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Figure 3 | Renal handling of glucose in a non-diabetic individual. Virtually all the

Table 1| A comparison of selected characteristics of SGLT1 and SGLT2
SGLT1 SGLT2

Site Mosthy small intestineg, some  Almost exclusively kidney
in kidney and heart

Renal location Late proximal straight tubule  Early proximal convoluted
(53 zegment] tubule {51 segment)

Affinity for glucose High (K_= 0.4 mM]) Low (K_=2mM])

Capacity for glucose  Low High

transport

Parcent of renal ~10% ~00%

glucose reabsorption
SGLT, sodium—glucose co-transporter. Data from REE. 11.
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