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Effect of dapagliflozin combined with intensive insulin

therapy on refractory type 2 diabetes mellitus
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Abstract: Objective To investigate the clinical effect of dapagliflozin combined with intensive insulin therapy on
refractory type 2 diabetes mellitus (T2DM ). Methods A total of 90 patients with refractory T2DM who received treatment
from July 2017 to July 2019 were selected and divided into control group ( intensive insulin therapy) and experimental
group (dapagliflozin + intensive insulin therapy) randomly (n =45, each). All the patients were treated for 12 weeks.
Insulin dosage,blood glucose level,, C-peptide level, HOMA-IR, BMI, blood lipid, blood pressure, serum uric acid ( SUA)
level and adverse reactions were compared between the two groups before and after treatment. Results ~ There was no
significant difference in baseline indexes between the two groups before treatment (P >0.05). After treatment, insulin
dosage , fasting blood glucose (FPG) ,2-hour postprandial blood glucose (2hPBG) , glycosylated hemoglobin ( HbAlce) , C-
peptide, HOMA-IR , BMI,, triglyceride (TG ) ,serum total cholesterol ( TC) ,low-density lipoprotein cholesterol ( LDL-C)
SUA levels in the experimental group were lower than those in the control group (P <0.05) ,and high-density lipoprotein
cholesterol (HDL-C) was higher than that in control group (P <0.05). There was no significant difference in adverse
reactions between the two groups (P > 0. 05). Conclusion Dapagliflozin combined with intensive insulin therapy of
refractory T2DM can reduce blood glucose, blood uric acid levels and insulin resistance significantly, and it can regulate
blood lipids.
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Fx1 WABTEIEMYE HbAle C i EBEHE HOMA-IR EbE  (n=45,x£s)

5 I 4H Xif BEAH
I N e N N e N

VAT R RITIE VRIT R RITIE
FPG ( mmol/L) 11.18 £2.58 6.85 +0.24% 10.29 +2.76 7.78 £0.09*
2hPBG ( mmol/L) 16.54 £3.93 8.81 £0.19* 16.83 +2.32 10.42 £0.32°
HbAlc( %) 9.56 +1.28 6.83 +0.32% 9.44 £1.09 7.58 +0.31%
C Jtk(ng/ml) 3.43 +2.23 2.60 +0.10% 3.23+1.44 3.01 £0.12
1 Z ) (wd) 56.29 +8.16 37.25 £0.50% 56.38 +7.06 55.87 £4.30
HOMA-IR 7.39 £0.48 4.02 £0.31% 7.47 £0.51 5.37 +0.39*
T AR AP RT LS, P <0. 055 557 AL 1A ," P <0.05

*F2 WAMBBERIEE (n=45,mmol/L,x+s)
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JRIT R w7 IR JRIT R RITIE
TG 2.78 +1.65 1.64 £0.08 2.27 +1.04 2.16 +0.08
TC 4.58 +0.92 3.74 £0.13* 4.49 +0.61 4.48 +0.11
LDL-C 2.99 +0.71 1.56 +0.32% 2.89 +£0.69 2.58 +0.11
HDL-C 0.85 +0.03 1.46 +0.09% 0.87 +0.02 1.08 +0.77
T ARG RGBS, P <0.05; 5 R4 Hede,"P <0. 05,
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SUA(umol/L) 366.69 +99.45 278.05 £40. 17 353.76 £80.15 338.09 +41.12
SBP(mm Hg) 137.91 +£19.90 132.64 +12.36 135.78 £19.12 135.47 £11.18
DBP(mm Hg) 84.40 £11.47 81.51+ 4.16 83.29 + 6.87 83.33+ 4.74
BMI(kg/m?) 27.40 + 3.69 23.56 £ 3.44% 26.24 + 2.63 25.72+ 2.13
T SAULIGI T AR, P <0.05 ; 53 HEAL S, P <0.05,
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