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Abstract : Objective
SLE. Methods

To investigate the influence of two lupus recipes to IFN-vy,1L-6,11.-10 and sFas in PBMC of patients with
PBMC of patients with SLE were isolated and incubated for 48 hours with the serum which were made by two dif-

ferent lupus recipes of traditional chinese medicine by serum pharmacology. The IFN-y 11.-6 ,11.-10,sFas secretion were measured in

the supernatant by ELISA. Results

By comparing the level of control group,the level of I1.-10 in lupus recipe 1 group are higher,

the level of sFas in lupus recipe 1 group are lower. By comparing the level of control group, the level of IFN-y,1.-6,11.-10 and sFas

in lupus recipe 2 are no differences. Conclusion

of sFas in PBMC.

Lupus recipe 1 can probably increase production of 11.-10.and decrease production
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