e 956 - E Rt E #2074 2015 4 4 A% 36 %% 73 Int ] Lab Med, April 2015, Vol. 36,No. 7

B iR B RGO RMETEZIE T 2 BUHE KR Y In R 77 200 22

RAAR & &' AT KL
(LEZARTEHNREARER A28, TR &N 40840052, mARE F IR . @) s AR 610500)

W OE.BH FEAAMEEBRASORESES(OADs) B Tia 7 AFURM B L34 R RIS OADs b 548 7 K6 3%
B RAEG 2 BAE RSB (T2DM) & H e AW R G4t , FiE 32 BT B T4 R RIS OADs & 57 35 4] X 42 49 T2DM
BE S EASE A GTURM S £ AR S KA OADs 3655 16 B R 2 X BB F e HEL ki kg (HbAl) . T
# (FBG) £ 6 245 (PBG) AR T3 BMD A B £/ T, L Z M aEFH L AR, B 22HABZZHZRAR. 20
Mk &6 s7 16 AU . %X 4% HbAlc,FBG.BMI &7 il AR FH(P<<0.01), MR B EERAAN THEANATTRMK S £/
BEBRY(P<0.0D), BHHAH 26(6.27) ZRRF X AMBAEFH 2K, 9 h—fEK e, it 0 1k Emmb ik
H R ETFURM B R R A OADs 3 97 % Mg T2DM & % 64 4 K38, F LR ¥ m iR 5.

KER:FARREEL;, AambE;, SHMEE; 2E2BAR

DOI;10. 3969/j. issn. 1673-4130. 2015. 07. 040 X EkFRIRAD : A X EHS:1673-4130(2015)07-0956-03

Effect observation of basal insulin combined with oral antidiabetic drugs in treating type 2 diabetes mellitus
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Abstract : Objective To observe the effectiveness and safety of basal insulin plus oral antidiabetic drugs (OADs) in treating the
patients with type 2 diabetic mellitus (T2DM) . who were poor blood sugar control by premixed insulin with or without OADs.
Methods 32 cases of T2DM and poor blood sugar control by premixed insulin combinated with or without OADs stopped the
premixed insulin therapy and changed to insulin glargine plus OADs for 16 weeks. Glycosylated haemoglobin (HbAlc) , fasting
blood glucose(FBG) , postprandial blood glucose(PBG) ,body mass index (BMI) and mean daily insulin dose were compared among
patients. And the episodes of hypoglycemia events were recorded. Results After 16-week treatment, HbAlc, FBG, PBG and BMI
were all significantly decreased comapared with before treatment(P<C0. 01). The mean insulin glargine daily dose was significantly
decreased compared with the premixed insulin dose at admission. 2 cases (6%) appeared twice hypoglycemia episodes during the
treatment period,all were general hypoglycemia. Conclusion Basal insulin once daily can effectively improve the sugar metabolism
in T2DM patients failed by premixed insulin with or without OADs, moreover the body mass is not increased.
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