BERERKZFR 2013 £5 38 55 9 #5 ( Journal of Chongging Medical University 2013.Vol.38 No.9 ) — 1101 —

I R 58

DOI:10.11699/cyxh20130932

HORT I &5 260 B s ) 2 5 0 50 48 iRYY
X 2 RUBE IR IR 7 R L

F o A RAERR
(1. FPME R R AF BB R, FER 40006552, TPCHTAE— ARER 212 ICU, HE  400022)

[ Z]BE RIS RIS Ttk 5143 518 R AT T 012 2 BRI B T3, Jok b8 60 w112 2 RUBE AR , BEL
I3 AR AR I HORS 9 5 2R 2R 2 AL AR UK P IR T 2 5 SR I ZELIAY T TS 25 I I (fasting blood glucose,
FBG) 4&J5 2 h Iil#%(2-hour postprandial plama glucose,2 h PG) ##{LIMZLH 1 Alc(glycosylated hemoglobin Alc,HbAlc) FlIfiL
AEATDL, BER IAYTIS A LRI B LR FBG.2 h PG HbAle ¥HIARYTHTWI L T FE(P{H A 2053515 0.000 3.0.000 1 F10.000 2,
B 4H°50.000 4.0.000 2 F1 0.000 2, P<0.05) ;34775 A 215 B 208 H Il =15 (total triglycerides, TG) 7K F-BH TFEAK , S BB (total
cholesterol , TC) FIMIK % & Jig 25 1 —H & 5 (low density lipoprotein—cholesterol , LDL-C) WERE T &, B E NS -0 P (high
density lipoprotein—cholesterol, LDL-C)#2 & F+5 , 41 [A]FBG .2 h PG HbAlc TC. TG HDL-C fl LDL-C Wi TG 225 (PH
I3 0.42.,0.24,0.35.,0.48 ,0.17,0.54 1 0.54,P>0.05) , Z518 : HHSIE S RIK B Ttk 5 4520 7012 2 BUBE B (84 A AR 5
5, SR RS N TR T RO Y

(SRR ]2 AUBEDRM ; HORS DR S 38 s s 91 2% s IR 3R
[(FEEBSEEFES]RS87.1

[ ZEkFRAERD B [YeFm HHA ]2013-03-10

Comparison on therapeutic effects of repaglinide with insulin glargine and

insulin pump on type 2 diabetes mellitus
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[ Abstract]Objective : To investigate therapeutic effects of repaglinide with insulin glargine and insulin pump in the treatment of type 2
diabetes mellitus. Methods :Totally 60 patients preliminary diagnosed as type 2 diabetes were randomly divided into two groups. Pa—
tients in the two groups respectively accepted repaglinide with insulin glargine therapy and insulin pump therapy. The dosage was ad-
justed on the basis of blood glucose level. Changes in fasting blood glucose (FBG),2—hour postprandial plama glucose(2 h PG),rate
of glycosylated hemoglobin Alc(HbAlc) and blood lipid of two groups before and after therapy were observed and compared. Results .

Levels of FBG,2 h PG and rate of HbAlc were significantly degraded after the therapy(P=0.000 3,0.000 1,0.000 2;P=0.000 4,0.000 2,

0.000 2;P<0.05). Levels of total triglyceride (TG) ,total cholesterol (TC) and low density lipoprotein—cholesterol (LDL-C) were de
creased and levels of high density lipoprotein—cholesterol(HDL~-C) were increased. There was no statistical difference in FBG,2 h PG,

HbAlc,TC,TG,HDL-C and LDL-C between both groups(P=0.42,0.24,0.35,0.48,0.17,0.54,0.54,P>0.05). Conclusions : Repaglin—

ide with insulin glargine schedule is an ideally therapy for type 2 diabetes and its curative effect is equivalence to insulin pump.
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F1 2 A—HHEMER(xs)
Tab.1 Comparison of general information between two groups (x s )
2H 5 % (J3c) AR (%) BMI ( kg/m*) FBG(mmol/L.)  2h PG(mmol/L) HbAlc(%)
AZH 30(12/18) 59.2 £2.00 26.5 £2.20 12.25 £5.10 174 £5.31 10.77 £ 2.40
Bz 30(14/16) 58.3+£3.10 25.2 £2.00 13.11 £4.82 18.1 £5.58 11.08 +£2.55
t{l 1.72 0.86 1.05 1.19 1.24
PiH 0.086 0.124 0.105 0.098 0.092
1 ]Er;ﬁfﬁﬂ PR A5 E‘Z’ﬁ(body mass index,BMI) FBG .2 h PG FllHbAlc
2R IGERE X (P>0.05) , BA T HAME(E 1),
11— 22 2 EBFEITE G R R UL AR

2010 4F 6 12012 4F 6 HAEFABHERBL K 9112 2 BB IR
R 60 ], ATERE S WG 1999 4R 5 TLAE 4140
BEPRIRIS WA HbA T = 9%, HEBRBRE . SR04 RO 5 7™
F il RS ARAE s B RIS R AR A AR DR ;
3B D REZETL , e T BE R ) UM 4 25 ) OB e i
2 AR RE: p-Ae i 2 BRI FRUIE 2555 ) .
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J7 o A QDR 2200 FEAH RSP R (B AE- LT R A A A
79)0.2 U/(kg-d) , Bk 5145 1 mg R Ga70 4 0 ol , 45 H
3 W B AR A AN BB ZR AR5 OB &
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fi (low density lipoprotein—cholesterol, LDL-C) , JG¥7 12 J&J5
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2 2B FBG F1 2 h PG ¥IHAYT AT B BT (P<0.05) , A 21
B ¥ FBG HIBYFATAT(12.25 £5.10) mmol/L. FFEZ (5.86 +
1.12) mmol/L,,2 h PG F1iAY7HT (17.44 = 5.31) mmol/L FFEZE
(7.53 £1.36) mmol/L, B 41 FBG HiAYTATIA (13.11 =
4.82) mmol/L. F[%Z (5.94 +1.31) mmol/L,2 h PG HI&JTHI
(18.10 = 5.58) mmol/L T2 (7.28 + 1.23) mmol/L, 2 4 H#
HbA le ¥ESAITRTIA R T (P<0.05) (% 2),
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Tab.2 Comparison on level of blood glucose before and after

treatment between two groups (x +s )

451 FBG (mmol/L.)  2hPG(mmol/.)  HbAle(%)
Al RITHT 1225510 17.44 £531 10.77 +2.40
BIT R 586+ 1.12* 7.53 + 1.36" 6.11 +1.25°
{8 6.71 10.26 9.41
P 0.000 0.000 0.000
- BITHT 13.11+4.82 18.10 £5.58 11.08 +2.55
BITIE 594+ 131 7.28 +1.23 6.28 +1.21°
i 7.84 9.93 9.23
P 0.000 0.000 0.000

e ra, HARMIGITRTELEL, P < 0.05
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JRITHT A 415 B 4419 TC (mmol/L) TG (mmol/L) HDL-
C(mmol/L) Il LDL~C (mmol/L) 4 FLFI TCH #2257 (¢ {65
W 0.51.1.891.80 H1 1.95, P {E 43 %y 0.48.0.09,0.08 FI
0.10), VW7 A 415 B 44AY TC(mmol/L) [ TG(mmol/L) HDL-
C(mmol/L) Al LDL~C (mmol/L) i LAY JCGe 27 25 5 (¢ {H4Y
54 0.68.1.17.0.50 F1 0.50, P {H 43 %]/ 0.46.0.23.0.51 FlI
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HDL-C } LDL-C 345367 BT 2l (P<0.05) (3% 3) .
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R3 2HEBERTAIRENIERIER (x2s)
Tab.3 Comparison on level of biochemical indicator before and after treatment between two groups ( x s )

205 TC ( mmol/L ) TG ( mmol/L ) HDL-C ( mmol/L ) LDL-C ( mmol/L,)
A IRYTHI 6.25+2.10 275+ 0.42 1.12+£0.24 3.89£1.12
BITE 4.86+1.12° 1.82 +0.53 1.36 +0.27* 2.56 +1.33"
{4 3.26 3.64 4.16
P 0.003 0.003 0.002
B 4l YR HI 6.44+ 198 258 +0.47 1.07£0.25 412+ 124
BT 4.65 + 1.25° 1.68 +0.39° 1.39 +0.22¢ 2.38 + 1.46"
L {H 4.16 5.25 3.86
P1H 0.002 0.002 0.003

W ra, SAMIRITATHLES, P<0.05
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