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[HZE] B SCEINR S R FITICE Z H AUIAYT 2 BB R (type 2 diabetes mellitus, T2DM ) g5 )4 3K
PES 2, Jiik WA 2011 4E 1 A 32012 4F 12 H FIREE N HBEHTTI2 802 10 T2DM (835, #E BHLECT- 3R 50
4 SCFENRNRE 37 ) (B4 17 {31, Lotk 20 f9)) , AF % (55. 6 £8.2) % s YARHITT 4 37 5 ( B4k 1S ), Lotk 22 ) |, 4R i
(57.6+8.6) %, WAHBA ZHXUIIGIT 16 JE, EZ57 38 br iR I7 105 M AL 1 2125 1 (glycosylated hemoglobin,
HbAlc) 24k, IREI PSR FE 52 5 2 HbAle <7. 0% 1 NEUE 43 b Fzs i 1A (fasting plasma glucose, FPG) [t %
o &5 TRYTIESLIEIRIRAL T2DM 3% HbAle TRE(0.75 £0.69) % , P48 37T 4183 HbAle FF#(0.59 +0.89) % ;3L
FEFBRRAL FPG T WA B 25 F YA 1T 20 (1.79 £1.29) mmol/L vs (1.54 £1.75)mmol/L, P <0.05 ], W4l HbAlc [)ikbr
#(38.2% vs 37.0% ) T F M2 5 (P >0.05) ; SLFEMR PR F il 44 57 12 SO TR B 8CRAR T 9048 57T (P <0.05) . PR
KA M R S A R F MR A LG #2ER7 (P >0.05) . g5 SRS V8 ST SR8 A & i
T2DM &35 ME KT, e A 3CFERR IRV A& 51T T A ) T R AR AR ot 2 AL
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Efficacy and safety of exenatide versus saxagliptin combined with metformin in

patients with type 2 diabetes mellitus
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[ Abstract | Objective To compare the efficacy and safety between exenatide and saxagliptin when
they are combined with metformin in treatment of type 2 diabetes mellitus. Methods A total of 74 type 2 dia-
betic patients with poor glycemic control admitted in our department from January 2011 to December 2012 were
randomly divided into 2 groups, the exenatide group(n =37, 17 males and 20 females, 55.6 8.2 years old)
and the saxagliptin group(n =37,15 males and 22 females, 57.6 +8. 6 years old). Both groups were combined
with Metformin therapy for 16 weeks. The main index of the effect was the change of glycosylated haemoglobin
(HbAlc) before and after the treatment. The secondary indexes of the effect were the percentage of HbAlc
(7.0% ) and the decline of fasting blood glucose (FBG). Results Exenatide resulted in HbAlc decreased
by (0.75 £0.69) % after the treatment, while saxagliptin caused a decrease by(0.59 +0.89)% . FBG levels
were decreased significantly in exenatide group than the saxagliptin group (1.79 +1.29 vs 1.54 +1.75 mmol/L,
P <0.01). However, there was no significant difference between the two groups in the control rate of HbAlc
(38.2% vs 37.0% , P >0.05). Furthermore, exenatide had significant effect on body weight and systolic blood
pressure than saxagliptin( P <0.05). The adverse events of the 2 groups were slight, and there was no hypo-
glycemia found in 2 groups. Conclusion Both exenatide and saxagliptin effectively control blood glucose for
type 2 diabetes mellitus, with sound safety. Exenatide may be more beneficial to the patients accompanied with

obesity and hypertension than saxagliptin.
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Jif = i Z ALK 1 (glucagon-like peptide-1, GLP-1)
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GLP-1 3 W18, BB Wk [R] 4 — K35 ik - IV ( dipepti-
dyl peptidase IV, DPP-IV ) [0 3% 0 o 38 SEAR Ik 5%
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TTIRIT IR R ASE R T2DM B85 A7 ORI 22 4
PR, DI R IR 2545 AN T2DM 8 24 S AL s AR Ay
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1.1 FFRsT%

AWFTETT AR BEAC B i, ZIKF W EE TH
TG R4S o 2R 2011 - 2012 AELEFRBE N 73 I R
e —FhEaE Z Fh DIRFERE 25 (OADs ) 1Ry7 £/ 8 i,
ELpE ) A 4 DB Ak 1l 2145 5 (HbAle) 7.0 ~ 10. 0% ] 1)
T2DM 3, 45 AMIRIT I, I4H 74 IR E R & A5 H
ANAARHE, Forh BB 32 4], 2ot 42 ), A% (56. 6 £10.3) &
1.2 Bk
L2, gt 32l s AR = HOBUDKEA A 4 i A 101 iR
REMEZGH, E A 6 TR B RIS AR YT . U
WTER] 3 B WG 2 1 500 ~2 000 mg/d 55213 I R 32 7
it SRR AERRZGR R 3 A © e I BUIGAYT Bl =1 500 mg
M2, AT B EA 3 M AERE . 5 AMUIAS SR 32 a0
BENLECF 2753 2 21 OZLFENR IR 37 f5i], Jovh 53 1 17 441,
Lot 20 B, AFEHA (55.6 £8.2) % ,HbA1c(8.07 +0.86) % , 45T
AR A FIGATHT B T T CZEMAR S ng,2 /d. @vbHk
GUTTEH 37 B, o S50k 15 ), Lotk 22 ], 4F 4 (57.6 £8.6)
% ,HbAlc(8.11 £0.78) % , T3 H & H R ORI IITT
5 mg, ST RN 16 A 2 2 B2k i K 5T i 45 %L (body mass
index, BMI) (W% & (SBP) (&7 5K J ( DBP) | il i . HbAlc %5
M (FBG) &4 W48 brJo &M 22 5 (P >0.05, 3£ 1),

1.2.2 FHOCHRARMINE BITROHE A 2 T R
ey AR BTE SBPDBP [ V& [ KN ARV E 43 L (body fat
percentage, FAT% ) , 3314 BMI JE# [t (waist hip ratio, WHR) ,

RS 8 h L 2SI #HIK L & FBG \HbALe Ll JJIF 5 24
HALTRFR . FBG i % SR FH 4 %60 B A fL Y% , HbALe I R FH =
SOBART: (3£ 1E Bio-Rad Z5£0) , LRI 2 >R FH B (U1 3 we A=
Wiz , FAT% %1 TBE-410 fRE /M .

FEYFRIE FR M IRIT TG HbAlce A28k, IR BT 5UFE
A 52 IRE IR E] HbAle (7. 0% B9 NBCE 43 b M FBG [, %%
SPEFRAR N BT R R 4, 1) B UL R Jo i A8 £k i
B MESE . B R AR IS AR e B AT e R EAR
MWE. BERENS B AT AL PR ELI a1 20 A5 A5 A <3. 9 mmol/LL
FAAEC N 2R 12 R 2 AR I A o ¢ PRI It A 42 SR I i
KAF 23:00 pm £ 06:00 am,
1.3 “%it$F5%

EASHERTTEEEL 2 +s FTom, EIESH IR &
i B RN EC 5, R SPSS 17. 0 G 3R (R Ab ¥R SE A . P4 [
T VOB L BCR S BEAS ¢ K56, Rl — 25 90IR T TS HE R
FHBCXT ¢ 4G5 5 HHECRORE L 20803, 4] USRI xR

2 #R

2.1 #RwWEEHEATA

AWFFEILTE R 71 ], SLFEARRRA A 3 3R HAFSE - L ZEHR
JIRAH 34 B, YAk ST 41 37 B, SEFEIRIK AL IR 7 I 1R o &
BMI /&5l .SBP DBP HbAlc FBG MR R EEFAL, Y045 517T4H
¥6¥7 )5 SBP.DBP HbAlc FBG ¥ 3 T (P <0.05,P <0.01);
SR ST e, 2 CEETRIIA YT ), 52303 1R T & (FAT% |
SBP.HbAlc #l FBG 225K Gt ¢ L (P <0.05,% 1),

2.2 FFEOGEN

BT 16 JEG , K FEAR KL HbAle R[4 (0.75 £0.69) % , 7>
FEHNTA TRE(0.59 =0.89) % , PILL ™ K B 22 7 A b 35 1
(P<0.05), 1G¥7)E, CHEARMKL HbAle <7 % W ANBUE 43
38.2% VOHESNIT AL R 37. 0% , B4l b 25 7 Tt 3 1 (P >
0.05) ., 6975, LT AR FBG FRE(1.79 +1.29) mmol/L,
PAEHITT A T (1. 54 = 1.75) mmol/L, 3L ZETRBIKL FBG T &
g 8 B i i T UPAR ST 4L (P <0.05) .

BITIG , SCEETB IR AL 1A 5 i K BMI 3575 T B, TV 46 5077
HICH R, WALIRYT )5 SBP . DBP 344 I ks, H 3%
TBREXT SBP BRI LT VAKHITT (P <0.05) , i Vb %517 T 4 ik
TG FAT% AW A4 (P <0.05) , W 20 % [l & 1l . WHR
Mg RsEmaJC #2255 (P >0.05, % 1),

2.3 ZAWFHN

SCTETRARLAA 10 151(29. 4% ) B35 1 BUAS R, EE Ny
B IGIE N, a0 5 (14, 7% ) Kk 4 B (11.8% ) JEIE 1
(2.9%) . WHEHNTHL 9 H1(24.3% ) BE BIAR RN, F
FURRETE 2 B1(5.4% ) WMk 4 $51(10.8% ) (ELFE3 F1(8.1%) ,
(R o X (A 1 RS BRI R 2 e e - N = A v < )
AATE XA 35 22 %
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F1 LERREAMDIEITARESTHE—RERRIERENIEIRILE (x+5)
g1 n A (kg) BMI( kg/m?) JEEE Bl ( cm) BE ]l (em)
ZH )
WITH RITE JATTHT BT IRITHT VEIT IR JETTHT BT IRITHT VEIT I
Y IETR Ik ZH 37 34 60.88+7.98 59.59 £7.94> 24.73+2.90 24.20+2.86" 86.07 +6.61 85.84+7.07 97.57 £5.61 95.98 +4.87"
AR ZIIT 4 37 37 61.75+9.60 61.29+9.71¢ 24.56+2.80 24.37+2.76 85.04+7.36 84.197.95 96.27 £6.99 95.72 +6.87
-~ WHR FAT% (% ) SBP(mmHg) DBP(mmHg) TG ( mmol/L)
/ﬁ 7][ Y SRV > >, 2. az. o VN >, . >,
JRITHT RIT A JRITH BIT A JRYTH BT JRITH RIT IR YR RIT A
WIEARHRZE 0.88£0.05 0.89+0.05 28.90+5.13  28.08 £4.86 129.62 £16.45 121.42 £13.29% 78.41 £8.01 75.82+7.24% 1.87+0.99 1.91 =1.00
YARBIITAL 0.88 £0.05 0.88+0.05 27.87 £6.64  27.05 +5.75¢ 129.16 =14.28 124.81 +9.06% 79.27 +8.57 76.64 +7.69* 1.95+1.05 1.82+1.09
a3 TC(mmol/L) HDL-C( mmol/L) LDL-C( mmol/L) HbAlc(% ) FBG (mmol/L)
2
VRYTHT RIT IR VRYTHT RIT IR TRITHT BIT R VRYTHT RIT A VRYTHT RIT IR
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PARBIITLL 4.65+0.96 4.83+0.79 1.37+0.38  1.370.38  2.51£0.79  2.64+0.73  8.11x0.78  7.52+0.97" 9.36+1.41 7.82x1.17%
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