Table 1. Overview of PAH variants and in vitro expression data.
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*This study; **Compared with the wild-type activity; **1 = COS; 2 = E.coli; 3 = TNT-T7; 4 = HEK293; 5= Yeast 6 =

HepG2; 7 = PRO. APV: Allelic phenotype value (cPKU =0—2.7; mPKU = 2.8 - 6.6; MHP = 6.7 — 10.0)
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