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Ib (non—a) Glucose—6—phosphate 7k, las} 4 AR G6PTI 11q23
translocase A, IETHAET,
u Zrads
111, Debranching enzyme F 25 ], 2%, AR AGL 1p21
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Fig. 2. The glucose—6—phosphatase (Glc—6—P’ase)
system.
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