4536 B4 15 W o= E E K % % R Vol. 36, No. 15
1604 2014 48 A 15 H ] Third Mil Med Univ Aug. 15 2014

A =
'Lb % LY . 1000-5404 (2014 ) 15-1604-03

LEABRRRT 2 BUMEIR R B E R C BRSBTS 2R

* ®E OB FEAEVZINE AR R (400042 TP, T P2 PSR B IR 45— I o 1 5 S1MBE 5400037 B, 45
SR P AR

(f#ZE] Hiy WEILIEIRRT 2 BB IR 8 E C BRASEm SRR TR, Jiid ZEH2012 41 § 2013 4£ 6 H
TEATHR 12 B AT I RHE BE 1 2 BUBE PR 835 78 ], 43 R IT 2 (n = 39) , 457 Z W RUIRIE & 3L ZETR AKIR 9T, G046 U5
16 1, L4 23 B, AE % (49. 0 £6.0) 25 s X IR (n =39) , 45T W AUIRER & HORS 192 5 20307, A48 B 0 21 4, Lok 18 4],
AERS(50.1 £5.9) %, BHLIARYT 16 A, WM M ALYl G 2 M S8 )5 2 h C iR (23 i 1B (fasting blood glucose,
FBG) \#&J5 2 h Ifi 4 (2-hour postprandial blood glucose ,2hPG) Mk I 4145 [ ( glycosylated hemoglobin, HbAlc) 445 £ 5 %%
(BMI) SERICHRARIY 81k, &5 JRY7 16 JJEiRr A A5 2 h C Ik/KF[ (2.34 +£0.51) ((2.66 £0.99) ng/mL]
BARYTHTL (1.89 £0.63) ((1.09 £0.46) ng/mL] A i (P <0.05) fHXTFEZH C ik Y7 AT TTHI R B4k (P >0.05) ;7
HEBHIRIT G FBG 2hPG HbALc[ IGIF AIAIT G 4150 (6.94 £0.75) ((9.98 £0.85) mmol/L, (6.87 +0.89) % | Hj4ih
JPHTIBY T IR I3 (10.06 £1.98) ((12.3 £0.75) mmol/L, (8.89 1. 15) % ] F AL (P <0.05) , HFIH Z 8] 22
SERGAT T L (P >0.05) s W2 B F (i & R F e BMI 3953857 RiiA T T B IRIF L RRRE BB (P <0.05) , 518
K%ﬁﬁﬂiﬁﬁf G HOBUIAE £ = 2 BB PRI AR 1Y C BRKOT- i[RI B BB R AR A 3 1 IS \HDALe i T it I8 [ &% BMI,

[XgR]  GLP-1 A&z SLFEIRIK 2 BIOBE IR

[HEESZES] RS587.1; R969.4; R977.15 [ XXHtiRERE] A

Clinical effects of exenatide in treatment of type 2 diabetes and on expression of
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[ Abstract | Objective  To determine the effects of exenatide on the expression of C-peptide and on
the clinical outcome in the treatment of type 2 diabetes. Methods A total of 78 hospitalized patients with type
2 diabetes in our department from January 2012 to June 2013 were prospectively recruited, and then divided
into 2 groups, the control group and the treatment group. The treatment group had 39 patients, including 16
males and 23 females, at an average age of 49.0 = 6.0, and received metformin combined with exenatide.
Whereas, there were 39 patients in the control group, including 21 males and 18 females, with the average age
of 50.1 £5.9 and being given metformin combined with Gansulin. All these patients were treated for 16 weeks.
The indicates, including fasting blood glucose ( FBG ), 2-hour postprandial blood glucose ( 2hPG ),
glycosylated hemoglobin (HbAlc) , fasting C-peptide, 2-hour postprandial C-peptide, and BMI were compared
between 2 groups before and after treatment. Results At 16 weeks after the treatment, the fasting and 2-h
postprandial C-peptide levels were increased in the treatment group (P <0.05), but the control group had no
obvious change in the 2 indicators (P >0.05). FBG, 2hPG and HbAlc were significantly decreased in the
both 2 groups (P <0.05), but there was no statistical difference between them (P >0.05). The body weight,
circumference of abdomen, and BMI of all the patients were decreased, and the decrease was more significantly
in the treatment group than in the control group (P < 0. 05). Conclusion  Exenatide combined with
metformin effectively improves the C-peptide level, and reduces blood glucose, HbAlc, body weight,
circumference of abdomen and BMI in the patients with type 2 diabetes.

[ Key words | glucagon-like peptide-1 receptor; exenatide; type 2 diabetes

Corresponding author: Zhao Yu, E-mail: 1067020410@ qq. com

[BEEE] & #,E-mail.1067020410@ qq. com
[HE5EHAR]  hitp://www. cnki. net/kems/detail/51. 1095. R. 20140504 1526. 010. html(2014-05-04)



5536 5 15 1
2014 48 A 15 H

®O= E BE R ¥ ¥ IR
J Third Mil Med Univ

Vol. 36, No. 15
Aug. 15 2014 1605

2 TUBE BRI ) S ZB AR B TE, Al R AN AT BUATY
JE SR o 2 RO BRI A S 2 D DR A B — 2
LI 5 ZRARDT, R R WA XA AL o AR
Bl R R B B AT B, H AR X 2 BB R
CEDESE/RLESS E AR & N A= 1R = N
( glucagon-like peptide-1,GLP-1) 3Z &3 sl 77/l — Fh
BB 25, AN (L BE 0% 38 Ao 500 VI A4 R ) e 5
RO Uh AW E AR 98 % 18 HE2S Sk A AR B T, T
HAEW AL HE B 20 i Y9 38 58 55 73 Ak, 0 B 20 i iy A
T SCFEARRRAE ARG GLP-1 Z Ak ahil , f
AERLAY GLP-1 A BRI P Sl 1 30 GLP-1 s R 454
s HLHAS 5 8 — IR KR  dipeptidylpeptidase-TV,
DPP-IV) Fiefift ™ o ASBIFFERT LT SCHEAR Ik B A I
By I OB 2 BUE bR 8 BOFE T, I ST
ARBE XS (& & C KA 52 i L =5 2 1f B ( fasting blood
glucose ,FBG) \%& J5 2 h [iL## (2-hour postprandial blood
glucose ,2hPG) ML IM.41. 75 F ( glycosylated hemoglobin,
HbAlc) RBRAEE (BMD) SR SCHE AR AL, LB N
I R 2 TAR PR £ E & B R T R e i 2%

1 ARSH®

1.1 RA%

I 1E 2012 4F 1 7 28 2013 4F 6 ] FHbf B Be N 40 b BHE: B
i 2 RUMRIRAG B 78 B, A OFF & i A TR 402 A
WEPRIRIZWibr e ; QRIS 28 ~75 %4 ; OFFE 5 ~ 10 4 ; @5
YIRE LR W @ M 8 ~ 11 mmol /L, 4 J5 Ifl #f 12 ~
18 mmol /L,HbAlc 7.5% ~10% . HER&ARAE : OERE IR T 75 A
B EE; QA E L TR 2 O IRINEFE . ZiR
FH e T AT AT ST B R R nT R I KU, 255 A
MG R AT . AW G — R LR 1,
1.2 ARG F ik

A AR G A B 434 : DX BRAL (n =39) , U $5 5
P21 B, 2o 18 B, AR (50. 1 £5.9 %), 457 —H XU A
(P2 kA, RISt A H))0.85 ¢/, 2 /d KR 1
TR R (R 54 RSN, FRif dE 27 Rt sl 2B R A WD)
12 U, 1/ d BERTEZ T 5, AR 40 0L 00 {32 5 080 2 45 e
BEME RN 16 . @ErA(n =39) , 0155 % 16 i,
o 23 B 4RI (49.0 £6.0) 5, 45T W AU (Rl 44 - 46
1k, BWEERE AR )0. 85 g/, 2 k/d FR; LFEAR K (1
mh s H WA, RERLRA TS ne/ R RIT 1A )G, B &
BN 10 pg) 2 R/d, B FIE AR (SR H 2 RIERRT, K2
(EJf% 6 h s BT[] 1T 60 min P ST, SrREl 16 J6, P
I VAT REIA T 1) R L A AR B 4] (IRNR Il B & L =2

W) M55, i FL i FBG 2hPG HbAlc A& 5 i . BMI
ERRREREHEI#EX(P>0.05),
1.3 WLEIAHR

WAL B YR A JE SR AT A B i I L A, TR AR A
JREEE(BMI) = Ak B 5 (kg/m®) . 2562 8 h 25 #IK
15 FBG 2hPG HbAlc 545 k5. 23 %% )5 2 h C kit
FTAR 75 g RIS B0 4019 . C BRI & SR W A2 R e ik
FBG 2hPG 5 R A O H I, HbATe 2 SR A EAT L (R
wAAD) o
1.4 %itsgam

SR SPSS 12.0 GEil 8 F, F WERE L & £ 5 7R, LA e
R FIMALBETHY ¢ K, 1097 AR HOBOR AL ¢ 1

2 HR

2.1 PAEFEIT G BRI IR AR A e dR

VRIT 16 FJEIRIT AL C KA IS 2 h C K 3R
ST W3S (P <0.05) HXT IR LHIGI7 AT G C JIKIGHA 228
(P >0.05), W4l & IAIT I FBG . 2hPG HbAle H45HTT
BIFEAR (P <0.05) , fH P 2H 1] 22 53 oG it 2 7 L (P >0.05)
W2,

F2 WABFGRTAIEMAE.C K MELISIRIEER (0 =39, X £5)
ZWimbE a2 hil FECIK BE2h Ok L

4151
(mmol/L)  (mmol/L)  (ng/mL) (ng/mL) HA(%)
Xif HEZH
WITRT 10.12£2.11 12.25+0.80 1.96+0.53  1.18+0.38 8.94x1.14
WITIE 7.09£0.85% 10.37 £0.77¢ 2.03£0.78  1.27£0.05  7.07 £0.82°
VAl
WIFRT 10.06+1.98 12.3+0.75  1.89+0.63 1.09+0.46 8.89x1.15

WA 6.94+0.75"  9.98+0.85" 2.34+0.51°" 2.66+0.99 6.87 +0.89"
a:P <0.05,5 R 4% 57 a7 bdk;b: P <0.05, 5 x¢ A% 77 J5 b4k

2.2 HWEFIEIT WG IR BARK IR ARG TAL

PIZH BB IR T 5 PR S I TR e BMI 836 7 i A7 B
A (EU6T R L IR PRI G (5T 4 R B % BMI 22 5 o 4e i 5 X
(P>0.05) ,iQYFLHIRYT 16 Jo J5 (K50 I8l 22 BMI B AR T
VAT, ZE A G (P <0.05) . WL 3,

R3 RABRFRTIEERE BEER BMIHEL(n=39, xxs)

25 i (kg) BMI(kg/m?) HEE (em)
X BEZ
S adil 66.77 +9.15 24.83 +2.61 93.98 +12.32
BT E 65.91 +7.87 23.65 +2.01 88.04 +11.88
RIT 4l
BITHT 67.25+10. 11 24.36 +2.63 93.6 +13.08
BTG 64.12 +7.05° 22.33 £2.16° 86.12 +8.16°

a:P <0.05, 5 B 4L 77 7] & s R4 b 3%

x1 WMA2BBRFEEBTMELEH

PER () . Wl BRI 3 R AE (i)
215 Pl (x£s,4) ————————— Wi (x s, 4F) - -
5 & LI i A PRI B 9 R 731 N1 R e | = S e JE el 2 g 7
X HE A 50.1+5.9 21 18 7.8 3.9 6 8 0 7 0 8
TRITA 49.0+6.0 16 23 8.3+3.7 5 10 0 5 0 5




5536 5 15 1

o= FE K OR ¥ 2

Vol. 36, No. 15

1606 2014 48 A 15 H ] Third Mil Med Univ Aug. 15 2014
3 W 25 bR id , SCFERIRAE Jy— T GLP-1 Z 1435 5l 51

GLP-1 J2—Fp i KIS R , A e B Wik 3h, 3
TRLHEL IR, I e i 0 1 £ AR, R AR, b 2
SRR, M Al R AR RS . H KSR GLP-1
LR, H 5w DPP-4 JK 1%, BT T I K 1A I
TAAE—EMRMES o W IEAR M A GLP-1 2R 3h7]
A o A R AR R 20 o e
B 4300 , DTk O IRE 9 % A TR B ELAT 2% 7
HEZs Bl sk DR R R A E RS A A%
(R 7E LRl 56 & BE T DA U B 4 A 4 4 A B
e B AP Rk R S RE VR

ARHFIE W, AL F A7 )G FBG 2hPG (HbAlc
YIBSRITHIRRAR, 2R A G it #E X (P <0.05) (HF
) ZE TG L (P >0.05) , #& R L EIBILE
HORG 1B 1 2 R R ELA B S B0 B B A TP AR, 20 A
P B 2 SCEEARGE o P ] B 40 YA T, i it L
KR ANIE T B A L, 3 B A i, 3% B 4
Mgt . SCFEARS R A A e AR A R A o SR
e (IR AR AL 2% g i 2R A AU | 0 — 2 AR
B IR RRAE g R A — R GLP-1 32 A3 sh 31
AEfZ 5 GLP-1 Z{RE5 4, =B GLP-1 F{RL A A= BERL
N, BB AN AN FE GLP-1, iR Py GLP-1 ¥ & KK
BETINRE NS A ARG 2 BOBE R s HB O 11 23 T AR
Jei MBS & HbAle /Ko UT4F i FAMEME S )
T2 FH B AGI f  2Eok S R E R S T RE 1 S5
FB Wiy AR JRBR, T CIRK R — A P R 5 R A
TR R A U R PR, T R AN B S 3R
a2 RTEE T, 1 R B 05 45 g o S e R DA I8 22 14
WINRE. BB E C KM SR T AR b S Bk ) B
M A RS E R IhRE Y . AR R I VAT 4L
MR C KB TG 2 h C B 536 T RTA I 3%
HESALIT2EE X (P <0.05) ,[HXF B4 C KIGTT
RG2S FE L (P >0.05) , #2753 ZEHR R AT
B AR DR AR B AN A 3458, DI 76— e R bl
fBE5 B ANMIThRE , AR IR AR

I I B AT 2 R 2 aIER, AR
ASURT A M 24 9 26 A DAY £14) £ A0 225507 DT 5 i) AR )
IRA, RIS 23 186 T £8 35 000 A8 5 0 P XU o AR 5
HHFZL R BMI YESATFRTA BT T, HIGIT A RIK
BRI (P <0.05) , i B 3L ZEAR R AR AR S b 2 1) i AR
4 T R i 0% AT 4550 ik 2 R o A R O, R
GLP-1 FEMEE T AE F T AR A 22 R G R Ml & K,
FEZE B HESS WA AR IR, ELREDIE B = Rt AN
A TS DT 0 6l £ 0 O W WAL, g 1 S R 0 1 i 98 2R 1Y)
TR DT ARG A 7

RS A R 2 BB IR (8 1 CROKF BEA — 7
FERE EOCEB IR B AR TIRE. 73 4h, AR
JURAEAR A i ARG A8 2 2 R LW 42 )5 U & HbA e 1
[l N BEAS AR A A MR i o ASBIE ST ol T T I ) 42
(16 JH) , A AAEAS Al /), 2 ) s PS80 0L v 5 3
T RAEAS R S AW BE 5 KA RS B PPAG

SE Lk

[1] Genuth S M. How does pioglitazone prevent progression of impaired
glucose tolerance to diabetes? [J]. Diabetes, 2013, 62(11): 3663 —
3665.

(2] BAskotk, PR e b RAEAR-1 R BT st e [T ].
EFAC R 2527, 2010, 27(1) : 16 -20.

[3] Chaudhuri A, Ghanim H, Vora M, et al. Exenatide exerts a potent an-
tiinflammatory effect[ J]. J Clin Endocrinol Metab, 2012, 97 (1)
198 -207.

[4] Buse J B, Nauck M, Forst T, et al. Exenatide once weekly versus lira-
glutide once daily in patients with type 2 diabetes (DURATION-6) ; a
randomised, open-label study[ J]. Lancet, 2013, 381(9861); 117 -
124.

[5] =i, EBIN, TIEE. SCHARIIRYT IEHE 2 BB IR RO LS
[J]. FRRFEREFR, 2013, 49(2) : 157 - 159.

(6] W1, kit SLIENRMIATTALRE 2 BRI 23 Bl PR Hr LT ] h
[H 5z Rk, 2012, 32(4) : 305 -306.

[7] Folli F, Guardado Mendoza R. Potential use of exenatide for the treat-
ment of obesity [ J]. Expert Opin Investigc Drugs, 2011, 20 (12):
1717 - 1722.

[8] Castillo G M, Reichstetter S, Bolotin E M. Extending residence time
and stability of peptides by protected graft copolymer (PGC) excipient:
GLP-1 example[ J]. Pharm Res, 2012, 29(1) : 306 —318.

[9] Bastien-Dionne P O, Valenti L., Kon N, et al. Glucagon-like peptide 1
inhibits the sirtuin deacetylase SirT1 to stimulate pancreatic 3-cell mass
expansion[ J |. Diabetes, 2011, 60(12) ; 3217 -3222.

[10] Nikfar S, Abdollahi M, Salari P. The efficacy and tolerability of ex-

enatide in comparison to placebo; a systematic review and meta-analy-
sis of randomized clinical trials[ J]. J Pharm Pharm Sci, 2012, 15
(1):1-30.

[11] Willard F S, Sloop K W. Physiology and emerging biochemistry of the
glucagon-like peptide-1 receptor [ J ]. Exp Diabetes Res, 2012,
2012 470851.

[12] Zaigs, mo . LIIRMIAIT A FRE IR 5r 2 B o i
PIROR KA (1], PRI BEZS T4, 2013, 10(13) : 80 - 82.

[13] FER, HiEE. 2 RS MRS R & C K2
IARTSELT]. KRB 56, 2013, 10(18) ; 2413 -2415.

[14] Vilsboll T, Christensen M, Junker A E, et al. Effects of glucagon-
like peptide-1 receptor agonists on weight loss: systematic review and
meta-analyses of randomised controlled trials[ J]. BMJ, 2012, 344 .
d7771.

[15] Dushay J, Gao C, Gopalakrishnan G S, et al. Short-term exenatide
treatment leads to significant weight loss in a subset of obese women
without diabetes[ J]. Diabetes Care, 2012, 35(1): 4 —11.

(Ur#h5:2013-11-25;1&[5] .2014-02-21)

(¥ £ &)



