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Abstract

We studied the peripheral lymphocyte subsets in 34 SLE patients treated with Kampo
medicine (mainly Jiin-koka-to) for several years and found recoveries of Leuda®, Leu8* (T
inducer, Ti) cells from lower level in number and LeuZa*, Leul5~ (T cytotoxic, Tc¢) cells from
higher level. At the same time the anti DNA antibody approached normal level, and the
percentage of active index dropped in spite of decreased dosage of prednisolone. These
phenomenons suggest that the immune response was gradually moderated in SLE patients by

long term administration of Kampo medicine (mainly Jiin-koka-to).
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Fig. 1 Distribution of lymphocyte T subsets in normal and SLE patients.
Table I Lymphocyte T subsets in normal group and SLE group.
Years of treatment in SLE group
Cell Subsets Normal Year= 1 1 <Years=3 3 <Years=§6 6 < Years
% n=10 n=9 n=5 n=7 n=13
Leud* (Pan T) 68.31+£6.72 73.03+ 6.53 69.45+15.30 71.70£16.37 70.46+12.09
Leu3a*, Leu8~ (Th) 9.21+2.26 9.11+ 5.44 9.62% 6.15 11.114 3.60 9.39+ 6.01
Leu3a*, Leu8* (Ti) 32.25£8.10 24.25+10.25 11.72+ 6.93** 20.96+ 9.68*  22.83+ 7.90*
Leu2a*, Leul5*(Ts) 6.22+2.65 11.39+ 9.21 14.01+ 6.54** 7.89%x 7.28 12.96+ 7.92*
Leu2a*, Leul5-(Tc) 17.46+3.50 27.46% 9.68** 35.98+17.75** 32.14+13.64** 26.65+10.56"
Leull* 13.28+6.94 10.47X+ 8.91 22.07+15.16 11.23+12.56 15.50% 8.63
HLA-DR* 18.76+4.44 15.76% 5.45 12.20+ 5.39 16.98+10.04 15.44% 8.63

* p<0.05, **p<0.01 as compared with the value of normal
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Fig. 2 Transition of anti DNA antibody in Years of treatment.
Table II Transition of anti DNA antibody in SLE group.
(IU/ml)
Years Year< 1 1 <Years=3 3 <Years=6 6 <Years
n=9 n=5 n=7 n=13
Anti DNA Ab 16.22+13.24 24.58+38.96 6.44+ 3.54 6.18+ 3.48*
(T-test)
Variation of anti DNA
Ab*** —3.61+11.55 16.38+£40.18 —21.30£27.43* —17.65+12.06**

(Mann Whitney-test)

*$<0.05, **»<0.01 as compared with the data (Year=1)
*** . Variation from the data at first consultation
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Table IIT Transition of clinical symptoms.

Years of treatment Year< 1 1 <Years= 3 3 <Years< 6 6 <Years
n=9 n=5 n=7 n=13

Percentage of active phase

patients (%) 66.66 60.00 12.50 0.76

Positive symptoms by SLE

standard (X £SD) 3.14+1.4 2.4+1.5 1.1+1.3* 0.94+1.2%*

* p<0.05, ** p<0.01 as compared with the data (Year= 1)
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