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Fig. 1. Smear preparations for cytological examination of a specimen taken from the
pleural effusion of a serum hepatitis patient. There can be seen many hepatic cells
that are seemingly malignant, having large nuclei, basophilic cytoplasm and show-
ing anisocytosis.
Cells in picture c (right) are forming a pseudo-gall duct.
Giemsa stain. Magnification : X 500.
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Fig. 2, Frequency distributions of chromosome numbers per cell in cell
cultures originated from pleural effusions of a serum hepatitis

patient during convalescence.

It is noted that in the first cell cul-

ture (above) which contained many hepatic cells, cells with subdi-
ploidy of 45 chromosomes were predominant, Whereas, in the second
cell culture (below), which contained only a small number of hepa-
tic cells, euploidy cells with 46 chromosomes were predominant.
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Table 1. Frequency distribution of abnormal
karyotypes seen in cells obtained from
pleural effusjons of a serum hepatitis
patient during convalescence.

Abnormalities Frequencies
Missing of two members of the 3
group C.

Monosomy for a member in the 9
group E,
Terminal fusion between members 4
belonging to the groups D/E,
Monosomy for a member in the 1
group D.
Monosomy for a member in groups 1
D and E, respectively.

(Total ‘ 18)
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Fig. 3. The karyotype has 45 chromosomes with monosomy for a member

in the group E (No. 16 to 18). This chromosomal deletion was detected
most frequently.
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Fig. 4. The karyotype is subdiploid (45 chromosomes) with an end-to-end
alignment of the members belonging to the D and E groups. Thus,
member of the E group was apparently lost.
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Fig. 5. The karyotype is similar to that in Fig. 4.
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Fig. 6. The karyotype is similar to that in Fig. 4. A terminal fusion is
indicated by a black arrow. Chromatid breaks are seen in large meta-
centric chromosomes as indicated by white arrows.
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Fig. 7. The karyotype was subdiploid also (45 chromosomes) with one
member of the group D missing.
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Fig. 8. This shows a normal euploidy karyotype which was predominant in the
second cell culture in which there was only a small number of hepatic cells.
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ABSTRACT

The present paper deals with chromosomal
abnormali‘ti‘es in hepatic cells from pleural
effusions of a serum hepatitis patient during
convalescence. The patient (46 years old, male)
had a gastric resection due to a gastric ulcer
on September 15, 1965, On Qctober §, 1965,
jaundice occurred and was considered to be
caused by a serum hepatitis virus infection
associated with transfusions during the above
operation. By the end of October, the jaundice
subsided, On February 11, 1966, he complained
general languor, At that time SGOT and SGPT
tests were positive. On June 16, X-ray exa-
mination showed pleural effusion of the right
pleural cavity. Cytological examinations of the
effusions revealed many hepatic cells, lympho-
cytes, red blood cells and mesodermal cells,
The hepatic cells were seemingly malignant
but this was not certain. The pleural effusion
diminished gradually in August, and the hepa-
tic cells disappeared by the end of August.

Cells harvested from pleural effusions
were cultivated and karyotypes were analysed,
Several abnormal karyotypes were found in
the cell culture from the specimen taken on
June 27, which contained many hepatic cells.
Where cells with subdiploidy of 45 chromo-
somes were predominant (29 out of 62 cells).
The chromosomal deletion effect was associa-
ted mainly with the absence of a certain
member of the group E or to a terminal fusion
between members belonging to the D/E grou~
ps. Chromatid breaks were seen occasionally
but were not considered significant.

On the contrary, in the cell culture from
the pleural effusion taken from the patient
one month later, which contained only a small

number of hepatic cells, euploidy cells of 46
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chromosomes were predominant. This obser-
vation indicates that the abnormal karyotypes
of the first specimen are probably assoclated
with the hepatic cells which appeared tran-
siently in the pleural effusions.

The hepatic cells appeared in the pleural
effusions were seemingly malignant in charac-
ter. However, clinical examinations (X-ray and
scintillation scanning) of the liver region fai-
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led to show any sign of neoplasm. Although
it is plausible, results presented here do not
provide conclusive evidence that these chro-
mosomal changes are associated specifically
with serum hepatitis infection. More evidence
is required to confirm a direct relationship
between serum hepatitis virus infection and
specific chromosomal abnormalities,



