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Insulin signaling as a therapeutic target in Alzheimer’s disease
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Tai et al. (2018) TA APP/PS1 FLIEREE B X OY AL DU, BDNF O8I

Robinson et al. (2019) Exe Tg2576 Exe & A ¥ A ¥ HEOPIINC X B3 FHE5R

Salles et al. (2019) DA APP/PS1 FFRIAE L L C GLP-1/GIP Bf i Lira HAR X Y %)
Zhang et al. (2019) Lira (Rat) WAREYATA VIPET v MMIBWT p-tau and ABDTA
AD/MCI & & R MR

Craft et al. (2012) insulin AD/MCI 4 VA VR TRIERETE DY

Claxton et al. (2013) insulin AD/MCI A VA VHROMPBICBT B ME  BUETI VAR
Claxton et al. (2015) insulin AD/MCI A YA Y HROFEHERIRIL APOE-¢4 * v U 7 T
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Knodt et al. (2019) Pio (BN FLIERERE B X OIS O MRI OUGE

Isik et al. (2017) Sita DM+AD  AD OAMEIC X 53, DM BEOBABE DU

Ros, Rosiglitazone; Pio, Pioglitazone; Sita, Sitagliptin; Lina, Linagliptin; Lira, Liraglutide; Ex-4, Exendin-4; GLP-1, glucagon-like peptide-1; GIP,
Glucose-dependent insulinotropic peptide; Lixi, Lixisenatide; TA, triple GLP-1/GIP/glucagon receptor agonist; Exe, Exenatide; DA, Dual agonist of
GLP-1/GIP.
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