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Detection on plasma IL2 and TNF-« in patients with

multiple myeloma and with systemic lupus erythematosus
Ye Qianling Zhai Zhimin Wang Huipin et al
( Dept of Hematology The Second Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To detect plasma level of interleukin2( IL2) and tumor necrosis factor-o( TNF-o) in pa—
tients with multiple myeloma( MM) ( which is an abnormal immunosuppressive disease) and with systemic lupus er—
ythematosus( SLE) ( which is a disorder characterized by abnormal immuno-activation and further discuss based on
the analyses of the results. Methods Fasting venous blood samples( 3 ml) were taken from MM SLE patients and
healthy controls. Plasma IL-2 and TNF-o were detected with the enzyme-inked immunosorbent. Results Plasma
IL2 level didn’t show significance between MM or SLE patients and controls. Compared with their healthy controls
respectively plasma TNF-« level of patients with MM was significantly lower( P <0.05) and that of patients with
SLE was significantly higher( P <0. 05) . Compared with patients with SLE patients with MM had statistically low—
er plasma IL2 and lower plasma TNF-o( P =0.01 P <0.01) . Plasma IL2 and TNF-a of MM patients in group
age less than 55 were significantly higher than in group age more than 55( P <0.01 P =0.03) . Plasma IL2 level
of MM patients with renal insufficiency was significantly higher than MM patients with normal renal function the
difference was statistically significant( P =0.01) . Between SLE patients that just first diagnosed with and without
discshaped erythema the plasma I1.2 and TNF-o level were statistically significant( P =0.02 P =0.02) . Con-
clusion The imbalance of microenvironment caused by the increasing or declining of the cytokine TNF-o  could
account for the abnormal immuno-suppression of MM and the abnormal immuno-activation of SLE. Further studies
on the effect of IL2 are needed.
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