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Abstract; [ Objective] To investigate the effectiveness and safety of nonablative stem cell transplantation(NST) on the treatment
of BXSB lupus mice.[f Methods] The experimental group (group of NST) was pretreated with fludarabine and cy clo pho sphamide,
while the control group (Allo-SCT) was pretreated with myleran and cy dlophosphamide. Peripheral blood cells w ere observed, CD3
CDs" and CD3 " CDs " of recipients w ere measured by flow cytometry. Recipients mixed chimenism were analyzed with polymerase
chain reactiomrshort tandem repeat and recipients kindey pathological changes were examined with direct immunofluorescence af ter
transplantation.[ Results] The lowest values of WBC, PLT and Hb fall in the NST group were (0. 620 2)X 10°/ L (27 047. 6)
X 10°/ L and (48. 01 2) ¢/ L, respectively. They were all higher than those of the control group( P all<Z O 05). The time for
WBC rising from the low est value to 1. 0X 10% L were 17. 526 3 daysin the NST group, w hich was shorter than that in the control
group( P<C0. 05). There were no statistically significant difference in the reduction of urinary excretion of proteins change of anti-
d.DN A and reduction of kindey immunofluorescence between the two groups( P all™> 0. 05). Early immune reconstitution began to
recover 8 weeks after transplantion in the NST group. The incidences of bleeding, lossof body weight penumonia and mortality re-
lated to transplantation were low erin the NST group than those in the control group ¢ P alkZ 0. 05). Recipients mixed chimerism in
the NST gwoup appeared 30 days after transplantation. [ Conclusion] NST can improve all manifestations of lupus mice effectively.
NST show less suppression to bone marrow function. Hematopoietic function recovers faster with NST than with Allo-SCT. Inci-
dences of complications and mortality related to transplantation in the NST group are low er than that in the Allo-SCT gwoup. NST is
a safe and effective method for the treatment of lupus mice.
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