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DPP-4 (dipeptidyl peptidase-4) [H5E 3 (X 2009 4 12 W5, B2 B %5 DPP-4/SDF-1 ¥ 7' ) WRER D
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dependent insulinotropic polypeptide) 7353 & 415 78, FEIEIZIRPTME 2 7R3 C57BL/6-Akita < 7 A & HELTAE
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