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[ Abstract |

(SGLT1) , two kinds of glucose transporters, are mainly located at the intestinal epithelium cells of mam-

Facilitated glucose transporter 5( GLUTS ) and sodium dependent glucose transporter 1

mals. They belong to the GLUTs and SGLTs family, separately. They are of important roles in the ab-
sorption of carbohydrate. Their expression is related with age, location of the intestinal tract and the daily
cycle. And their expression is also influenced by diet, hormones, the change of electrophysiology in the
environment around, the concentration of the substrate and other factors. Their numerical and functional
abnormity will lead to a series of pathological changes and clinical symptoms. But the basic mechanism of
these two transporters has not yet been elucidated entirely nowadays. It still waited to be investigated fur-
ther.

[ Key words]| glucose transporter; facilitated glucose transporter 5( GLUT5) ;  sodium depend-
ent glucose transporter 1 ( SGLT1)
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