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78, ERMREEE R BIERE (CongenitalUrea cycle disorders){EIE &% K 14 iR = EIB K Bl L

. = BEREER [ E (Homocystinuria) 2 1E & & Bt B2 B8 R iE (Homocystinuria) -
J\.
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—. EnergivitiBEREXRIERBRR -

ET R MR BB (Progressive Familial intrahepatic cholestasis, PFIC) {8 IER &
17 MR & 1 BT A BE % BB iE (Progressive familial intrahepatic cholestasis, PFIC) -

Ba] 111 =5 R 1% 8% (Alagille Syndrome) & IE & fal i S BRE 1% 8% (Alagille syndrome) -

S Y EBETRZ GE (Biotinidase Deficiency) {8 1IE B A ZE8HR = fE(Biotinidase deficiency) °
B RY KR PR E & 7 55 WE BB B 22 SF i BB ik = fiE (PAH type PKU combine with Sucrase-
isomaltase deficiency){E1E & 8 BY 2K H bR AE & 17 i 2 B8 (B & SF BB BB 6R = AE (PAH type PKU
combine with sucrase-isomaltase deficiency) -

(Congenital urea cycle disorders) -

K i 14 & 2L EE UL A (Familial Hyperchylomicronemia) {&1E 2 2% ik 14 & U EE il il I fE
(Familial hyperchylomicronemia) -

Wiskott-AldrichEGfE & 8 (Wiskott- Aldrich Syndrome)f&1E &Wiskott-Aldrich ESiE (R ¥
(Wiskott-Aldrich syndrome) -
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https://www.fda.gov.tw/TC/newsContent.aspx?cid=3&id=28205
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