FEEERFELRE 2016 £ 5 A% 24 325 58 Chin ] Diabetes, May 2016, Vol. 24,No. 5

+ 385

- e SR -

i 2 BUBE PR R TR R B R AR

N iR HLE HAXE KKAE £&¥ FIiH KBH a4 FRX FLE FEF

BAiE A EBHAA £FHE LFEL TR FEN FE OAXAL FLR FLF

A&

(RE] +E T2DM &G M (PPO AR EE LR . BHRERMEX T HbA c KiRIEH
EE. HHBIGRES EFHEEERR, — 0P EERET BANSMERIER R ERER, #iT T¢F
H 2 2R R ERERMEERE LRI, AR TRER BN E XFEE, &5 5 O 55
PRI M R I 3 R AE A R ) 52 2R, B 1Rl LM A TR R, LA B4 14 P W80 LM B G PR 3 3

[xginl ik B BIRRHRIE; R

doi: 10. 3969/j. issn. 1006-6187. 2016. 05. 001

Chinese expert consensus on management of postprandial hyperglycemia for type 2 diabetes mellitus MU Yi-
ming, JI Li-nong, YANG Wen-ying, et al. Department of Endocrinology, Chinese PLA General
Hospital , Beijing 100853 ,China
Corresponding author : MU Yi-ming , E-mail :muyiming@301hospital. com. cn; JI Li-nong , E-mail : jiln@
bjmu. edu. cn

[ Summary ] Epidemiological studies have demonstrated high proportion of postprandial
hyperglycemia patients with type 2 diabetes in China. Control of postprandial hyperglycemia is an
important consideration for achieving recommended HbA, ¢ goals. In order to improve glycemic control
among T2DM patients, Chinese endocrinologist formulated the consensus on management of postprandial
hyperglycemia for type 2 diabetes based on the existing evidence and clinical experiences. The main
contents included the definition and the harmfulness of postprandial hyperglycemia, the relationship
between the postprandial hyperglycemia and the micro-or macro-vascular risk, the management strategies
for postprandial hyperglycemia.and the clinical significance of improve postprandial hyperglycemia, etc.
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