IR 29 YA T 235 2014 4E 1 A% 12 4% 1 # Clinical Medication Journal,Jun.2014,Vol.12,No.1 ° é?.lﬂ‘?_k_ °

AT RS IMAERAERL -1 Z5404E 2 BUBIRASIATT oh b

e X SN
IERKRFE=ZERA D HE (JEF 100191 )

[ X587 ] 2 BUERS, RReMBRMEK -1, HYEST
[+ES %= ] RI77.1R587.1
doi:10.3969/j.issn.1672-3384.2014.01.002

2 BUBEIRAG (T2DM ) J&: 7™ F g o A 6 fek B
A8 P s 22—, LR A TE 4 TR 5 R R 4
KA #HE, RE T2DM 2GR E, KY 1/3
) T2DM & F 15 22 W, 2 W F A 13
BEATIBYY . IR E AU 1/3 RERE Ik AR .
PR, 3 B AR 74 7 36 T s B R Bk e
= IMEZRFEAK -1 ( glucagon-like peptide—1,
GLP—1) HIF 52 2 3 45 Ml DR o 7 245 AT i 1 3k 114
S m 2z —, FEF GLP-1 24 ¥ $f GLP-1
Z AR BB R = ORK & BK B -4 (dipeptidyl
peptidase—4, DPP-4) #I{il F W K35, o F R
BRI BT, I H B A S0 S 3G T i A KU |
N5 M L 2 AR A i S T A A, BRI R
W) 1E T2DM 259130 97 (0 H A7 S8 75 Bk 8
B,

1 ETF GLP-1 4897 T2DM BBtk

1.1  GLP-1 &Mk 35,2 T2DM &% 32 4 32 P 5 14
Elrick 28 " A W98 Bos, 1 IR 4 25 B 0 g
14 Jil I 25 4 I SR I S 5 R e Ik v S R b
IR A AN ON B RR O A R E s,
HBRE R W RS RS W SRR
50% L BB 4 R 4 5 GLP-1 I 4G 4
T 1k AR 1B 5 3 42 W 2 K (glucose dependent
insulinotropic polypeptide, GIP) , 435 H
f 38 L 4 A K 400 e 4 i ' GLP-1 Al GIP
PO EBAE R TR B R, DA A R R
e T SO R S R 43 W . T2DM AR 3 i e iR
RIS FE LI R GLP-1 23y /> a4 A
WS, 0 B ANMIRT GLP=1 8 B2 AT SR AFAE
BRIk, 3958 GLP-1 1% & ff ok T2DM 234 g i

[ sckirzRE ] A

T 2R A0 9 53 ) — 5 LKA ST SR

1.2 383% GLP-1 &84 25 %A & vk

KER GLP-1 BEHlJ5 vl 8 DPP—4 FR i F A
HAERNGEZBMN AL ~ 2 min, F i,
GLP-1 Zp &3 A AT & 454 8500 R B -
9T GLP-1 REWEIE F TG R ., b 200 fifk v
GLP-1 # DPP-4 s [ iy In) @, H HiA Pifh
AATRY R %6 — &R GLP-1 JEAT 45 &1,
LR LS GLP-1 Z AR 456 IF R4 LW 2= 300
14 [ei] B LS ) Bl DPP—4 Pl [ fide ;. — S 3
DPP-4 JE M, IELNIEME GLP-1 K.

2 BT GLP-1 ZaYpyfpFndF 5

2.1 GLP-1 &gk sh A

GLP-1 52 (A3 20 37 3 3k 45 & IF 0% GLP-1
Z R KRR R, I BN 5 9 DPP-4 i1
S RN P S R R, B BT, M AR A
GLP-1 V& Mesfse., HEIC b i iy GLP-1 &Z {4k
B ah A 35 L FEARRK (exenatide ) F1F 37 6
(liraglutide ) . X ZEHF K& LA exendin—4 48
AT N LA BB Z 258, H5 A GLP-1 &
SRy A REYE R 53% . RS2 h A4
M5 EERBNEME, PR 2.4 h, 8T HE
B2 WA FIRE R GLP-1 B3k
LA ) — A ZRRZE Y, LGS A A 4 T A
J7 1 s K GLP=1 43 F 458 Th 55 34 {3 1) 6 2 2
B oK AR, TESE 26 A8 0 1 4 16 BRALAE
It fi 07 B 04, L5 N GLP-1 B 97% 119 [F]
JabE . MBS KT R TiHES G 8 ~ 12 h ik 5]1E
(B I 25 M B, BB VR S T 3 BR R



IR 25 YA T 235 2014 4E 1 A4 12 &% 1 M Clinical Medication Journal,Jun.2014,Vol.12,No.1

1.2 L/h, BEWKGA 13 h, B HES 1k BpA]
A R i g

H Am i A im Kl 59 350 B ¥ B v iy 5 A
GLP-1 Z AR s 7 7] 43 R 5 T exendin-4 H 42
M2 AL T N GLP-1 B2 259, a4
H A5 1 g #) w38 K (lixisenatide ) |
JE B 1 W) 3 ZE AR K 2% B K B (bydureon )
R U AT S G o R S RE A TN
( dulaglutide ) . B &5 & Bk (albiglutide ) .
semaglutide & F BRI exendin—-4 ) C K
i AT 6 A g R R O, H o
1.5 ~ 4.5 h, FEEHES 1K A5 Rk i P
A CLP-1 43 75 1G4 43 T Fe J Bt 454
M, AP DPP-4 FEAf, BV BR R B8R, H
Ky 4 d, ATEERNES 1R, BT &k 2
I FHIN GLP-1 6UH (55 8 {3 Y P 24 1R 4%
AR ) S AREAS G, HEE N
5~ 8d, AIEREES e H ES 1k

2.2 DPP-4 #7417

DPP-4 Jy 2 BUJEE & 1, W 766 2 KR
B B 2H B, A M s S R e R RN B, T8 T
LMK . I AE 28 P B R 2 22 GLP-1 4 )
N GLP-1 (7-36) Wt }& 1 GLP-1 (7-37), ¥7]
B DPP-4 R PIBR N s 1 2 A2 LR iR 5L, M
MR GLP-1 (9-36) BEi A1 GLP-1 (9-37)"',
MRS T, AL GLP-1 42>, i H.
DPP-4 35 Pt 5 5 Th s U, X R A IR R E
it JilE 28 500 ik 55 Y LR 22—, $0 i DPP-4
T VE AT 4R N VR PE GLP—1 7K F, DA ek 35 155 i
R

DPP—4 #5743 Jy WARK ZE AR AR S, A
TRV INIT . A& ST SR 50T, 54
AR FTT AR AR S17T . 38 E 3K DPP-4 I M
B IIH] 80% LA B A REIRFIGITEM, © bl
i) DPP—4 1 il 7 %t DPP—4 #4410 1l /5 FH #0AE #
5, AR 15 min J5 BP ] 4 0 2% DPP-4 35 14 1)
1 90% LA ", 5 DPP-4 45 Ky A AL B il 2 4
}% DPP-2. DPP-8, DPP-9 %, K[d] DPP-4 i
il 700 () e B R A B 2200 . PEARANTT . FIAE ST

LBl ST B B AR R R, R T R R Y
DPP—4 7] 5 ZEA% S 7T FUDA% 57T A 2L # 1
T PEAE ST . MR ST BT 5077, J& T
JEREFEPE R DPP—4 F 0] T R R e R e
PERY DPP—4 IR, H FrE i R d R &
S DAL A10 1) Al 288 i 5 S 9 AN R

2.3 HE Bz e X

GLP-1 ZZ 4K 3 2 55 W] fff GLP-1 & 7F F+ &
KB 25 BRAE K SE, 1 DPP—4 $10 50 30 0] 8 Py U5
PE GLP-1 K BT B A M EF SR, Hik, 5
DPP—4 I FIAH I, GLP—1 52 1 3 3h %1 %F T 1t
R ) 0T R SR, I EL £ R 4E 2% HE
25 AR TS B, koo e I B A0 A0 T i 3, (H
B W38 J o7t R UL o

3 BT GLP-1 AYRIGRZHIESE

3.1 GLP-1 &4k 3 #

HET7EE N Eii GLP-1 324K ) #1143
FEAR AN AP K . SCFEAR IR AE [ P9 1938 1 TE
S IR, i IR 25 B0 2496 9T BB IR T I
Pl AR AR B RN T2DM . fE AN, W ZEAR
JUR A R A v A e A A L UL T v e e —
S . HORS e 5 2R SRR T B S A B IS A .
IR Bk L [ P B 38 R IE S ZE AR AR AR AL, T
5 ZH XU (8% ) i R2REA N . fEE SR,
FH - IR 0T B 25YRYT , B FE BEmR e R 2K |
R OBUIC o v e g — R 2 36 T A A IBE A
e

FERAR RN AL Kk TS
AR, BACFRES., A SBREEES R
5 2SI 7 N T S | (191116 e AN
ARV ALFE IR R . B, B IR R
BB E AR X RGY . A, AR
i A s TG A2 sk sl R T s )RRt R e LAl
XA,

XY B R S SCEAR RGR 4R 5
WS pgbid, GEFFRITHIEN 10 pg bid,
AL 208 11 ( HbA, ) 1% 0.8% ~ 1.1%,
RE W 1.0 ~ 2.5 kg™ Al 47 & iR 4 7 &



IR 29 YA T 235 2014 4E 1 A% 12 4% 1 # Clinical Medication Journal,Jun.2014,Vol.12,No.1

$9 0.6 mg qd, HEFFEITHIEN 1.2 mg qd 37 1.8
mg qd, ﬁ&ﬁ%*ﬁﬁu%%*ﬁ% ) ﬂ%ﬁ HbAl(: B%ﬁ%
Wik 1.5%, IREIRZ 2.5 kg!P 1,

3.2 DPP-4 34 7

H A P HE X 25 25 ) i3 W TE Ry P A
ST . VA& BT T BT AS F1 7T o] B 2Ry s 5
H SR 53697, deds 57T Al 5 Z BB &
R, FIARZIT Al 5 = SUICF (5 ) T IRk
RAIRIT o

AN R AL R G R | PR R
BN . LIRS, DPP-4 BAZHIAYFEL S — HI X
WICER 36 97 A B0 A0 38 I A it B RS o R R, A
B R 8 0 S A Rt R e X 25 2 )

XY O RGRRL, AR R P
AT 100 mg qd, 4EA&FITT 50 mg bid, V0%
T 5 mg qd, FAEHNIT 5 mg qd, FIKEHITT 25
mg qdo. WFFUESE, 7E B XK 2536 97 KL hil
= m A DPP-4 34 7 W {5 HbA o i — 25 BEAIX
0.47% ~ 1.0%'"7'. tbAh, — 37 v [ 55 WM =
FIEATIHIBENL BUE | &R0 BRI DR 3 56 i -
SR RFIA G, PO ST B 2536 97 vl HbA |
FEAK 1%, ZSIE MM T % 1.7 mmol/L, &5 2 h
MBS 3.1 mmol/LM"Y,

4 ETF GLP-1 754R9K3F K LRI R

4.1 KRB GLP-1 ki 3h 7] 2 18] 69 pb 4z
LEAD-6 ff 58 & — B bl . JFibr 2. F
Fixt B E bR 2 Hon i gE, WA H 1 IR AL
S RRFIEE H 2 R SCZEIR RRIA YT HET Sk % 3k Ho A
W5 % G2 Ay 687 FH 5 R 32 551 5 — BB (=)
Tk R 28 3 7 IOBE 42 S (1 1 T2DM (B3, Bl L
SRR ERR 1.8 mg B H 1 RIES (#=233)
s EICRE 10 pefEH 2 KESH (n=231) .
G EOR : JRYT 26 UG, FIHLEIKZL HbA 1Y
R 3 5 K F I ZEABIR A (-1.12% X -0.79%,
P<0.0001 ), 476 BR 41 it 0 4 1 35 bk % B
BT AR KA, L HbA,<7% K H¥sH, 35
R HIN 54% XF 43% (P=0.0015) . LK
R AL, R PSR -3.24 kg, X

FEIRIRAL Ky -2.87 kgo WD W 3594 K 45 1 Tif
ZHE, B EERHE WAR RN, FPE Rkl
MO RE R FF LB ] B 2 A . 5B 6 JRIE, R4
BRRAE O RAERCREE 10%, 13 FEAIRA
P 22 JE B A TR B K o B ] UL I e B AR
I A3 s U eAh, R R A B B R
H1.5%, T3 FEAR AR BTk B RN 61%,
XCFP 22 0 AT BRI B F P 5 N GLP-1 i [R] sk
2SR 1

4.2 GLP-1 Z4k#k3h 715 DPP-4 ##p4) 7 49 Hudz

1860 LIRA-DPP—4i #F 5% & — i}y 1 26 J& Y
BEAL  FFRCAR S AT X HE 4L [ B 22 o B 52
K HEE L KR Y 665 i HEZ — H
WIC3A 97 M BE 3 R A B9 T2DM B3, #ikEdL4>
FEEZEH 1V IRFFEK 1.2 mg. 1.8 mg o PHH%
SIVT 100 mg. 55 E7R8: JAY7 26 JHJ5, HbA .
R M 7E A Fr B BK 1.8 mg 41, 1.2 mg 41 K P #% 41
T 5 -1.50% . —1.24% F1 -0.90%, F|
o7 65 JUR VR A 90 2 2 ) A R B R TP AR T A
(325 P<0.0001 ) . FIH7 & IR HbA, 545 %
BEWE R, UL HbA,<7.0% K BHARE, FlH 6
Jik 1.8 mg 41H0 1.2 mg ik bp R4 5 & VU A% 57T
LY 4.50 F5F0 2.75 A% . R EE DR R B AE R hr &
K 1.8 mg 2. FIFIEAK 1.2 mg 41 R PUAEH0TT 40
H o Bl -3.38 kg, —2.86 kg F1 -0.96 kg, F
P76 U T A 2 B U R R () A J 3 KT
AT H . & WA RF40E 5B iR,
b7 & R B AR, B h—dtk, K£
BB E — BemT LA A2 1

5 ET GLP-1 Z3¥ Lt HtbPEEZHRIMN LS

5.1 GLP-1 s ik B eg AR 25 F IR
B

GLP—1 5 7] 25 0l v J5 06 7 o 334 Jk 5% B 24
JH 0 0 B K 2R, AT A 20 B 40 I v LA R
It H AN RFTAFZE R a3l B 4 = . fE ok
B 4345 &5 S B diiegi A Y. Mk, GLP-1
XoF I A 2 AR R IR 2R ) U IR T 4 P A 4R RF i
Pt S AT E MR X, HAEA 8% 1% i [H]



IR 25147 24 % 2014 4E 1 A 45 12 %55 1 1 Clinical Medication Journal,Jun.2014,Vol.12,No.1

IS 5 AN 50 S 30 AER A AU, X2 JE T GLP-1
2595 HABRERE 29 A1 LI 205

5.2 GLP-1 #9MizsMMEA
GLP-1 Z K Z 40 T2 8 244 B 54l

U, S EEAR . HiE. O mE M. b
W2 R %, W GLP-1 B ZE N AW S

piBYS GLP-1 XA . LA S5 A1 R S 2 U
PR VB B DIVERT, AT 354 5 AL 1A X 6] 2
WEE SR . GLP=1 Al 4kl B HEzs . B iy

WA R Ji B T AR A3 I . GLP—1 W a] HE AR ik
SR A H A R S R XK, 5 GLP-1 %

T2 A, DN 2 72410 £ AR 38 in 4 1 Je 1 24
IO o 45 B U/ i T4 1 25 Ak R B T 0 R A
FIEA . MR . L AR 1 A R RS
K& LA, GLP-1 38 o] HHAEH T 0 245,
Xof o JUL 200 A R L A8 PN B 40 i EL A PR i
FAEWIRE R, GLP-1 X i 4 R Gt B A
— FE BRI P

6 ET GLP-1 Zy¥)7EE R Za4ia 1T AL

FE 2013 4 bz 19 38 [ R N 23 W6 B2 0 P 25
(AACE) BEIRIREG A EHAEmb, X T H4L
HbA,.<7.5% [¥) T2DM & &, GLP-1 32 1K i# 3
FIATAE  — 2R I7 ve 8, LA AR T H W
s 24 = FORUNCER. 24 3 7 I W 42 ) AS FE Bl R 4%

HbA,. = 7.5% I}, 5F GLP-1 Z4¥nlfEN S
L HOBUNIR AR T AR SE e R Y
7 NG

T GLP-1 9945+ T2DM R E A IER £
Tl B A I B, RT A A A AU R 1 2 I L
&5 M B HbA o, JF H HA ASEi A5 38 i % i
Bl RUIE A 52 i) ik AR ARG 1R 0 55 T A 3R Ak
Ah, B HA AR RO AT SR RO . Ik,
T GLP-1 25 W7 W5 PR 1A I v 1 1 57 o 25 ok
i,

S 3k
[1] Elrick H, Stimmler L, Hlad CJ, et al. Plasma insulin response to

oral and intravenous glucose administration[J]. J Clin Endocrinol

Metab, 1964, 24(10):1076-1082.

[2] Thorens B. Glucagon-like peptide—1 and control of insulin
secretion|J]. Diabete Metab, 1995, 21 (5):311-318.

[3] Gromada J, Dissing S, Bokvist K, et al. Glucagon-like peptide 1
increases cytoplasmic calcium in insulin-secreting beta TC3—
cells by enhancement of intracellular calcium mobilization[]].
Diabetes, 1995, 44(7):767-774.

[4] Nauck MA. Incretin—based therapies for type 2 diabetes mellitus:
properties, functions, and clinical implications[J]. Am J Med,
2011, 124(1Suppl):S3-S18.

[5] Thorens B, Waeber G. Glucagon-like peptide-I and the control
of insulin secretion in the normal state and in NIDDM[J].
Diabetes, 1993, 42(9):1219-1225.

[6] Norris SL, Lee N, Thakurta S, et al. Exenatide efficacy and safety: a
systematic review[J]. Diabet Med, 2009, 26(9):837-846.

[7] Wajcberg E, Amarah A. Liraglutide in the management of type 2
diabetes[J]. Drug Des Devel Ther, 2010, 4:279-290.

[8] Fineman MS, Cirincione BB, Maggs D, et al. GLP-1 based
therapies: differential effects on fasting and postprandial
glucose[J]. Diabetes Obes Metab, 2012, 14(8):675-688.

[9] Mentlein R. Mechanisms underlying the rapid degradation and
elimination of the incretin hormones GLP-1 and GIP[J]. Best
Pract Res Clin Endocrinol Metab, 2009, 23(4):443-452.

[10] Mannucei E, Pala L, Ciani S, et al. Hyperglycaemia increases
dipeptidyl peptidase IV activity in diabetes mellitus[J].
Diabetologia, 2005, 48(6):1168-1172.

[11] Gerich J. DPP-4 inhibitors: what may be the clinical
differentiators[J]. Diabetes Res Clin Pract, 2010, 90(2):131-140.

[12] Gupta V. Glucagon-like peptide—1 analogues: An overview[]].
Indian J Endocrinol Metab, 2013, 17(3):413-421.

[13] McGill JB. Insights from the Liraglutide Clinical Development
Program — the Liraglutide Effect and Action in Diabetes (LEAD)
studies[J]. Postgrad Med, 2009, 121(3):16-25.

[14] Davies MJ, Kela R, Khunti K. Liraglutide — overview of the
preclinical and clinical data and its role in the treatment of type
2 diabetes[J]. Diabetes Obes Metab, 2011, 13(3):207-220.

[15] Cornell S. Differentiating among incretin therapies: a multiple—
target approach to type 2 diabetes[J]. J Clin Pharm Ther, 2012,
37(5):510-524.

[16] Mohan V, Yang W, Son HY, et al. Efficacy and safety of
sitagliptin in the treatment of patients with type 2 diabetes in
China, India, and Korea[J]. Diabetes Res Clin Pract, 2009,
83(1):106-116.

[17] Buse JB, Rosenstock J, Sesti G, et al. Liraglutide once a day
versus exenatide twice a day for type 2 diabetes: a 26—week
randomised, parallel-group, multinational, open—label trial
(LEAD-6) [J]. Lancet, 2009, 374(9683):39-47.

[18] Buse JB, Garber A, Rosenstock J, et al. Liraglutide treatment

(T4 17T7)



IR 25 YA T 235 2014 4E 1 A4 12 &% 1 M Clinical Medication Journal,Jun.2014,Vol.12,No.1

effect of enteral nutrition and treatment with prednisolone[]].
Gut,1997.41(2):203-208.

[21] Wilschanski M, Sherman P, Pencharz P, et al. Supplementary
enteral nutrition maintains remission in paediatric Crohn's
disease[J]. Gut, 1996, 38(4):543-548.

[22] Ludvigsson JF, Krantz M, Bodin L, et al. Elemental versus
polymeric enteral nutrition in paediatric Crohn's disease: a
multicentre randomized controlled trial[J]. Acta Paediatr, 2004,
93(3):327-335.

[23] Verma S, Kirkwood B, Brown S,et al.Oral nutritional
supplementation is effective in the maintenance of remission in
Crohn's disease[J]. Dig Liver Dis, 2000, 32(9):769-774.

[24] Khoshoo V, Reifen R, Neuman MG, et al. Effect of low— and
high—fat, peptide-based diets on body composition and disease
activity in adolescents with active Crohn's disease[J]. JPEN J
Parenter Enteral Nutr, 1996 , 20(6):401-405.

[25] B Av 5 . 50 % S 1A 9F SCHE 01 W 51 5 9 9% | 2008,
15(3):129-130.

[26] Campos FG, Waitzberg DL, Teixeira MG, et al. Inflammatory
bowel diseases: principles of nutritional therapy[J].Rev Hosp
Clin Fac Med Sao Paulo, 2002, 4(57):187-198 .

[27] Suskind DL, Wahbeh G, Gregory N, et al.Nutritional Therapy in
Pediatric Crohn's Disease: The Specific Carbohydrate Diet[J]. J
Pediatr Gastroenterol Nutr, 2013. [Epub ahead of print].

[28] Vagianos K, Bector S, Mcconnell J, et al. Nutrition assessment
of patients with inflammatory bowel disease[J]. JPEN J Parenter
Enteral Nutr, 2007, 31(4):311-319.

[29] Lecleire S, Hassan A, Marion R, et al,Combined glutamine

and arginine decrease proinflammatory cytokine production

by biopsies from Crohn's patients in association with changes
in nuclear factor—kappaB and p38 mitogen-activated protein
kinase pathways[J]. ] Nutr, 2008, 138(12):2481-2486.

[30] Akobeng AK, Miller V, Stanton J, et al. Double=blind randomized
controlled trial of glutamine—enriched polymeric diet in the
treatment of active Crohn's disease[J]. J Pediatr Gastroenterol
Nur, 2000, 30(1):78-84.

[31] Kobori A, Bamba S, Imaeda H, et al. Butyrate stimulates IL-
32alpha expression in human intestinal epithelial cell lines[J].
World J Gastroenterol, 2010, 19(16):2355-2361.

[32] Gassull MA. Fat composition may be a clue to explain the
primary therapeutic effect of enteral nutrition in Crohn's disease:
results of a double blind randomised multicentre European
trial[J]. Gut, 2002, 51(2):164-168.

[33] AKobeng AK. The evidence base for interventions used to
maintain remission in Crohn's disease[J]. Aliment Pharmacol
Ther, 2008, 27(1):11-18.

[34] Ritchie JK, Wadsworth J, Lennard—Jones JE. Controlled
multicentre therapeutic trial of an unrefined carbohydrate, fibre
rich diet in Crohn's disease[J]. Br Med J (Clin Res Ed), 1987,
295(6597):517-520.

[35] PNER AR, FEAREE . WS 0 45 A T AN TS = 25 1 i A R AR
TE &4 VE 1 s i 95 O EE ()] A 40 5 0 N E SR, 2012,
19(5):260-262.

[36]Rahimi R, Nikfar S, Rahimi F, et al. A meta—analysis on
the efficacy of probiotics for maintenance of remission and
prevention of clinical and endoscopic relapse in Crohn's

disease[J]. Dig Dis Sci, 2008, 53(9):2524-2531.

(E#TR)
is associated with a low frequency and magnitude of antibody
formation with no apparent impact on glycemic response
or increased frequency of adverse events: results from the
Liraglutide Effect and Action in Diabetes (LEAD) trials[J]. J
Clin Endocrinol Metab, 2011, 96(6):1695-1702.
[19

Pratley R, Nauck M, Bailey T, et al. One year of liraglutide
treatment offers sustained and more effective glycaemic
control and weight reduction compared with sitagliptin, both in
combination with metformin, in patients with type 2 diabetes: a
randomised, parallel-group, open—label trial[J]. Int J Clin Pract,
2011, 65(4):397-407.

[20] Drucker DJ. Incretin action in the pancreas: potential promise,

possible perils, and pathological pitfalls[J]. Diabetes, 2013,

62(10):3316-3323.

[21] Holst JJ. The physiology of glucagon-like peptide 1[J]. Physiol
Rev, 2007, 87(4):1409-1439.

[22] Heo KS, Fujiwara K, Abe J. Glucagon-like peptide-1 and its
cardiovascular effects[J]. Curr Atheroscler Rep, 2012, 14(5):
422-428.

[23] Zhao TC. Glucagon—like peptide—1 (GLP=1) and protective
effects in cardiovascular disease: a new therapeutic approach for
myocardial protection[]J]. Cardiovasc Diabetol, 2013, 12:90.

[24] Garber AJ, Abrahamson MJ, Barzilay JI, et al. AACE
comprehensive diabetes management algorithm 2013[J]. Endocr

Pract, 2013, 19(2):327-336.

« 17 -



	2-ú”ðØÖ 7½1oi(2‰Ö?Å»Š-—0M.pdf

