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Portal vein stenosis in a 1-year-old female Kawasaki disease
patient treated with tacrolimus after undergoing living-related liver
transplantation : Case report.
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Abstract

Here we report a case of Kawasaki disease (KD) in a 1-year-old female patient treated with tacrolimus (FK506) following liver
transplantation for hepatic failure secondary to congenital biliary atresia. At the onset of KD, laboratory data included a normal
white blood cell count and slightly increased C reactive protein, making the diagnosis of KD difficult. This mild inflammatory
reaction could have been due to cytokine suppression by FK506. The portal vein became stenotic, possibly due to KD-associated
phlebitis. Portal vein dilatation caused by inflammation in KD patients was previously reported; however, to our knowledge,
there is no previous report of the occurrence of portal vein stenosis in this setting. In patients who have undergone liver
transplantation, the anastomosis site can become non-elastic due to fibrosis, which, in the setting of KD-induced inflammation of
the vein, can lead to portal vein stenosis.
(Key words : Kawasaki disease, liver transplantation, portal vein stenosis)
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