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Study on effects of vitamin D supplementation on insulin resistance in patients with type 2 diabetes mellitus”
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[ Abstract |

type 2 diabetes mellitus(T2DM). Methods

Objective To explore the effects of oral vitamin D supplementation on insulin resistance(IR) in the patients with
A total of 16 elderly patients with T2DM in our hospital were included as the research
subjects and divided into the observation and control groups according to the random number method. The two groups received the
conventional hypoglycemic therapy. The observation group was simultaneously added with calcitriol (0. 50 pg/d for 12 weeks). The
blood sugar related indicators and serum 25-COH)D3 level were detected by collecting fasting venous blood before and after treat-
ment measured. Results BMI, FBG, HbAlc, Fins,25-COH) D3 and IRI after treatment in the two groups were improved signifi-
cantly with statistically significant difference (P<C0. 05) ,moreover BMI, FBG, HbAlc, Fins,25-COH)D3 and IRI after treatment in
the observation group were improved more significantly compared with the control group,and the differences were statistically sig-
nificant (P<C0. 05). The patients with 25-C(OH)D3 level <C 25 nmol/L had significant improvement in BMI,FBG, HbAlc,Fins and
25-C(OH) D3 level, the differences were statistically significant (P<C0. 05). There was positive correlation between 25-(OH)D3 with
BMI,FBG,HbAlc,Fins and IRI (P<C0. 05). Conclusion

basis of conventional hypoglycemic therapy and promotes the blood glucose stability in the elderly patients with T2DM.

The vitamin D supplementation can better improve the IR status on the
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BMI(kg/m?) 25.5341.53 23.5641.24 3.432 0.002 25.6442.21 24.4441.32 5.143  0.000 4.494  0.000
FBG(mmol/L) 7.9840.68 6.04+6.33 4.201 0. 000 8.0641.22 7.0745.33  0.665 0. 344 3.133 0.005
HbAlce( %) 7.64+2. 24 6.06+1.24 3.504 0.001 7.72+46.65 6.44+1.32 1.742 0.154 5.494 0. 000
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