrated. Prominent hepato-
splenomegaly was characteristic though lymphoadenopathy was absent. Peripheral leukocyte counts
increased progressively up to 20.4X10‘/mm*® while blasts were scarecely seen. In spite of admini-
stering Neocarzinostatin, vincristine and prednisolone. the patient died of pneumonia three
months after admission. Necropsy using a Silverman needle revealed cytomegalic inclusion bodies
in the lung and massive infiltration of, what appeared to be, atypical lymphocytes into the liver,
spleen and kidney.

Case 2 : A56-year-old male was admitted to the Okayama University Hospital at Misasa on
March 1974, complaining of high temperature of 2-weeks’ duration. Leukocyte counts in peri-
pheral blood was 7,550/mm’ with atypical lymphocytes, which were quite similar in shapes as
well as in maturities to those seen in the Case 1 and were seen in 23.5%, whereas they were
7.8% in the bone marrow. Fever continued without responding to various antibiotics and predni-
solone. Leukocyte counts were increased up to 23,600/mm® within two weeks and he died of ma-
ssive interstitial pneumonia one month after the admission. Necropsy with a Silverman needle
revealed cytomegalic inclusion bodies in the lung and infiltrations of atypical lymphocytes into
the liver, spleen and kidney.

Infectious mononucleosis can be ruled out on the basis of progressive and fatal clinical
courses and other specific laboratory findings, although infection by Herpes type virus might
play some role at the terminal stage of the disease. As the increase of atypical lymphocytes is
so prominent in the peripheral blood and bone marrow, these 2 cases probably belong to lympho-
cytic leukemia; acute lymphocytic leukemia can easily be omitted because no blasts were seen.
On the other hand, these cases cannot be categorized as conventional chronic lymphocytic leuke-

mia in various points, showing atypical lymphocytes with variegated shapes and sizes, much
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shorter surviving time than that and poor response to therapy . Differentiation of these cases
from “lymphosarcoma cell leukemia” is also made by their shorter clinical courses than that
leukemia and absence of very characteristic nucleoli seen in that leukemia. Maturity of the cells
from our cases also differ from those in lymphosarcoma cell leukemia; cells in our cases are
maturer than those of that leukemia. “Prolymphocytic leukemia” reported by Galton et al.
may be a disease entity to be most compatible with our cases. Marked lymphocytosis, short
survival time, poor response to therapy, hepatosplenomegaly and absence of peripheral lympho-
adenopathy accord well with the clinical features described by them. The characteristic cells,
however, in the peripheral blood of prolymphocytic leukemia are somewhat different from those
seen in our cases. The cells of that leukemia have a large vesicular nucleolus in almost every
cases without appreciable clefts, indentations or lobations of nucleus, whereas less conspicuous
nucleoli and more irregular nuclei in shape were frequently observed in our cases than in pro-
lymphocytic leukemia. Incidentally, Akihama et al. reported a case quite resembling oilr cases,
and proposed a new clinical entity which should be differentiated from chronic lymphocytic leuke-
mia due to several reasons as stated before. Because of, however, the lack of proper auto-
psies and limited numbers of cases experienced so far, it will be too premature to state that th-
ese 3 cases, including that of Akihama et al., should be regarded as a new clinical entity.
Further studies on the similar cases to ours will be needed to decide as to whether or not our

2 cases are indeed a variant of prolymphocytic leukemia.



