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[(FEE] BM AROHINTHEEZRANETHREZETAOEF 2 ABEAR(T2DM) & H5 MR HZTRRA BRI GZ 0,
& OL00B FEZRANEME X BFAEF T2DM B 5 M B HAF T4 ABRG&F T H AR 100 mg,1 R/ K, 9 ks
I B R HE e AE S B K Bk 15 mg,1 R/ R, 0k, BAHARNERAMSE. TR AI2A. WERFHAEESETNET
M ¥ (FBG) &5 2 h a4 (2hPG) AL 2 B § (HbAIO) .24 h H H BB A T @R AUC) . T F A % (CV) 2 C k&
(FCP) &5 2 h C )h(2hPCP) . X I M & fo 45 % (PGG) . 4 /& 2 h & & = 4% % (2hPGG) , f= B 82 (TC) |, = Bt i (TG) Kk % &
(SBP) 473 /& (DBP) , B # % % A % (DID) 4k i & 48 5 (BMD | 2 7% CA19-9 & oo & 8 (BUA) Ak fo 48 4 £ W3R R R 54 09 R &

L BER % 12 BB, A& ITA B % ¢ FPG,2hPG,.HbAlc, AUC,CV.PGG,2hPGG,TC,TG,SBP,DBP.DID % BMI #

&«uﬁ T B M A& (P<C0. 05 3 P<C0.01) ;% A4%7] 841 & % 69 FPG.2hPG,HbAlc,AUC.CV & BUA 3% & 55 77 91 2 KAk (P<<
0.05 % P<<0.01); @47 iT 4 % %4 57 a@ 2hPG . HbAlc,AUC.CV.PGG,2hPGG,TC,TG,SBP.DBP.DID & BMI ¥ {& T wk #%
7| 848 (3 P<C0.05) , & # 7| /T@l‘%"%/ J& # FCP & 2hPCP 3 3 Tt # %) 89 41 (P<<0. 01) ; /@ # %) /Téﬂm&m%ﬁiéimf
kA7) BA 28 (P=0. 045) , o 4% 7| :Téﬂéfﬂ\E’uiﬂ&i%ﬁn‘m‘ﬂéémp:o.043)0 Z£ig LHwags AL A EERXRMN TR F
BT T2DM B2 B 0 7 45 7T T VAR R M By Z AR R Y M B E R B AR A b K A R
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Effect of sitagliptin on insulin resistance and glucose variability in elderly patients with type 2 diabetes
mellitus requiring high-dose insulin therapy”
Li Yingzhao ,Guo Xiangyang ,Yin Hongtao , Zhang Qiuping , Zhang Sumei
(Department o f Endocrinology » Xinyang Central Hospital , Xinyang, Henan 464000, China)

[Abstract] Objective To study the effect of sitagliptin on insulin resistance and glucose variability in elderly patients with
type 2 diabetes mellitus(T2DM) requiring high-dose insulin therapy. Methods A total of 100 elderly patients with T2DM failing to
reach the standard application of large-dose insulin (=60 U/d) treatment for three months or more[ glycosylated hemoglobin
(HbAlc)>8.0% ] was randomly divided into sitagliptin group and pioglitazone group. Patients in sitagliptin group(50 cases) were
treated with sitagliptin for oral use,100 mg each time,once a day.and patients in pioglitazone group(50 cases) were treated with pi-
oglitazone for oral use,15 mg each time,once a day. The insulin dose was adjusted according to the blood glucose level in the two
groups. Two groups were treated for 12 weeks. The indicators in both groups were compared, including fasting blood glucose
(FBG),2 hours postprandial glucose (2hPG), glycosylated hemoglobin (HbAlc), 24 hours glucose area under the curve (AUC),
blood glucose coefficient of variation (CV), fasting C-peptide (FCP), 2 hours postprandial C-peptide (2hPCP) , fasting glucagon
(FGG) ,2 hours postprandial glucagon(2hFGG) , cholesterol (TC) , triglyceride(TG) , systolic blood pressure (SBP) , diastolic blood
pressure(DBP) , blood uric acid(BUA) ,daily insulin dosage(DID) ,body mass index(BMD) , incidence of hypoglycemia and drug ad-
verse reactions. Results  After 12 weeks of treatment, the levels of FPG,2hPG, HbAlc, AUC.CV,FGG,2hFGG, TC, TG, SBP,
DBP,DID and BMI in the sitagliptin group were significantly decreased than those before treatment(P<C0. 05 or P<C0. 01); The
levels of FPG,2hPG,HbAlc, AUC,CV and BUA in the pioglitazone group were significantly decreased than those before treatment
(P<C0. 05 or P<C0.01) ;Compared with the pioglitazone group, the levels of 2hPG,HbAlc, AUC,CV,FGG,2hFGG,TC, TG, SBP,
DBP,DID and BMI were significantly decreased in the sitagliptin group(all P<C0. 05) ,and the levels of FCP and 2hPCP in the sita-
gliptin group were higher than those in the pioglitazone group(all P<C0. 01). The incidence of hypoglycemia in the sitagliptin group
was lower than that in the pioglitazone group(y* =4. 039, P=0. 045). The incidence of adverse reactions in the sitagliptin group
was lower than that in the pioglitazone group(y®=3.979,P=0.043). Conclusion Sitagliptin combined with insulin is better than
insulin combined with pioglitazone in elderly patients with T2DM requiring the application of high-dose insulin therapy,and the
combining treatment could decrease insulin resistance,insulin dosage and the incidence of hypoglycemia.
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2 BB PR 9% (type 2 diabetes mellitus, T2DM) #f & 3| J5 ¥
TERAEEGRIBT G SRR 2 2d THRTE
PEIE & B2 Ty 8 o 8 B e I 2 RS 2 L A ) e 2k
FREC. BRI AR B R 2R AR BT A GRS B A e T R 2 AR
ARG AT . UEAE R, BE T R 1B 3R 109 Y R 24— kB ik
fiti-4 (dipeptidyl peptidase-4, DPP-4) i ] 51| B i2 1 4= » ‘& LA £
O R A T 0 W LR L S O T R B BT IR e B
T2DM Y7 Bgse 00 P AR 57T B [ S i AL A T
I PR ¥ DPP-4 #0860 50) o 320 A R LA )12 52 B0 i IR 22 00 1 35
BECET. ogm d 2K RN s B0 D) Jis i 0 3 4 AR L 1 R AL
551 5 R AL O, T U0 A1 ) AL U i R 3R T
EARREREALEe = N IR P S i bES . AT S T
BT B A R Ak B IR R A R R R R Y A T
% HA LB AR r YT ST LR ST AR AR D . AR IT LT
BRI RIRYT T2DM B E RSx4, 4 A PALE 4
IR FH IR B2 3R+ VA A B 9T R R iR B IR YA 9T R T 12
AL ST 2 A8 VA YT T W AR R L LB R W T e
AR AL B A AH DG H8 AR . B 7E R T KR & R R T T2DM
S5 IR R S ER LR IE AR
1 #R5HE
11 — %R U4 2014 46 6 H & 2015 48 12 HEARBE N
STWEHTi2 R T2DM B35 100 5, 48 AdRE: (1) 4R i 60~
85 % 5 ()L Wi fF & 2013 4F A = 2% 25 Wl B9 % 4 23 OBl IR
TS WA Ay J AR DT a5 B IR K F % T 7. 0 mmol/L 5
75 g MIEWETUA S 2 h B K FE% F 11, 1 mmol/L 5 A
DR 975 i T RE AR CBL 5 224K L 22 DR AR W DR i 4 It R ) Jon i
HLILBE R F o % F 11. 1 mmol/L, T EHE — Wik . I B L3
2 SR R B DU (PL-GAD) | B 55 410 i 3K Bt i (ICA) ¥ 1
P 5 (3 H ) & BB & (60 U/DEYTF 3 D H LB R
SKFR BEAL AL 1 (HbATe) >>8. 0%, (4) fir A H 3 1 501 1% [
o HEBRARME : (1D 1 BORE RV AT YR PR o s L b 4 5% 245 0 1)
Wl PR 5 (2) ¥ & J1 W AE SR R Hh 25 L e 18 k5 (30 AR IR
I TR 4% o B IO AR 22 0E WM IR L Ak R R UE L PR R M
B0 il DIRER &5 () R SME S AL T RDECR S E L K
B SIE 7E FIROME B2 3 5 (5) B I I RE AN K& 5 (6) I IR
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SO FLII A 25 (DO XA IS 25 7 8. 100 1) 78 38 20 P 4, 1Y
K& FIT 2 50 4, k15 3 i, sC Tl FH BT T 1 6, 58 AL 46 i) 5 ik
MEFIER L 50 ], b g AR BT 7 22 AR i 4 4], 58 A 46 ). Y
AR P AR I R B 4 B (BMD i 2 PR R R AN R
WL I A5 IE 25 5 U5 T LB 25 R R G B L (P>>0. 05)
BAR LM, WA 1.2, V98 50T 41 F0 0k 4% 3 i 41 %5 50 .
ABE ST A B5 Bt 5 2 A0 B 22 b1 23 BT 4l A 109 48 3 25 A o 0145 3
HZ AT,

1.2 JRYTHM A A ST W DR B IR TRV X 1 gt
FRAE 48 5 I 7™ A% WA W RO IR & B3l i3 8 IR SRR R
PRI R BUHE B2 B3R )7 RS It . A 2 9 DEUIBE 8% 23T (B H 2 YR
TR B RGO A 6 BN B 5 38 0 S IR P 2 e R A
AT BN W 2R 7 L [ 2 7 ]20100040) B JE RS | L 7 5 51
TTEH BB T W BR VAR 51 7T A CHEE 4 . Ho M BR VD R 1 254 R
AN EVEFE E G HET 120140095) . 4 ¥R 100 mg. 1 K/ K, Ak
WA 51 i 2 20 T 2 Wik A% B B R CEE DR B S ) 24 4 A RR A
A, B 25 H20080217) . Bk 16 mg, 1 W/ K, A ik, PALYT
IR 12 J8 . 3Gy WA 8 W i 45 T T2 BE YT 1 kAR
P25 5 (5. 0~7. 0 mmol/L) FI4& J5 L4 (5. 0~11. 0 mmol/L)
PR R B

1.3 WEEERR  FEWRITRTAIIAYT G 12 A AL E 5 T 7
SRS RN 75 ¢ M4 HE 2 h )5 SR B2 0 e IR Il A T 2 AR
KT 14847 : (1) 23 18 A% (FPG) 48 J5 2h I 4 (2hPG) 5% FI 4
R AALEGRE A I, 72 b gl A i A W 0 26 B 20 s A i
B WO A s Hb A e SR i R0 AH £ 33 CHPLC) 25 4600, i i 55
BIO-RAD /A & 4 7 f#) Variant I HbAlc 2 #Hi{¢, (2)24 h
B2 HE 2 T B (AUC) 2 ] Matthews J7 ik 3H 5T I 6% 7245 5+
ZH(CV)={[nX 2SG*—(XSG)*]/[nX (n—1)]}, HHh SG
AR 2% Bl 25 M B 4SO A5 A9 MBS 1R . n 2R A RO T A5 2 A B 5 4y
Bl — A1 Bl 2 IR S0 T A ot B E R A B, (3) &S C ik
(FCP) \&J5 2 h C Jik (2hPCP) 2R I v Ak 2 & 6 S 8 sk 4 i L )7
F Roche 2 ARG & . (4)7%8 I 3R & 1B R (PGG) V&S 2 h [
154 W% 28 (2hPGG) 2R Y ik G = ~F- 487 325 460 W o 1o FH b 3t Tl 2 WA it
Y BE A AA R W A7 1Y Glucagon it RIA IKF & . (5)
LI B 8 BT (CAL9-9) SR F Ak 2 & S SOKE .3 43 T (CMIA)

x1 MHEBEELABER(2=16)

a1 5 AR BMI 9 AR =5 IR e g I A JIE e I A v ei]
(n) (., 7+ (kg/m?,x+s) (., 7+ (n) (n) (n) (n) (n)

PHAEHIT 4 34 68.74+5.25 24.55+2.59  14.6747.54 12 37 33 31 19

i A6 1) i £ 31 69.5724.89 23.88%2.38 13.6246.15 15 40 29 27 22

¥/t 0.472 —0.793 1.308 0.733 0.472 0.717 0.791 0. 746 0. 396

P 0. 492 0. 430 0.194 0. 466 0.492 0.397 0.374 0. 388 0.529

%2 MAZRESHABBERILE (n—46)

215 prgiies fild R T 25 7T 2 ] ) G A CCB ACEI ARB

AR 5T 4 5 11 31 12 5 4 3

it A %) i 26 7 8 34 10 3 6 5

¢ 0. 383 0.597 0.472 0.239 0. 137 0. 499 0.137

P 0.536 0. 440 0. 492 0. 625 0.711 0.503 0.711

CCB. 5 Ji 1 FH A 57) s ACEL: il %55 K 3R 5% e i 40 0570 s ARDB i A% SR 5K 3% 11 2 AR B0 )
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x3 MABERTHRIRKERNILE(TEs,n=146)
A PRI WA S
iH
TRl T A IR T P

FPG(mmol/L) 9.85+1.64 6.83+1. 44 10. 720 0. 000 9.79+1.58 6.95+1.47 10. 513 0. 000
2hPG(mmol/ 1) 13.87+£5. 16 9.3143. 422 4,889 0.000 13.4644. 83 11.32-£4. 10 2.335 0.024
HbAlc( %) 8.80+£0. 87 6. 7320 56° 12. 597 0. 000 8.75+0.83 7.11%0. 82 24. 368 0. 000
AUC(mmol/L) 14 429.0044 025.00 11 190.00+3 162.00*  2.032 0.001 14 317.0043 860.00 12 554. 003 725. 00 2.485 0.017
CvV 6. 44+2. 20 4, 3641, 54° 6. 690 0.000 6.39+2.18 5.21+1.65 5.059 0. 000
FCP(;Lg/I) 0.62+£0. 16 0.7940. 15> —3.881 0.000 0.63+£0. 17 0.60=£0. 16 0.231 0.819
ZhPCP(yg/L) 1.4340. 35 2.174+0. 41° —9.493 0. 000 1.4540. 33 1.4240. 39 0.929 0.358
PGG(ng/1) 95. 73426. 88 80. 36424, 722 2.823 0.007 96, 47427.53 94, 74425, 90 0.017 0.987
2hPGG(ng/1) 145. 74439. 81 113. 4625, 78" 4. 752 0. 000 143. 65440. 22 139. 63+27.08 0.312 0.757
TC(mmol/L) 5.73£1.20 5.11+1. 14# 2.595 0.013 5.68+1.17 5.59+1.12 0. 757 0.453
TG(mmol/ L) 2.47+0. 86 2.12+0. 73 2.690 0.012 2.53+0.79 2.45+0.71 0.970 0. 337
SBP(mm Hg) 134.56416. 75 123.20+13. 712 2.436 0.019 132.84417.13 134. 30+15. 65 0.926 0. 360
DBP(mm Hg) 84.3547.61 80. 5249. 072 2.574 0.013 84.94. £7.52 85.36+7.81 0.999 0.323
DID(U/d) 71,5845, 24 53. 6446, 672 14. 222 0. 000 69. 83+4. 75 58.3945. 76 10. 172 0. 000
BMI(kg/m?) 27.3142.57 26. 9442, 392 2.583 0.013 26.86+2. 43 27.1442.52 0.480 0.634
CA19-9(kU/L) 29.84=+12. 36 28.96412. 50 0.658 0.514 31.25414.18 30.10%13. 26 0.202 0.841
BUA(‘umol/L) 420.15464. 73 397. 58460. 35" 0.779 0. 440 416, 72467, 39 361.97+58. 43 4. 590 0. 000
NT-proBNP(ng/1.) 143. 64441. 85 147. 05+37. 29 0. 140 0. 889 142.16+38. 94 325. 8656, 27 18.221 0. 000

4. P<C0.05,". P<C0. 01, 5L 4% 31 i 21 L 45 ; SBP : W 45 [ ; DBP . & 3k JE

PRI 07 FH 55 R BE 2 /AR 7R I R G AR &R 48 Architect K
HEERA & BERC(TO =B Hm (TG) (i R R (BUA) K&
JF 8% A A B S22 1) 7600-210 B4 3 3h 4 4 4 B7 A A
W, (6) 1 i 24 3 AR v B L 44 JR K St (NT-proBNP) jif F % 3
A AR BR AN W) AR T SST-2 B £ 3 Bt 2 AR A K AT A
WA E R . (7MW E & KRR, 7% BMIL: BMI= {& i
/B (kg/m”), (G H S E A& (DID) , iR T 12
JARNZEYIAN RN . 10 38 Y7 3 B A i AR il A A TR AR
IR BT ], A B R B bR GO L R L TE T LR R
FHHE) S B /N T 3.9 mmol /L, BB 5 I i B 5 R 1 22
fife s 5 SC A A LA A

1.4 Giitepab s S SPSS22. 0 48+ 44 4b 31, 31 1 %% ok
B GIESA A A TEs TR Al BCR A « 5. 8 &0
Jo LA HTBC AT ¢ R 365 TH BT R DL E A3 B3R R 4L A R
¥' KB L P<<0.05 NZERA G HE L.

2 4 ®

2.1 GERFEARELE BITRTA B A MG RIS L 2 7
¥ RGE I (P>0.05) ., A7 12 A5, AT 4 B %
) 2hPG,HbAlc,AUC,CV.PGG,2hPGG,TC,TG,SBP.DBP,
DID J% BMI ¥ ik F ult 4% %1 B 2 (¢ = 2. 553, 2. 596, 2. 587,
2.554.2. 535, 2. 208, 2. 037, 2. 198, 2. 492, 2. 615, 2. 614,
2.031,P<C0.05) , VG831 iT 4l & # 1) FCP J 2hPCP ¥y T it
F& BB 41 (r=5. 878.8. 989, P<C0. 01) , PG A& H1| 7T 40 8 3 (1) NT-
proBNP % T ik 4% 51 B 28 (¢ =19. 943, P<C0. 01) ; {H 0. 4% %1 f
1 BUA LT PEA% 97T 24H (¢ =2. 875, P<<0. 01) , Al T A 41
YEIT T (1=4.163,P<C0.01), I, 3 3,

2.2 (RMAEEAERILE  TUARTIT AR A CINHE 4 41 (4/46,

8.70%6) B EY ] 23. 0 min; ML AS ) B 40 & A AR A% 11 43
(11/46,23.91%) , B3tWf ) 59. 0 min. 7G4 %1 7T 41 59 I 1 4%
KRR T LA BB 4 (F = 3. 903, P=0. 045) , B3t i i] 4
T LA 51 B 4

2.3 RRNWE TR TT A S B K B AR 6 4] 4
MK 4 450 5 WS 50 6 26 L 30 Sk o Sk 5 2 9L S0 K 2 461, K
fi 4 M) AR AR 11 6. PRS0 TT 4L R RN R 2R AL F X
MR4L (" =4.079,P=0.043) . PHALEH A B LB
ZXRE R IT G RS AR EE 2 .

3 4 %

T2DM 2 — P 5 2% 1A% 1 0t JR ek 5 L s 58 14 AEE 4, 8
APEE LT P RB S B 2 RS B AT RE =R E
BN R 9 R AT B LA R ARD ) . U T R AR R
W S W A R B A o R B R A s R I Y
e A0 )T A A P9 A A R ST R A — 2 i R A R £ I
IR R, HET, T2DM {7 259 B ARSI E kD
IR At 245 % P R0 ik J B 3R O A R 3K A B 4F T2DM
SRR BT RN A T R M A R G B R 2 A R
W25 AR R 25 W R RSN o 8 R A o AR R 3 )
DO 70 T 28 AV o 5 AL 2 14 o A Rk RAER ol A1) & A %65 A
JUR 255 f 192 S5 2% A0 8 500 A 91 2 255 Ao AR IR AR R L 30 43 s T
e AV AL 1L A, £ D A UK I 1 2 25 0 30 R R R 4 ik IO 28 24
Wy s RIS 300 5 i 2 FF MO 4 ) % i e T o AU L 8 S B PO
S A AR I RE RRAR R BT 4k o (H 22 51k 1 M 3 S 07, L
S FUBR IR b RES s M A0 ) 30 A 40 B K AL A e /N L
I F) VR AT T e IR 5 ALK L O RE R AR PR B ik HA A B I8 %
O W RS R 24 5 3k 0 o R 2 R S T 4R i
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5 2 U Of BRI IR L PR IS S R A AT i B L (H 5 R S
R JBE  ZEAR WA 0 - T IR 2 1 AR IOBE 9 kA R O S U
W R Kb Al e Sy 3 3 R R

AR OISR I TG 4% 50 7T I — by 78 B 25 . Sy DPP-4 41 3l
3 3 10 ) DPP-4 Wl /> R . GLP-1 19 43 fife 2 3% 7 18 Jin 1 5
BEREFEMR-1T(GLP-D W L 1 GLP-1 A 45 I F % A A 38t 1
A R R AR R R RO L R A e E B S B i
2 0 2% 3 WA — i BE TR T 5 3R 0 WA 0 M R R B A A A A R AR
LA B B 2R 2 Ik (GIP) #l GLP-1, M GLP-1 By REHE
VERES ., (DR 5 IR Tt =, GLP-1 1 F B & 4,
i gk 5 32 AR GG A R 0 1 S 2 A S A DA AR i I A
WUl o AR P RS [R] G R 25 24, L PR 10 R 22 4 0 v
A, B U TE MU KT TR i, GLP-1 4 & #E R AR D i
TE MLBE KT TE 5 B AN 25 0 FE i — 2B B AR BOAS &) R A IR o
BN (2)GLP-1 {2 F B 40 M F 2 R s &, 4l 40 i o 1=, 3%
T B AT AR A AR S B AR MR AET 5 (3) 0 T 4T A 34
A B PGG 43 10 T R Tl o 410 i JF HIE 00 4 S 2 020 JHF o 1 B
) 2 5 R 5 (O GLP-1 1R T IE & & 40 M L 42 Bk A K3
R W5 AERIMER T E R 53 MRS 5 H PGG ¥4
W5 (5) GLP-1 i Fr 3 48k £ o 4K A o9 Bk a2t R FH b
ZoA0 T L SE SR T HE S B A A R B A W T I ) L
B YIRS DT A e R AT 5 (60 B2 7 AN R 41 4% i
BRI AR 2 A R AL 4k A OB A £ B BRI T s (T
GLP-1 "] 875 fg 5 8h (3 K g 15 W 8 Ak 3ok R v o 2 g 1 3 R 3%
i AR AR WA . & FERR R AR AT . (H NI GLP-L 2
N 1. 5~2.0 min, 5 52, 20 K o 5 75 A~ &= 2R R
Al Y DPP-4 T 43 fiff 1 2 25 9 L 5 3000 UE T 4 GLP-L R
RELER N B R B0 SR MR BE . I L, 5 fd R OB A EE
T2DM 84 i {2 1 5 2 43 W W1 g ol /000, AR B 7T S — Fh
% DPP-4 34130, AT 3k 2 4 400 4 DPP-4 , )it 2E 4 Py 952 3%
P GLP-1 ZE 1A N 1 305 1 B ] o o 22 7 AR P4 B 2R B0 A 0k 2 L 5
A GLP-1 1 GIP 7K 5 FH 55 , dpe 245 il i B

ARTCEE R B oR IR IT 12 B S A A 9T R Y B AR
FPG.2hPG.HbAlc,AUC,CV . PGG.2hPGG, ¥ M 3 i 15 %
HEHL/E . PG 5T 41 2hPG, HbAle, AUC,CV,PGG,
2hPGG.TC.TG.DID J BMI 541§ F ik 0% 51 f 41 , B 7~ T V6 4%
BT L ik s 51 i B3 B 97 2% 5 4 W] B R IR T PGGL 2hPGG,
TCTG 7K B/ 1 IWE b 2 W B2 0 /b 7 i W 0 & 46 B
TP, (D PERKFITT 4 2hPG F [ S W] 5 0] #8155 2
BN 5 TR T IS R WA T0Y0 A . DA T VR 2 48 i I B
EERSTY L () VGRS BN TT 4L B AR AT K R 3 FR AR 1T g
Sy s QDPP-4 MR GLP-1 47K 7+ . GLP-1 #2135
AN PR EHE 3L D i 2% 4 s @ GLP-1 3 2ok B 9 R AR 1/
BEOEE A JE R OR — AUk A A I B R T AL RE R F NO R
A TR NG 2R HR P B R A AN AR L O P R AR Y i A
G R 2 l NT TR Gp  =E|  FEIA Nae ©)
i 15 2R T S R P B A S R P B B 1SR R N R R K T R
o | A I 75 5 4 B0, TR bR I BRI A I S8 R A B R R G A
T sk 4 R 22 4 W] g O KR B S 2 P AR ST S R
55 3 Ryl o DT U4 M S B TR R AR T WA BT AL R
FR R EIEECR B W RE S GLP-1 M4BT Ak L€ 2 H HE s
SIRERTRARS ZHEBDA K. ) TEHIITT 4R 1
SR AR AR ALE - O P AR 51 TT 2 8 A B IR OB 1
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FIY s @GLP-1 58 1 #0 B R W LY 3 i & 72 . s AL B iy 3%
S P 14 70 75 R U T A SR AL RS R I R R
R HMRWEA S QGCLP-1 WY gAMLY G 4 1 Ik 32 7k 25
B 4 L PN R R R K Y o R T R s A A AT K fie
HER S 2 s @GLP-1 38 o FR g R IR A 5 T 3 e B 40 7Y
e 2 mRNA F 5 4k 130 [ B e 5 2K 00 b L AT s 2D Ak
FBE S % B (4) CAT9-9 Jy JBE 88 1) i 984 47 25 4, T2DM
B CAL9-9 WA BB Th e o B W 2 32 9 15 240 i 4% A S i
A SCH B AL E R IT TG CAL19-9 JC W A% Ak . 15 W 74 4% 47T
AL AS 51 FR 6 ST X CAL9-9 JoW] 2 8 i A S WL 4% — & 1 LW
BABOEAE A . T SITIRYT AT NT-proBNP L] 225 1k,
Ui BTG 5 7T T8 I TG ) 3B AR T T AL A% B B IR T R
NT-proBNP /K836 77 il W12 TH s  HLHI A T - 58 T it A% 571 A
AT RE 2 BB T T T BRI i 9 1) O T . A
B Rt L A% S A5k 5% AR 38 0 A g S IR/ AR AE OV R L
1 Lo ) L3R R R AR A5 ) & IO R B4 2

i b BT L VAR 51 T RE 450 4 T 3 A TR Do 1 B A
HUH o 2 40 5 (R 4 B B 200 M0 20 B« DB A9 I 0 de A b IR AR 25 )
R AR5 B PGG B 2hPG i /b M bk % 30 s JE ok 2 1K 1L o 5+
s D A e 8 3% P L 8 T L R A e e A AR
it L LA TS A B I AR R HOR RSB A
K5 [E A WE S AR — BT AR S S R RS 2R 0T
4 T2DM B3RP H 0 — A E AL FE. PRS2
g 2010 4o [E T2DM B ifi 4 8 P HE7E 89 2259 (B4R
B AR RO A B Tt — P K

&% ik
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