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Decreased CD4*CD45RA* Lymphocytes in Peripheral Blood
of SLE Patients

Toshiko Nobutoh

Decreased CD4*CD45RA* lymphocytes have been reported in peripheral blood of
SLE patients. Using flow cytometer, the CD4*CD45RA™* lymphocytes were found to
be decreased at the first day just after separation of lymphocytes, but recovered to
normal range after one week culture without patient’s sera. The moderate systemic
application of corticosteroids to SLE patients had no effects on the lymphocytes of
the present study.

To investigate whether these decreased cells could be initiated by their own
intracellular natures or by some extrinsic factors, healthy lymphocytes were in-
cubated with the positive and the negative sera and Ca** level were counted. One
minute after incubation with the positive sera, Ca** uptakes of the normal
lymphocytes increased, but not with the healthy negative sera.

These results suggest that the CD4*CD45RA™ cells were persistently activated in
the peripheral blood of SLE patients and that their sera contained some extrinsic
unknown factors to be able to activate the lymphocytes. (Accepted on April 27, 1993)
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Table 1. Population of blood lymphocyte subsets in healthy controls and SLE patients

0 day 1 week 1 week,” 0 day
Normal SLE Normal SLE Normal SLE
CD4* 42.9% 30.4% 54.0% 55.1% 1.29 1.81
CD45RA* 63.7% 66.4% 57.4% 62.9% 0.92 0.95
CD4*CD45RA* 20.8% 13.1% 28.4% 27.1% 1.67 2.32
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Fig. 1. T lymphocyte subsets/all lymphocytes
-------- control SLE
MEOK p<0.001  ¥%  p<0.01

a : CD4* lymphocytes/all lymphocytes
b : CD4*CD45RA* lymphocytes/all lymphocytes

NiE30.4%, 66.4%, 13.1%TH-7z(Table 1) .
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%, 28.4%, SLE BE Y > SBRDZ11355.1%,
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Fig. 2. 1week/ 0 day : percentage of T lymphocyte subsets
XX p<o0.001 ¥ p<0.001
a . 1week/0day : percentage of CD4* lymphocytes
b : 1week/ 0day : percentage of CD4* CD45RA* lymphocytes

Table 2. Before and after application of corticosteroid

1993)

0 day 1 week 1 week,/ 0 day

before after before after before after

case 1 41.1% 37.3% 71.6% 64.2% 1.74 1.72

D case 2 39.0% 39.6% 80.9% 60.6% 2.07 1.53
case 3 28.1% 26.3% 54.6% 47.3% 1.94 1.80

means| 36.1% 34.4% 69.0% 57.4% 1.92 1.68

case 1 41.3% 42.1% 42.9% 51.0% 1.03 1.21

CDA5RA case 2 85.8% 74.0% 70.6% 80.4% 0.82 1.09
case 3 61.1% 61.0% 71.6% 71.3% 1.17 1.17

means| 62.9% 59.0% 61.7% 67.5% 1.01 1.16

casel 8.0% 5.6% 17.2% 20.5% 2.15 3.65

case 2 31.6% 25.1% 58.9% 43.6% 1.83 1.73

CD4*CDARAY case 3 10.9% 9.2% 33.8% 27.5% 3.10 2.98
means| 16.8% 13.3% 36.6% 30.5% 2.37 2.79
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Fig. 3. Percentage of lymphocytes which showed increased Ca** level

-------- control
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