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binding to their corresponding receptors and initiating G³

3



Gastrointestinal Mediated Glucose Disposal (GIGD), or <the poor man9s 

incretin estimate=, is a physiological mechanism in which glucose is disposed of or taken up 



³



³

³

peptidylglycine ³









³

³

³

³ ³



³

³

³

³

³ ³

³

³







³



³





ñ

³ ³ ³ ³ ³ ³

³



= 

³ ³

³

³ ³



³



Gαs, Gβ
γ

Gαs, Gβ
γ



Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ



Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ



Gαs, Gβ
γ

Gαs, Gβ
γ

Gαs, Gβ
γ

³





³

³



³

³ ³ ³



revealed that liraglutide9s side chains point 

³



³ · ³



³ · ³

³





Brunner9s gland, enteric nervous system, and intraepithelial lymphocytes)





³



on ³

evidence that ³

internalisation is independent of ³

expression of GRKs, overexpression of which rescues both ³

ñ

³



³ ³

¼

³

³ ³



binding proteins (G proteins), which consist of three distinct subunits (³ subunit and a ³/´ 

. The G³ subunit is further subdivided into four families based on their 

distinct signalling profiles: G³ , G³ G³ and G³

³

G³



³

G³ , G³ , and G³

³

³ ³



G³

³

³

secretion were associated with increased activation of G³



³

away from ³

G³

³

³



³

associated with G³ /G³´/³



G³

³

³



possible effects on the regulation of ³

³

³

³

³



³ ³

³



³

³

³

³













brainstem9s area postrema





<twincretins=
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