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Abstract: Objective X-box binding protein 1 (XBP-1),one of the three main mediators of the adaptive
UPR, has been shown to increase responsiveness towards inflammatory and microbial stimuli. The aim of this
study was to investigate whether to suppress the XBP-1 can protect skin allograft from acute rejection. Meth-
ods BALB/c mice and C57BL/6 mice were used as donors and recipients in an acute rejection skin graft mod-
el,respectively. Recipients were randomly divided into 3 groups. Knocking down XBP-1 using 100 pg si-XBP-1
(small interference RNA targeted XBP-1) was injected into recipients via caudal vein from day 1 to day 7;the
non-target vector group received the same dose of vector;at the same time point, the control group received the
same dosage of phosphate buffered saline (PBS). Graft survival, histopathologic changes,the mRNA and ser-
um levels of related cytokines were tested. RT-PCR and ELISA were used to detect the expression levels of IL.-
6, IFN-y and IL-10 in the transplanted and peripheral blood. Results Allograft survival was significantly
higher among the si-XBP-1 group than the non-target group or control group. The histopathology showed less
tissue damage in the si-XBP-1 group compared with the other two groups. ELISA exhibit a remarkably de-
creased of IFN-y and I1.-6 in the si-XBP-1 group compared with the other two groups,while IL.-10 was much
higher. Conclusion Suppression of XBP-1 may significantly prolonged skin allograft survival in mice via cyto-
kine modulation.
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