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Application of vitamin D and MBCI in evaluating B-cell function in patients with type 2 diabetes
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Abstract:Objective To study the possibility of the modified B-cell function index (MBCI) and vitamin D
jointly evaluating B-cell function in patients with type 2 diabetes. Methods The oral glucose tolerance test
(OGTT) ,insulin,vitamin D, and glycated hemoglobin were retrospectively analyzed in 22 patients with nor-
mal glucose tolerance and 31 patients with type 2 diabetes, Homa-§8 insulin secretion index (HBCD , MBCI,
Al / AGg » Homa-insulin resistance index (Homa-IR) were calculated. Parametric tests and linear regression
were used to analyze the correlation between vitamin D and different -cell function index combinations with
changes in blood glucose levels. Results Vitamin D was not correlated with glycated hemoglobin (r=
—0.349,P>>0. 05), and it was significantly correlated with OGTT test 60 min blood glucose (PGy,) and
PGy, (r=—0.373,—0.408,both P<C0. 05). Linear regression analysis was performed using PG,,, as the de-
pendent variable,and vitamin D+ HBCI, vitamin D+ MBCI, and vitamin D+ Aly,/ AGy, as independent varia-
bles,the model correlation index R* were 0. 290,0. 174,0. 293, respectively;linear regression analysis was per-
formed using Homa-IR + HBCI, Homa-IR + MBCI, Homa-IR + Al;, /AGs, as independent variables, and the
correlation index R of the model were 0. 576,0. 789,0. 493, respectively; linear regression analysis was per-
formed using Homa-IR+ HBCI+ vitamin D, Homa-IR+ MBCI+ vitamin D, Homa-IR+ Al /AGg, + vitamin D
as independent variables,and the correlation index R* of the model were 0. 607,0. 783,0. 569. Conclusion  Vi-
tamin D is significantly related to PGy, and PGy, , but the combination with MBCI can only explain a small
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part of the changes in blood glucose levels. In assessing $-cell function in patients with type 2 diabetes, MBCI

is more reliable than other B-cell function indexes and can explain more blood glucose changes.
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