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i E:BH SRENMEFRUESREZEFTELT NS 2 BB RB(T2DM) &6k R R. Hikx #2015 %6
A £ 2016 4 6 AiziRdkig e 130 Bl T2DM &4 L BHMALK F ML S A BHA,H4 656, AMRRNEHMES
RS SF BARXRA IR _FIIN T RN IT+HFRINA R FTE, BHF ARG 24 BEHERBGEE LGS aEFPG) .,
A6 2 h ;432 hPG) \E M C AR (FC-P) . £ /5 2 hC (2 hC-P) . & B M 5 % (Fins) & fn 4 35 47 ) 1] Aok S 43 2 A& 5, R B A8 &S 48
ARk B F ok 35 K (HOMA-R) A& & 458 M B 4645 35 S (HOMA-TR) 340 B 28 I8 2 4% . R A B & 48 25 (GO K- 3F 0 o B2
b, JFab e T BTG P AL Bk 8 g BE & (ADP) (& (Leptin) 9% 3R 8 B F o (TNF-o) B & Mg Wy 82 (FFAY 8 K2, &R 457
J& 41 FPG.2 hPG 4B 1k 2 20 % & (HbAlo) 3 8038 77 7 B % B AR (12>8. 824,39 P<C0. 05) 4234 57 /& % 41 FPG.2 hPG.HbAlc 48
Yo 2 F R4t 3 & L (<20, 894, 3 P>>0.05), #4756 @4 FC-P.2 hC-P,HOMA-3, HOMA-IR 3§ 2 # & & (1=>1. 799, 3 P<<
0.05),42 B 41 FC-P.2 hC-P,.HOMA-8.HOMA-IR & %4 # A ¥ B (:=>3.777,3 P<0.05)., L/ aMmik,6 5% B GC 2%
A& (t=7.373.P<<0.05),A 20 GC L B % £ (1=0.667,P>0.05),% 7 Jj6 B4 GC 2 F /KT A 4(+=5.936,P<0.05), 5%
KRR T E A AR F 33 (BMD , TNF-o £ 2 # %46 (+=0. 264.1. 447,34 P>>0.05),B 241 BMI, TNF-a 2 ¥ L4 (:>
2.334,P<C0.05),#% 55 & ¥4 ADP.Leptin . FFA ¥ 2 % F % (:=>2.478,P<<0.05) .42 B F % & A8 2 (:=7.707,P<0.05),
7 40 o K AR BT R AR ML £ F RS F E L (1=1.367,P>0.05) A ik X A F 2 F H T B4y’ =10.417,P<<0.05), £ip
W Ar 7 3 T 454 T2DM % 3 de 5, 4K HbAle K. 52 MM 5 FRIILE 0 R =BT EHRLEF,
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The study of insulin-enhanced regimen and oral triple regimen on the newly diagnosed type 2 diabetes mellitus
LI Yueheng

(Department of Internal Medicine Ward Il , The Chinese Medicine Hospital of Ya'an .Ya'an ,Sichuan 625000,China)

Abstract; Objective To compare the clinical effects of short-term insulin fortification and oral triple therapy in the treatment of
newly diagnosed type 2 diabetes mellitus. Methods From June 2015 to June 2016 in our hospital 130 patients with newly diagnosed
type 2 diabetes were selected and randomly divided into the A and B groups (65 cases in each group). Group A was treated with
short-term insulin therapy while group B received oral metformin plus saxagliptin plus rosiglitazone triple regimen. Fasting plasma
glucose (FPG) ,fasting blood glucose (2 hPG), fasting plasma C peptide (FC-P), fasting plasma 2 hC-P, fasting blood glucose (2
hC-P) were compared between the two groups before and 24 weeks after treatment. HOMA-B and homeostasis model insulin resist-
ance index (HOMA-IR) were used to evaluate the g-cell function. Glucagon (GC) was used to evaluate the effects of glucocorticoid
on the insulin resistance and insulin resistance. TNF-aand free fatty acid (FFA) levels in the two groups before and after the treat-
ment,and the levels of adiponectin (ADP), leptin, tumor necrosis factor « (TNF-o) and free fatty acid (FFA) were recorded and
compared. Results After treatment, FPG,2 hPG and HbAlc were significantly lower than those before treatment (1==8. 824, all
P<C0. 05),but there were no significant differences in FPG,2 hPG and HbAlc between the two groups after treatment (+<C0. 894,
all P>0.05). The levels of FC-P,2 hC-P, HOMA-3, HOMA-IR and HOMA-IR in the two groups were significantly improved after
treatment (z2=1.799,all P<C0. 05) and the B group improved more significantly (== 3. 777,all P<0. 05). The GC in group B was
significantly lower than before treatment (=7, 373, P<C0. 05) .and there was no significant change in group A (r=0. 667,P>
0. 05) ,which in group B were lower than that in group A (t=5. 936, P<C0. 05). Compared with before treatment, BMI and TNF-«
in group A had no significant change (r=0. 264, 1. 447,all P>>0. 05), which in group B increased significantly (1=2. 334, all
P<C0. 05). After treatment, ADP, Leptin and FFA all decreased significantly (1==2. 478, P<C0. 05) ,but group B decreased more sig-
nificantly (:12==7.707,all P<{0.05) (t+=1.367,P>0.05). The incidence of hypoglycemia in group A was significantly higher than
that in group B (*=10. 417, P<C0. 05). Conclusion Compared with short-term insulin enhancement,oral triple regimen could sig-
nificantly improve 8-cell function,inhibit the level of GC,effectively elevate ADP and decrease the level of leptin, TNF-a, FFA con-
centration, which does not increase body weight, with lower incidence of low blood glucose.
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BB MM BB . RS & B2 T K T2DM B 2 25 4K
IR o B 40 AR T il Bl 3 V8 B B K, B I 5 R W 2 W
T2DM B 19T B F Boke B A 5 204 I K, 7T DAk f O 48
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1 #RE5FE

1.1 — %R SEI 2015 4E 6 A & 2016 4E 6 J A BE A 10
130 f4il %1 i2 Wi i) T2DM 8 3%, i A /B & ¥ A & 2013 h [
T2DM B A H5 512 Wi bn ™) . A0 A bRl 912 7 9 T2DM iR
HEWRORT 18 U kEZ I BRI b a® A
(HbA1) >7% ; It 45 10 3 X A BF 58 389 048, I & 28 A0 ) &
B0 HEBRARAE : A B IR G Stk I AR 5 M IR B B Bk B

PR AT R K FLAE 5 1 BB R B dk R M W O B TR L
JH B T REAS 2238 5 I R0 I8 i R v I R B A S Ak
fe LR 5 A T I s MR R W A A . s L
WEEEHLECF Sy 9 A B 4L, B4 65 B, P — R VR L A
X BTG E L(P>0.05) A M, L3 1,

1.2 5k AW TR RBABIT . 6T ITL4ZR K
5 30 WO IR (PHEZ i FITE AR A8 Rl AR ) SR g B R i 0. 4~
0.5 TU/kg, H 50 %6 Sy 45 i e & 28 4k, 50 Y0 Ay W 48 i fik 1)
Tt AR R KO3 Y I S R & O A AR H
H % 23 i 18 (FPGY 45 7E 4. 5~6. 0 mmol/L, & J5 2 h Ifi.
(2 hPGO 4 5~10 mmol/L,HbA1c<<6.5% ., B4 :45 7T
TR VA ST+ B AR R O L R R R v AR ST
(h2& B st =W 258 IR A Rl A )5 =5 /1 IR/ R, = H
UK Crp 36 136 it 5% 5 1) 24 A B & 46 7 ) 500 2 58 /IR, 2 IR/
K HRMPAHNE R[5 2RE 5w CRED A RA A J4 25/
W 1R/ R MR A 7K P38 2 8 = SON A 4t g K o
A3k 2 000 mg/d, MbE HARE R A 41,

1 MA—RAMLLE (TLs)

W n AR CH) RN/ %0 PRI W45 (mm He) &3k (mm He)  HbAle(%0) ST, IR
(BMD (kg/m?) (mmol/L) (mmol/L)

A4 65 54.8%4.7 35/30 24.6+4.1 125.4+13.5 77.6+5.8 9.6+1.6 1.9+0.5 4.3+1.4

B4l 65 55.14+4.5 37/28 24.8+4.3 126.4+13.2 78.0+5.4 9.5+1.7 2.04+0.6 4.4+1.5

t 0.372 0.125 0.271 0.427 0. 407 0. 345 1.032 0.393

P =>0.05 =>0.05 =>0.05 =>0.05 =>0.05 =>0.05 =>0.05 =>0.05

1.3 MEHEN  (DIRITRIRIAYT 24 AR MR AL R & 5 W
Fk ., >R FH 4 B s A AN FPGL2 hPG, SR I i R A 25
F Ak E HbALe, FIBUH S e k0 25 i C IK(FC-P) (&
J& 2 hC k(2 hC-P) .23 i i &% % (Fins) , 5% FH B ¢ G0 55 W B 9%
(ELISA) I 52 A5 Bk 2 (ADP) | Jif = I Bg & 1k (GO .8 2 (Lep-
tin) | BiRE 3R 28 R CTNF-00 B 35 i 7 iR (FFA) K. (23
R S AR 1 R WA B (HOMA-R) F 25 4 70 5 1) ik 4t
8% (HOMA-IR), H: #f HOMA-B = 20Fins/(FPG—3.5),
HOMA-IR=Fins X FPG/22. 5, (3)1C 3% IfiL ¥ 15 7 I &) 1K 1
W&

1.4 Zeit2eab s SR SPSSIL. 5 it 4 Ab ST kL 3t 1
BERHA T s ROoR L TALE L BCR F RS R HLECR A
K, LA P<<0.05 NZERAHGIT#E X,

2 % S

2.1 WADRITHTG B L8 JRITHIPI4 FPG.2 hPG,
HbAlc t e, 22 5 TG 12 2 X (1<0. 367,35 P>>0.05); 57/
STRTARLL 18 Y7 5 P 4 FPG.2 hPG, HbAlc ¥ i 3 B A% (1=
8.824,¥) P<C0.05) fHIGYTY JE W4l FPG.2 hPG.HbAlc #H It ,
£ F TG L (1<<0. 894, % P>0.05), ILFE 2,

2.2 WAEBEIBITRIE RS QDI REE AL PRALIB YT R
FC-P.2 hC-P, HOMA-3, HOMA-TR, GC i L, 2 5 T 4 i %
B G<1.612,¥ P>0.05), 53Ry i M Lt 3897 J5 4l FC-
P.2 hC-P,HOMA-B, HOMA-TR ¥J i ¥t 3% (:=>1. 799, 3 P<

0.05);{H B 21 FC-P.2 hC-P. HOMA-B. HOMA-IR ¥ 3% %
B S (1223, 777,34 P<<0.05), SBITRTM L. 1697 ) B 41 GC
WAL (1 =17. 373, P<<0.05), A 4] GC I Z4 4k (=
0.667,P>0.05),J447 )5 B4l GC B EKT A 41 (+=5.936,
P<<0.05), L% 3.

%2 WABTAIELEESHLER(TLs)

M EEE n

FPG(mmol/L) 2 hPG(mmol/L) HbAlc(%)

AZ JRYTHI 65 11.744.4 14.044.3 9.641.6
WBIT G 65 5.643.4 8.043.4 5.5+1.5

! 8. 844 8. 824 15.072

P <C0. 05 <C0. 05 <C0. 05

B4l JRYTET 65 11.6+4.7 14.2+4.4 9.7+1.5
WIT G 65 5.943.6 8.243.5 5.741.0

¢ 8.339 8. 604 17. 889

P <0.05 <0.05 <0.05

2.3 WI4LIRYTETG BMI K g i B 7K F Lhd 1R 97 AT P 4L

BMI % ADP.Leptin, TNF-o . FFA /K 5. 2 5 RS H % &
M (r=<1. 448, ¥ P>0.05), HIGIFHIAALIL . IBITSE A 41 BMI,
TNF-o L8, 22 5 LG T % 8 L (1 =0. 264, 1. 447, P>
0.05),B 4] BMI,TNF-q 3% [ F+ (¢=>2. 334, P<C0. 05) ,JAJT
JE W4l ADP. Leptin, FFA ¥ i % R [ (1 ==2. 478, P<C0.05),
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{H BHTREE IR (=7, 707, P<<0.05), L% 4,
2.4 LA RE & A R R I B A BRI LA W A IR A AR

IR AR . 22 R RG24 L (1 =1. 367, P>>0. 05) , A 441k 1L
WRERBERT B4 =10.417,P<0.05), LF% 5,

3 FARERTIERSARIEBERIEE (Txs)

21 51 Fsf [ 5, n FC-P(ng/mL) 2 hC-P(ng/mL) HOMA-8 HOMA-IR GC(pg/mL)
A bEgadil 65 1.47+0.4 2.340.3 2.840.7 1.4+0.6 68.3+12.1
BT R 65 2.440.6 4.040.6 4,0+1.0 0.8+0.5 66.8+13.5
¢ 11. 180 20. 431 7.925 6.193 0. 667
P <0.05 <0.05 <0.05 <0.05 =>0.05
B4 b 65 1.54+0.3 2.340.4 2.8+0.8 1.5+0.7 68.7+11.5
BIT e 65 3.540.5 5.4+0.6 4.9%1.0 0.540.4 53.5+£12.0
¢ 27.653 34. 659 13. 220 10. 000 7.373
P <0.05 <0.05 <0.05 <0.05 <0.05
x4 WEEIT RIS BMI B ADP 7K b8 (z+s)
2851 i [ 5, n BMI(kg/m?) ADP(pg/mL) Leptin(pg/L) TNF-a(ng/L) FFA(pmol/L)
A VBIT T 65 24.6+4.1 44.34+12.0 13.3+1.6 338.5+27.8 763.2432.4
WBIT S 65 24,5443 62.3413.2 10.541.4 345. 6428, 1 611.4433.1
¢ 0.264 2.478 10. 618 1. 447 26.423
=>0.05 <20. 05 <Z0. 05 =>0.05 <Z0. 05
B4 BT 65 24.8+4.3 45.6+11.2 13.5+1.7 340.2+22.3 758.1+35.5
BIT G 65 23.1+4.0 86.0+12.3 8.7+1.5 257.8423.4 575.1432.0
t 2.334 19. 580 17. 069 20. 552 30. 870
P <0.05 <0.05 <0.05 <0.05 <0.05

®5  WHMKMAER 4 R R A% IEFRE E b

4151 n R AE R (%) ] MAEE AR ] (£ s, )
A4 65 16(24. 6) 7.5+1.2

B4 65 3(4.6) 7.84+1.3

/3 10. 417 1. 367

P <20. 05 =>0.05

3 3t it

T2DM & LA & B 40 Afa T R B A5 A0 1 5 R ACPT R a0 o £
B IS o B IhAERTE, BRI GC /W Z RS B 40
iy B B W v, R RE T T M R E RS 5 T2DM &
AT TS e B I ) I I R R A IR 9T 6 W12 BT T2DM R
B R G O B, HL AT AR A IR 1 2R o b 04[] e R A
W35V A O ) W S (R B S AR A o F0B 2 B T RE L PR
FE G R A R A E 2 AR 5T & LA B R A AR b . A
38 A B AR5

FEXF T2DM ByHRf s DeFronzo U2 32 28 9 TZD 2K 2}
Y-+ Z AU+ GLP-1 26l DPP-4 1l 550 19 = HRVR 97 77
ZH I Z BT ST ORUR R 5 350 SR o I i b & A= %
16 BMI A5 4k /0N [ Py b B oA o T2DM i e 25 ™
RS FITT & DPP-4 [ 30 11, Hw] {5 A 250 0 4K 0 M 12 1
4TI AR 1 T B B RE 2 IK-1 CGILP-1) 1 48 4680 A4 ot
A2 5 15 FE RE IR (GIP) & R /K~ 3G m 2~ 3 A%, AN {0 AT B AR e

e LW 22 VR 5 L R TT AT/ B AN B T AR B A0 M R A L B
A B RS 3 A0 AR T AR DA T i B 22 HE R AT A K T
¥EVER Ky TZD 25 2549, b S A0 Y Tl 1A 38 5 30E 2 1k
(PPAR-) Iy i b Mk SR S8 S R0 mI X 5 45 4 4 W A L %
32 R R A 1 K 2 I 0 B DR 1 B S)e AT R L 3 Ao B v M B
P B RR A T A AN b R It W L [ B 3R S 5 88 U R AR
WL 2T & B W o i owE . HL o R R
HbAlc /K, A W58 R H HbAlc /b 1% A 2> 35 % 18 1
o OB 51 4 A Bl ot 4 9 2 & A KU

ARG R A S 000 5 25 Ak 55 R QUK+ b AR ST + 2
¥ 50 = 1 5 IR IT B2 Wi T2DM j %, 45 R BoR . (D
& Y A 4 A AR R R I IR L B 1R HbAlc K. (2)HO-
MA-B #1 C B2 Bz B & B 4H B 43 18 B &% 2K 19 g ), HOMA-
IR J2: /& 07 J 0 BRI A TR AR™ o WF 5T 45 SR S b o e 3 )
2 3 HOMA-B.C Bk Al HOMA-IR 7K -, 138 B ¥ Fl oy 2 1
A TACRE I B A M B B VB A 3R R R B S AR
185 4 3 e 0 R R AL 7 SR AR L o 10 R =T Ty % il 3 50ROl
WL HIFERATRE R TZD 25259 BEAE W I 5 IR L A A B
AR AV . 5 DPP-4 3 i 500 106 ) 3F — 25 3 5R T R R
B BEWBUAE R . GC J&—Ff el 19 A 1 5 o 20 M 3 90 1) B 35
WFFT & B IR = 166 7 58 mJ d 25 R AIK GC oK SF R I AT RE S
DPP-4 30437 7T W) 96 15 o B 40 B 20 Ak, 0 GC B ik, (3
ADP J&—Ff JB 5 25 3 B0 3 0 R 7 P A X i 5 3% Y Ak
MR 40 2 L 42 g M R AT s R R A
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— A K B B s A0 Bt R, LT S A 4R R R B AN AL
W ATP SR K 58 3 55 43 7 Bk 2 4 il 15 & 2 09 500, % 1)
A AT 0 i R IR R R AT s TNF-o $IA & —Fp B
L RlE W) T RE A0 TR T L B AR ML R M I R A g
IO 28 PR SRS AR DY s FFA KE I T & S 80 & R4
BL I KA TR IR T 15 A A — S 0 A T AR G £ T 3
E 408 2 B g B 0500 . AW g kB 10 MR SO O S AE ik
ADP . Leptin, TNF-o .FFA J5 I g1 T 52 W1 B & R 98 461697, 13
WA 1R =196 7 48 AT RE T A5 Bl T 8 A HLAAR 1) 98 A T B 2 1 %
Ji 5 AP KT . (4) [R5 80 100 R = I06 5 48 2 1) BMIT
J7 R TS TR AR IR YT O 2 Fo vl A 5 HOBUIK AR b Ak
WA K. (5) H R =I5 AR A & 2k 2 2T e b
BT TS LIS AT e Sy GLP-1 40 ot 73 76 W 412 1 92 59 2545 0%
398 I 006 24 0B v B GLP-1 £ 3F JB 5 3R 43 0 » 24 I M B IR
B s GLP-1 A5 i 1 5 28 40 » AT 488 2 194 428 1l 1L

ZE LT, R S R Ak S IR = £ AT
T2DM & b, A% HbAle /K, 5 5 1B 5 F R b5,
PR =B 7 28 00 0] 4 35 403% B 4 AR T s . 0 GC K. A 3K
Fh ADP B A% 58 % . TNF-o FFA /K -, B 7S 8 i {4 f &
I 1% 2 A AR
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