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Pharmacotherapy for Postprandial Hyperglycemia in Type 2 Diabetes
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Abstract

A growing body of evidence shows that effective postprandial hyperglycemia management in individuals with
type 2 diabetes can reduce the risk of diabetic complications and cardiovascular diseases. Therefore, accurate
monitoring and effective intervention for postprandial hyperglycemia is very important in routine clinical
practice for type 2 diabetes. Therapeutic modalities for the management of postprandial hyperglycemia include
oral antidiabetic drugs (alpha glucosidase inhibitor, meglitinide, dipeptidyl peptidase-IV inhibitor], ultra-short-
acting insulin analogues, and incretin mimetics. A detailed understanding of the advantages and disadvantages
of various pharmacotherapies and a careful understanding of the underlying physical and social situations of
each patient will be of great help to determine the appropriate prescription for postprandial hyperglycemia
management. (J Korean Diabetes 2012;13:39-43)
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FEIAGO|Z JAA= TE dgHE A5 dg
Ta anrh £9sty, 2005499 Cochrane
LibraryollAl Al5gt 4] A4t dA7-E52] wel 24
A}, 4 127 ol Yk SF A 0|2 AAA T
A Al HFAORZ 41,4 mg/dL (95% CI —48.6~
-34.2)9] A% dg 74 aiE HrH2]. Al
U4 Aolol= 'estE AHVE & oA AH=F
45~55%% ApA|sh=t] Histo], f-Euyets v Eet
ofrJot A A= HA o] AHF F wesiEol
A 5= v g0l 65~70%U 7| W&o, Lt
FEIAG 0|2 AA ] EF Aot ark= ol F
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opfE Ao gigh 71 diqfie] A4 A= 200290
B 1% STOP NIDDM Trial2 Wgs Aol 3zl
o7tE.A 100 mgE 3H5- 3%] Hat 3.3W7F Tt H$
A2 G ool AYS avHoR ool Bt
ofyzH5], AdHAG WAYES 49%4 F235H
ZAAFHTHHR, 0.51; 95% CI 0.28~0.95, P =
0.03)[6]. Hanefeld 5°] A28 i 3tz}ol A
oFtEA THE AR Al TAG WAof v X YT
At 7S] A AFE WEF AT AIfoAk,
OIHAS X4 525 ARGS9 foFtel H]Eke
AT HYEC] FostA FAsTHHR, 0.65;
95% CI 0,48~0.88, P = 0.006)[7].
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3) Dipeptidyl peptidase—IV SA|A|
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glucose—dependent insulinotropic polypeptide
(GIP)&} glucagon like peptide—1 (GLP—-1)9] & 7}X
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gl ojsjo] X2 AL sho] A% mETel A4
Ary, 899 HE E(glycemic excursion) 52
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A&y d9 BYEE A2 (continuous glucose
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DPP-IV AA|Al= 7129 A dstAo] vlsto]
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Insulin aspart 30 (30% aspart, 70% protaminated
aspart)2 FoJ3t 297} human insulin 30 (30%
regular insulin, 70% NPH insulin) o] A|Et} 4%
g3 s 2 §o5H ZaAAT(16.6 + 4.5 vs
20.1 + 4.9 mmol/L, P < 0.00)[18]. Z|, Farcasiu
T2 2AHA Y= A2y G IAAE QSR
Insulin lispro mix 50/50 3}5 33 o9} Insulin
lispro mix 75/25 2-& Insulin aspart 70/30 515 23]
Folo] 16527 AR "} 9 S vlwg A
Ase wxslsioiie), A7 A3, GEELE B
o} 735l @aabo] 9JojA= Insulin lispro mix 50/50
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o3t Afol= AN, HA AE ndg D oyt
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