88 A BEBSMRER 2012 4F 1 A% 1565 1 ] Chin J Gastrointest Surg, January 2012, Vol.15, No.1

- ZEA -

FERR TR AR E B EB’ARIEIT 2 BINERBBIILH LLER

R RAE

[WBE] HRFFR AR, BEFARTLUSELZRE
PRI, SRR FIAR SRR — , P RS- 7R (BPD)
XHHE R IR IA AL R B e, ik 98 % LA L HLR A Roux-en-Y H 52
AR (RGBP) , A3k 80%, HXFAFHFARXT T8I HEIRIR )
ELAEFPLE A B8R, B3 % . BPD 5 RGBP RJ5 &
FRN Z T K-, LR GERE GLP-1 A1 GIP B2
IR, BRI &G I BT S fi e, ALRRR R
E AN TS5 R, HR T BPD & RGBP BiFH R A f#
HIZ5H KRG GLP-1 F1 GIP K984k, FEXTPIMAR X ARG
VPRI b AT REAFAE A AN RIALI AT T #R3T,

[R88R] MEBLmA; BEEA; 2 2HRK,
KPR AR 1, B (R B R AR

Comparison of different mechanisms in the treatment of
type 2 diabetes between biliopancretic diversion and
Roux-en-Y gastric bypass WU Hong-hao, LIANG Hui.
Department of General Surgery, The First Affiliated Hospital
with Nanjing Medical University, Nanjing 210029, China
Corresponding author: LIANG Hui, Emal.drhuiliang@126.com
[Abstract] A large number of clinical studies indicate
that bariatric surgery leads to improvement or resolution of
type 2 diabetes. The outcomes vary depending on procedure
adopted. Biliopancreatic diversion (BPD) is associated with
the highest cure rate (98% ), followed by Roux-en-Y gasiric
bypass (RGBP) (80% ). However, the mechanism is still
unclear and controversial. The changes of many hormones
after surgery are different between BPD and RGBP,
especially some gastrointestinal hormones such as GLP-1 and
GIP, however it cannot be fully explained by the widely known
hindgut hypothesis and the foregut hypothesis. This review is
intended to compare the anatomical structures and postoperative
gastrointestinal hormones GLP-1 and GIP changes between the
two procedures according to the latest researches in the world,
and discusse different mechanisms which may take effect in
improving diabetes.
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