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[Abstract] Objective To explore the effects of glargine combined metformin and repaglinide combined metformin treatment
on metabolism of free radicals in elderly patients with type 2 diabetes(T2DM). Methods Selected 90 cases of elderly T2DM pa-
tients were divided into 2 groups:group A (glargine combined metformin treatment group) , group B (repaglinide combined met-
formin treatment group). Each group had 45 patients,they were all treated for four weeks in antidiabetic therapy,select 40 healthy
people in physical examination center of hospital as controls. They were measured in patients with fasting plasma glucose (FPG) ,2h
postprandial blood glucose (2hPG) , malondialdehyde ( MDA), glutathione peroxidase (GSH-PX), 8-iso-prostane (8-iso-PGF2a),
Hcy and so on, before and after treatment. Results (1) Before treatment, the FPG,2hPG, HbAlc, MDA, 8-iso-PGF2a, Hcy of group
A and B were higher than the control group, while the level of GSH-PX was lower than the control group, the difference was statis-
tically significant(P<C0. 05) ; (2) After treatment ,the levels of FPG,2hPG, MDA, 8-iso-PGF2a, Hcy were significantly reduced and
the levels of GSH-PX was significantly elevated in group A.the differences were statistically significant (P<Z0. 05) ; (3) There were
no obvious difference in reduce the levels of FPG,2hPG and HbAlc between group A than group B(P>>0. 05) , While 8-iso-PGF2a,
MDA ., Hcy of group A had a bigger decline rate than group B.the GSH-PX in group A increased more compared with group B.the
difference was statistically significant (P<C0. 05). Conclusion (1) There is a high oxidative stress state in elderly patients with
T2DM; (2)Both treatments could improve diabetics oxidative stress levels, but glarginecombined metformin to reduce diabetics oxi-
dative stress is superior to repaglinide combined metformin.
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1.2 Jrvk B ARG Y B 80K B R 28 b A B S
Bt g EAT A YT . W UM B (R . IE KK 24
A AR E AR 0.5 g/ AR B4 1 A H RS R Ck
I bR B AR R 25 FR/A R 300 U/ AR 0.2 U/kg, 41
IR E S 10 UL BEFTE T IS 1 UG E k) 2% GE R P22 9
MIETEA W 0.5 mg/ RO E R 1~2 mg/d,3 K/d. & Hi 15 min
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FPG.2hPG i F i [ 2 1K 51 8 B i B 40 52 , HbAlc f# 3%
FUZHT AR . (3) F AN T8 b - 15 = 25 T8 R 1L 5 B RD
BB AR B L . GSH-PX, MDA, [fil i 8-iso-PGF2a
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2.1 BRI 3 AR ORI E . B T A
BMI, [fil £ 54645 22 F L4 i 2 & L (F=0. 272~3. 545, P>
0.05),
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W2 B 2 R kAR AR A% 35 18 s AL B W ALTR T AT AR E 1 I T
MDA 8-iso-PGF2a, Hey /K15 T % 4, 1 M F GSH-PX A%
TR . 225 BA S5 L (P<<0.05) ;A B B4l FPG,
2hPG J%¢ HbAlc 35 & F X R 4l, 22 57 A 4 it % & L (P<
0.05),lL#E 1,
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- . SisoPGF2a MDA GSH-PX Hey FPG 2hPG HbAlc

(ng/mL) (mmol/L) (pg/mL) (pmol/L) (mmol/L) (mmol/L) (%)
A 45 18.5+1.9 5.40.6 67.8+3.1 10.4+0.5 7.6-0.9 1414617 7.3840.36
B4 45 18.5+0.6 5.14+0.5 67.6+£3.6 10.54+0.4 7.5£0.7 14.44+1.6 7.514+0.54
X B2 40 11.71+2.1 4.040.4 159.4+12.2 7.940.9 5.14+0.5 7.240.4 5.58+0. 46
F 244.923 78. 345 2 200. 214 286.893 186. 187 406. 731 90. 691
P 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000

*x2 ABRITEIE SN B R MAEEFRI LR (T£5)

8-iso-PGF2a MDA GSH-PX Hcey FPG 2hPG

I (8]
(ng/mL) (mmol/L) (pg/mL) (pmol/L) (mmol/L) (mmol/L)
VBIT R 18.5+1.9 5.440.6 67.8+3.1 10.44+0.5 7.6£0.9 14.14+1.7
NEEIg e 13.1+1.5 3.940.6 148.0+9. 3 8.1+0.8 5.24+0.4 7.1+0.5
t 10. 741 15.970 —38.718 24. 640 18. 007 26.039
P 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000
x3 BABTAESLEHE NEREFERHILER (T1s)

8-iso-PGF2a MDA GSH-PX Hey FPG 2hPG

P} ]
(ng/mL) (mmol/L) (pg/mL) (pmol/1) (mmol/L) (mmol/L)

VB IT T 18.54+ 0.6 5.1£0.5 67.6+3.6 10.5+0. 4 10.5+0.7 16.44+1.6
RIT)E 15.240.4 4.0+0.2 105.745.5 8.8+1.3 5.340.3 7.340.6
t 31.488 11. 948 —41. 233 8. 240 18. 060 24.414
P 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000
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x4 ABPAAESHKNEE NEERETIIEEENLILER (TL5)
13 8-iso-PGF2a MDA GSH-PX Hey FPG 2hPG HbAlc
(ng/mL) (mmol/L) (pg/mL) (pmol/L) (mmol/L) (mmol/L) %

A4l 45 5.4+2.1 1.640.5 54.249.4 2.4+0.5 5.4+0.9 9.0+1.8 1.93+0.16
B4 45 3.3+0.7 1.0+0.6 38.1+6.2 1.7+0.8 5.2+0.8 8.8+1.9 1.8540. 31

t 4.375 2.645 9.632 5.125 0.999 0.519 0.863

P 0. 000 0.016 0. 000 0. 000 0. 320 0. 605 0.361
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