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Abstract : Objective
tosus(SLE) and to analyze the relationship between CD3%" CD56™ NKT and disease activity. Methods
from 60 patients with SLE and 30 healthy control subjects(control group). The level of CD3" CD56" NKT cells was detect by flow

To investigate the alteration of CD3" CD56" NKT cells number in patients with systemic lupus erythema-

Blood samples were obtained

eytometry. The relationships between the level of CD37 CD56" NKT cells and some laboratory parameters were analyzed. Results

The level of CD37CD56" NKT in control group was(4.28+0.32) % ,and (2. 0340. 21) % in SLE patients, the difference was sta-
tistically significant(P<C0. 05). The level of I1.-4 in SLE patients was(41. 82+ 10. 41) pg/mL, which was significantly higher than
that in control group[ (16.8947. 63) pg/mlL, P< 0. 05]. Negative correlation was found between the level of CD3™ CD56" NKT

cells and SLEDAI, proteinuria,IL-4 as well as anti-dsDNA. However, positive correlation was found between the number of CD3"

CD56" NKT cells and level of C3. Conclusion
has close relationship with disease activity.
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