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Treatment regimen selection for newly diagnosed type 2 diabetes after short-term intensive insulin therapy with insulin pump”
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Abstract: Objective  To investigate the effects of short-term continuous subcutaneous insulin infusion(CSID) in newly diag-
nosed type 2 diabetes mellitus(T2DM) and to evaluate the treatment regimen conversion after CSII therapy. Methods 72 patients
with newly diagnosed T2DM were treated with CSII for 2 weeks. Then they were randomly divided into two groups:the basal insu-
lin group(glargine) and the oral anti-diabetic drug(OAD) group. Both groups were followed up for 2 years. Blood glucose, insulin
and HbAlc were measured before and after CSII and during the 2-year follow-up. Results CSII significantly controlled the glucose
levels,reduced the TG, TC,LDL levels and the homeostasis model assessment of insulin resistance( HOMA-IR) and increased the
homeostasis model assessment of insulin secretion (HOMA-IS) (all P<C0. 05). During 1-year follow-up, HbAlc in the glargine
group and the OAD group was (6. 1340. 47) % and(6.21£0. 38) % respectively. During 2-year follow-up,the HbAlc values in the
two groups were (6.91+0.57) % and(6. 43+0. 62) % respectively. T HOMA-IR and HOAM-IS obtained the long tern improve-
ment without significant body weight increase. Conclusion Short-term intensive insulin therapy can effectively control the blood
glucose,improve the sensitivity of insulin and the g-cell function;after CSII,adopting basic insulin and oral antidiabetic drugs can a-

chieve the ideal glycemic control.
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2.2.1 BSEFBITESHABELER B ERBMBT
B2 E S WAL, o G AL 22 6. 2 14 6], T B4R iR
(51.0748.38)% , % BMI(24. 86+ 3. 15) kg/m’ ; OAD 41 5
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x1 BRERBERBLBTH. BEKRELERIEE (TLS)

WiH RITHT BIT A
BMI(kg/m?) 25.45+3.12 25,0143, 46
WHR 0. 9470, 04 0. 9240. 05
Body fat(%) 26.5342.78 26. 41742, 94
TG(mmol/ L) 2.73+1.35 1.6241.07*
TC(mmol/L) 5.5041. 32 4,0841.92*
HDL(mmol/L) 1.25+0. 21 1.2740.25
LDL(mmol/L) 3.21+1.24 2.4941,18*
HbAle(%) 10. 88+2. 16 9.92+1.75
FBG(mmol/ L) 13.19+2. 61 5.6241.27%
2 h PBG(mmol/L) 22.80743.79 8.6443.04%

FINS(mU/L) 5. 58(2.59~10. 27) 8.39(4. 20~24.07) *

PINS(mU/L) 16. 06(4. 39~41. 16) 40. 72(11. 13~121. 70) *

HOMA-IR 3.57(1.90~7.42) 2.07€0. 94~4.61) *

HOMA-IS 17.10(3. 99~38. 85) 58. 49(24. 61~139. 10) *

*P<<0. 05, 5IBITF AT LK .
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HbAlc( %) 9.85+2.52 9.98+2.41 9.92+1.75
FBG(mmol/L) 5.534+1.70 5.7241.59 5.6241. 27

2 h PBG(mmol/L) 8.82%1.99 8.45%1.87 8.6413.04
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