R 2011 : 22 : 238-242

Propylthiouracil (PTU)
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Should Propylthiouracil (PTU) Be Used As Second
Line Drug for Hyperthyroidism?

Han-Kai Tsai', Shu-Yi Wei®, and Hing-Chung Lam®
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Propylthiouracil (PTU) is a common medication to treat hyperthyroidism. The U.S. Food and Drug
Administration (FDA) has added a boxed warning to labeling about the increased risk of hepatic failure with the
use of propylthiouracil in June, 2009. However, there are few papers to discuss other adverse effects of PTU,
other than agranulocytosis and acute hepatic failure, such as antineutrophil cytoplasmic antibody (ANCA)-positive
vasculitis. Here we review the literature of PTU-related ANCA-positive vasculitis and related adverse complication.
(J Intern Med Taiwan 2011; 22: 238-242)



