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Frequency (%)

concentration (pg/ml

IL-12R/CD3 IL-12R/CD4  CD25/CD3  Cb25/CDh4 IFN-v I1.-4
BD active 43.9%79 29.3%£35 40x18 6.9%x1.7 9240*x2896 5H6.4x225
BD inactive 9.3+23 10.0%+0.8 39+12 95+25 3415+ 617 bH5H* 1.3
RA 14.8%+3.6 20.0x3.3 4.1+18 9.7+3.0 3698+ 362 58.9%x228
normal control 12.4*£15 4.8%+0.7 10.1+1.6 2991+ 782 94+ 5.1

14.8%+1.6
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CRP IFN-y (pg/ml)

. [L-12R
patient sex age symptoms (mg/dD  ,0D3(%) spontaneous  PMA+PHA
YK M g9 thrombophiebitis, 1.2 59.3 - 18167
folliculitis
RS M 38 thrombophlebitis 1.3 22 2 7.3 4803
MW F 38 genital ulcer, fever 2,2 50.2 68.5 5120
KM M 6o lolliculitis, oral aphtha, 8.1 439 30.0 14115
fever
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