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EDITORIAL COMMENT

Using Registries to Understand
Clinical Practice
A Lesson for Rare Disease*
Mardi Gomberg-Maitland, MD, MSC,a Erika B. Rosenzweig, MDb
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The TOPP registry (2011 to 2013) is the largest pediatric
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tance ratio (6). The study is the ﬁrst to evaluate the
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validity of these criteria in a single cohort and to
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and design), procedures were performed under
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ability to check the validity of the catheterization
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tional consensus. Further, even when IPAH/FPAH
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how AVT testing is being utilized in pediatric PAH.
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It is difﬁcult to learn about clinical effectiveness in

they were often not treated with CCBs. This contradicts

orphan disease necessitating this type of registry

the logic for doing the test in the ﬁrst place, especially
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