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Abstract

The systemic lupus erythematosus (SLE) and scleroderna are
autoimmune diseases with the abnormalities of immune system in both
cell-mediated immunity (CMI) and humoral-mediated impunity (HMI) as
well as some other defense mechanisms. The abnormality in the
production of and the response to interferon (IFN) and/or interleukin 2
(IL 2), which are the NK cell activity modulators, were also observed.
Although there were numerous reports revealed the defect of NK
activities in the SLE patients but the information of NK activity in
scleroderma  patients was scanty available and the accumulated
evidences of both the SLE and scleroderma patients were in controversy.
This study was designed to determine and to evaluate the NK activity
in the SLE patients and scleroderma patients at various condit.ions and
stages of the diseases in comparison to those of the healthy control
subjects. Their peripheral blood mononuclear leukocyte (PBML) were
separated from heparinized blood by Ficoll-Hypaque centrifugation and
tested for NK activity by tritiated thymidine incorporation method.
The NK activity of each group of subjects was expressed in term of the
meantSD of percent killing and of lytic unit (LU)/10° PBML.
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The results showed that the meantSD of the absolute number
of null célls from 35 healthy control subjects were 464.33+278.56
cells/cu.mm., and the NK activity of their PBML were 78.40+3.98 %
killing and 41.04+13.09 LU/10° PBML respectively. The meantSD of NK
act.ivity in male and female healthy control subjects were not different.
The study of 52 SLE patients found that the mean+SD of the absolute
number of their null cells was 649.84+360.82 cells /cu.mm. and their
NK activity were 68.08+20.67 % killing and 36.688+21.64 LU/:LO6 PEML
respectively. The absolute number of their null cells was lied in the
normal range or even slightly higher. Their NK activity as expressed
in term of percent killing was significantly lower than those of
healthy control subjects (p<0.01). However, when the SLE patients were
re—-grouping according to the disease activity (A, A, A, and Ay) and
corticosteroid and/or other immunosuppressive drug treatment and then
the NK activity of each group was analysed individually. It was found
that about 20-25% of SLE patients at. any disease activity showed NK
activity lower than normal. The mean+SD of the absolute number of null
cells at any stages of the disease remained at the normal level. The
mean+SD of NK activity of the patients at an inactive stage (A)) and
mildly active stage (A ) expressed either in term of %killing or lytic
unit/lOGPBML were not. differ from those of healthy control subjects.
The NK activity of the patients at moderately active stage (A)) was
also normal as expressed in term of %killing and only sligﬁtly lower
than of healthy control subjects when expressed in term of lytic
unit /10 PBML (0.025<p<0.05). Nevertheless, the patients at severely
active stage (A} showed the NK activity expressed either by %killing
or lytic unit/10°PBML significantly lower than those of healthy
control subjects (p<0.001). In addition, when the data were analysed
in connection with corticosteroid and/or other immunosuppressive drug
treatment it was found that the corticosteroid treatment alone had no
effect on the NK activity of SLE patients. However, when the patients
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were treated with corticostercoid in combination with other immuno-
suppressive drugs the mean+SD of NK activity of the ‘patients was
significantly lower than those of healthy control subjects (p<0.001).
It was found that this group of patients who did not recieved either
corticosteroid or other immunosuppressive drug had normal NK activity
Particularly, when the patients at severely active stage (A)) were
analysed, it was found that the number of patients that showed the
defect of NK activity were increased to 100% as expressed by %killing
and 75% as expressed by lytic unit/10°PBML.

The study of 23 sclercderma (SA) patients showed the pattern
of NK activity similar to those of SLE patients, i.e., the absolute
nunber of their null cells were slightly higher than those of healthy
control subjects and only about 22% of SA patients showed NK activity
lower than normal. However, there was an interesting observation that
the NK activity in SA patients was affected by corticosteroid
treatment whereas this was not observed in SLE patients when the SA
ratients were treated with corticosteroid the number of patients that
showed the defect of NK activity were_ increased to 36% as expressed in

term of lytic unit/10°PBML and 57% in term of %killing.

In conclusion, the present study indicated that SLE patients
who did not recieve immunosuppressive drug treatment had normal NK
activity. Regardless of the diease activity, even at the severely
active stage, there were only 25% of the patients had NK activity
lower +than normal. When the patients were treated eith other immuno-
suppressive drug in addition to corticosteroid, the number of patients
that showed the defect of NK activity were increased. Similary,
scleroderma pat.ients who did not recieve corticosteroid treatment were
also showed normal NK activity. However, their NK activity was
depressed when they were treated with corticosteroid.
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