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126 NR PR RE %
R IR O A AL ER
Acute stage Convalescent stage Control subjects
(n=106) (n=68) (n=22)
¥ HE (SD) 5.8 (1.6) 33.9 (19.9)
White blood cells 15.59 (0.47)"" 8.56 (0.29) 8.41 (0.39)
Mononuclear cells 4.58 (0.21) 5.27 (0.20) 4.86 (0.25)
CD14+ monocytes/macrophages 0.52 (0.04)** 0.25 (0.02) 0.18 (0.02)
Lymphocytes 4.06 (0.20) 4.89 (0.19) 4.68 (0.25)
CD4+ T cell 1.81 (0.11)* 2.27 (0.11) 2.33 (0.19)
CD8+ T cell 0.78 (0.04)* 1.14 (0.06) 0.94 (0.06)
CDI9+ B cell 1.23 (0.09)* 1.00 (0.06) 0.94 (0.10)
All results for cell counts are expressed as x 10°/1 and mean (SEM).
* Significant at p<0.05 versus control subjects.
**Significant at p<0.0l versus control subjects.
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**P<0.01 and *P<0.05, compared **P<0.01, compared with cells
with culture fluid of cells treated treated with TNF-o alone.

with TNF-a alone.

—o— Treated with TNF-o alone
—a— Pretreatment with 5mg/ml IVIG
—o— Pretreatment with 25mg/ml IVIG

7 TNF- e R81C X 5 IL-6E4E 3 X UF E-selectin BHIZA T 5 IVIG DR)E
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n=28
Before After
CD14+CD16+cells among CD14+cells (%) 21.6+12.5 6.6+6.8%*
CD14+CD16+cells (/p1) 1554132 35+32**
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