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Abstract: Objective To investigate the expression of Toll/IL-1 receptor domain containing adaptor indu-
cing beta-interferon (TRIF) in vascular tissues of patients with thromboangiitis obliterans (TAQO) and its
clinical significance. Methods The vascular tissues of 26 patients who underwent amputation due to TAO
(TAO group) and 18 patients who underwent amputation due to non-vascular disease (control group) were
collected,and the two groups were detected by using RT-PCR and Western blot. The expression levels of
TRIF in patients’ vascular tissues were compared between the two groups. The immunofluorescence confocal
technique was further used to observe the expression characteristics of TRIF in the vascular tissues of TAO
patients. Results In patients with TAO,the mRNA and protein expressions of TRIF were much higher than
that of in patients without vascular diseases (P <C0. 05),and the expression of TRIF was mainly in smooth
muscle cells of blood vessel. Conclusion The expression of TRIF is closely related to the development of
TAO,and the inflammatory response induced by the TRIF signal pathway may be one of the important factors
in the onset of TAO.
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