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Table I. Percentage of M¢ in fractionated

cell populations from SLE peri-
pheral MNC

non-specific esterase
positive cells (%)

unfractionated 20—60%
M ¢ depleted fraction <02 %
M ¢ fraction >9800 %
T cell fraction <0.1 %
B cell fraction <0.1 %
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Fig. 1. IgG synthesis by SLE peripheral
MNC with or without PWM
stimulation.
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Fig. 2. Effect of Mg depletion on spon-
taneous IgG synthesis by SLE
peripheral MNC.

Mg (+), unfractionated MNC;
Mg (=), Mg depleted MNC.
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Fig. 3. IgG synthesis by Mg depleted
SLE MNC with or without PWM
stimulation
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Fig. 4. IgG synthesis by reconstituted
fraction with T and B cells from
M¢ depleted SLE MNC with or
without PWM stimulation.
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Fig. 5. Effect of Mg addition on PWM-
induced IgG synthesis by recon-
stituted fraction with T and B cells
from M¢ depleted SLE MNC.

Table I. Effect of Mg addition on SPL-
induced DNA synthesis by SLE
T cell fraction

Addition to T ceft
Culture

3H-Thymidine Incorporation (Acpm)

EXPT. EXPT. EXPT. EXPT. EXPT. EXPT. EXPT, EXPT.
SPL M#F 1 2 3 4 5§ & 1 g Mean:SE

] ] 9 160 75 ND. 93 1413 92 580 358x188
+ O 3345 212 760 1,825 4.282 7.083 2823 3.000 2987

+ + 15311 2,052 2.800 3,936 5.738 17.702 20418 42,000 13,870+ 4,883

N.D.=Not Done
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Fig. 6. Effect of autologous or allogeneic
Mg addition on SPL-induced DNA
synthesis by normall T cell frac-
tion.
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Fig. 7. Effect of autologous or allogeneic
M¢ addition on SPL-induced DNA
synthesis by SLE T cell fraction.
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Studies on macrophage function in in vitro' immune response
Part 2. Functional analysis of macrophage from patients
with systemic lupus erythematosus.
Yoshitoshi SHINOHARA
Third Department of Internal Medicine, Okayama
University Medical School.

(Director: Prof. Z. Ota)

To analyse the function of macrophages (M¢) from systemic lupus erythematosus
(SLE) patients, spontaneous IgG synthesis, PWM-induced IgG production and Staphy-
lococcal phage lysate (SPL)-induced DNA synthesis by M¢@ depleted mononuclear cell
(MNC) fraction or unfractionated MNC were examined. The depletion of M¢ enhanced
the spontaneous IgG synthesis reaction in inactive SLE, but reduced it in active SLE.
The depletion of M¢ restored the ability of SLE MNC to respond to PWM, although
the IgG production by unfractionated MNC was suppressed by the addition of PWM.
The presence of normal or SLE 10% M ¢ enhanced SPL-induced DNA synthesis, but the
enhancement obtained by SLE M¢ was less than that obtained by normal M¢ . These
results suggest that in inactive SLE, M¢ may show a suppressive effect on spontaneous
B cell hyperactivity, but in active SLE, M¢ may loose this effect andsor reveal an
enhancing effect. SLE M¢ seem to suppress the PWM-induced IgG synthesis reaction
by SLE MNC in the presence of PWM. In addition, SLE M¢ have certain functional
defects in promoting SPL-induced DNA synthesis.



