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Susceptibility of Trisomic and of
Triploid Human Fibroblasts to
Simian Virus 40 (SV40)

CeLLs from patients with G-trisomy or E-trisomy and XXY
cells from patients with XY/ XXY mosaic Klinefelter’s syndrome

Table 1 Induction of SV40 T Antigen in Human Fibroblast Strains

Cell % cells with T antigen
Individual Group
Group Strain Passage test average
CR 9 8.5
CR 13 5.8
CR 16 114
Normal CR 18 9.0 8.8
CR 19 9.0
HALL 2 12.1
SUL 6 5.9
PER 2 3.8
g . PER 5 6.6
Triploid PER 7 10.6 7.8
PER 11 10.3
KIN 6 21.7
S KIN 8 17.7
G-Trisomic KIN 19 172 18.1
GAL 9 15.8
. FAN 1 41.6
Fanconi FAN 5 379 39.8

A single pool of SV40, strain 776 (ref. 6), with a titre of 2.0 x 108
plaque forming units in BSC-1 cells’” was used. All fibroblast
cultures were derived from explants of skin biopsies and grown in
modified® Eagle’s minimal essential medium. Cultures were incu-
bated at 35° C in an atmosphere of 5% CQ, and air. For infection,
cultures were initiated with 3.5 10° cells in 5 ml. of medium per
2 ounce prescription bottle. Two days later the medium was re-
aewed. On the third day, the medium was removed, the cells were
washed twice with 2 ml. of Hanks balanced salt solution and 0.5
ml. of undiluted SV40 suspension was added. After a 4 h viral
adsorption period, the cells were again washed twice and fresh
medium added. Unlike previous investigators?® we did not maintain
the infected cultures in anti-SV40 serum. Preliminary ‘experiments
showed that the relative susceptibilities of several cell strains to
SV40 T antigen induction were not altered by maintenance of the
infected cultures in medium containing 1.0%, monkey anti-SV40
serum (95% plaque reduction titre=1:10,000). For each cell
strain tested, maintenance in anti-SV40 serum halved the percentage
of cells producing T antigen at 72 h after infection. 18 h after
infection, the cells were treated with trypsin and suspended in medium
to give 5x 10* cells/ml. One ml. of cell suspension was distributed
to each of 3 Leighton tubes containing coverslips. At 72 h after
infection the cells were fixed in acetone. T antigen was detected by
the indirect immunofluorescent technique using serum from hamsters
bearing SV40-induced tumours®. The percentage of cells containing
T antigen was estimated from counts of 1,500 cells.
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are more susceptible to transformation in vitro by SV40 than
are cells from normal individuals!-*. We have used triploid
(69XXY) human cells to determine whether the presence of
extra chromosomes per se increases susceptibility to trans-
formation.

The susceptibility of a human fibroblast strain to SV40-
induced transformation is given by the proportion of cells
which, when in dividing cell culture, produces SV40 T antigen
at 72 h after exposure to the virus?:*>. In addition to cells
from two patients with G-trisomy and the patient with triploidy,
cells from three clinically normal individuals and a patient
with Fanconi’s anaemia were included as controls.

Table 1 shows that, on average, 18.1% of trisomic cells and
7.8% of triploid cells produced T antigen. This latter figure
is very similar to that of normal diploid cells. For cells from
patients with G-trisomy and from the patient with Fanconi’s
anaemia the relatively high percentage of cells which produced
T antigen is in accord with other reports!*2:5:1° that such
cells are unusually susceptible to SV40.

That the susceptibility of the triploid cells to SV40 is essen-
tially normal indicates that the increased susceptibility of tri-
somic cells, at least as judged by T antigen production, results
from factors other than the simple presence of the extra
chromosome. The chromosomal imbalance present in the
trisomic cells but not in the triploid cells is probably involved
in the increased susceptibility to SV40.
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Acceleration of Senescence
induced in Wheat by Light

THE effects of low light intensity which rapidly lead to observ-
able changes in the growth rate and morphology of plants are
well documented®. In an experiment to determine the influence
of low intensity light on the yield of grain in wheat, we have
discovered a new effect which is expressed several weeks after
treatment.
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