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recent report from International Diabetes Federation estimates that 366 million people have

diabetes in 2011 and this will have risen to 552 million by 2030. That means one adult in 10
will have diabetes. The prevalence of diabetes among Korean adults aged 20 to 79 years in
2010 was estimated at 9.4% (3.3 million). Diabetes mellitus has thus become a social and eco-
nomic burden in Korea. However, the percentage of patients to reach their target goal for
glycemic control (hemoglobin A1c <7%) is only 40.3%. That indicates further effort for
management of diabetic patients is needed. Current diabetic medication includes sulfonylurea,
metformin, a-glucosidase inhibitor, thiazolidinedione and dipeptidyl peptidase-4 inhibitor as well
as insulin. In this review article, we examine the clinical effects upcoming new diabetes medica-
tions and their differences from previous medications.
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Table 1. Exenatide and long-acting GLP-1 agonists: similarities and

differences
erenatice (9700

Insulin sepretion and glucagon Yes Yes
suppression
Gastric emptying Yes Little or no
Body weight Weight loss Weight loss
A1C -1.0% -1.5%
Fasting glucose Modest Good
Postprandial glucose Good Modest
Adverse effect Nausea Less nausea

Dosing frequency Twice daily Once/day or

once/wk

GLP-1, glucagon-like peptide 1; A1C, hemoglobin Alc.

+ dipeptidyl peptidase (DPP)-4 SJA|A| 502 Y= &
Atk o] Hiellw E-2Zellx 2] AHstAARt ladd &
2EZ o] 83k &= g2 X549l glucagon-like peptide 1
(GLP-1) A7} lu}, EaroM= 9] 71 ofA] o] <ol
AFA ALEIL e B SollM e 2 ARgo] ol
Si= ofAl o] 7143} 71 ofAloke] 2PEA 5ol el A
° 2 dolHeE s

Long Acting Glucagon-like
Peptide 1 Agonist
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Table 2. Comparison of SGLT1 and SGLT2

SGLT1 SLGT2
Expression Intestine (mostly) and  Kidney
kidney
Substrate Glucose and galactose Glucose
Glucose affinity ~ High Low
Glucose transport Low High
Function Intestinal absorption  Re-absorption of

of glucose and
galactose
Re-absorption of
glucose in kidney

glucose in kidney

SGLT, sodium-glucose co-transporter.

Sodium Glucose Transporter 2 Inhibitor
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