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Anti-Leu 4 PE

[

£1 HNREHS LU Z OEKNER

F’atliient Diagnosis li\é)e Sex P?S'?d Steroid sﬁ:is\;e RA
i URA 11 M 8 +  +
"2 JRA 9 F 23 + +
3 JRA 17 M 156 +
4 JRA 11T M 18 + + +
5 JRA 16 M 15
6 JRA 12 M 96 + +
7 JRA 3 F 32 + +
8 SLE 17 F 120
9 SLE 12 F 56 + +
10 SLE 16 F 32 + +
%2 Monoclonal Antibody
PE ( Phycoerythrin ) FITC
Leu4s ( mature T ) Leuti2 ( B )
Leu3a ( inducer/helper subset ) Leu8 ( regulatory subset )

Leu2a ( suppressor/cytotoxic subset )

Interleukin-2 Receptor

HLA-DR

Leu3a(+) Leu8(-~) helper

Leu3a(+) Leus(+) suppressor inducer

No. of Cells

Anti-Leu 12 FITC

T 2

10
20
40
80 .
160

2 .

0 63

P( 1 )=
P({ 2 )=
P( 3 )=
Pl & )=

E1 # Leu12FITC, &t Leu 4 PE iCk 3 2 it

REERUEE

82.89 %
0.27 %
6.21 %
10.64 %
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Anti-Leu 3 PE
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40 PO & )= 41.31 %
80
160
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B3 Tcell subsets in JRA and SLE
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Spontaneous IgM-, 1gG-, and IgA-SC from 5 JRA patients and 11 normals
were detected immediately after cell separation by reverse plaque assay

(1ISC/105 initial PBMC),

E7 Spontaneous ISC in JRA
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