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Correlation between vitamin D3 level and islet cell autoantibodies
and inflammatory indicators in patients with latent autoimmune diabetes
LI Deqin,ZHANG Rui ,GENG Liping
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Hospital - Xining .Qinghai 810003 ,China

Abstract; Objective To study the relationship between different levels of vitamin D3 [25(OH)D3] with
islet cell autoantibodies and inflammation indicators in adult patients with latent autoimmune diabetes (LA-
DA). Methods Sixty-seven patients with LADA clinically diagnosed in this hospital from August 2016 to De-
cember 2019 were selected and divided into the sufficient group,insufficient group and lack group according to
the 25(OH) D3 level. The general data were collected in each group. The islet autoantibodies, blood routine,
CRP and SAA levels were detected. Results The neutrophil count and CRP level in the lack group were high-
er than those in the sufficient group.and the neutrophil count in the insufficient group was higher than that in
the sufficient group,and the differences were statistically significant (P <Z0. 05). The 25(OH) D3 level had
significantly negative correlation with WBC count,neutrophil count and CRP level (P <C0. 05). In the compari-
son among 5 kinds of islet cell autoantibodies positive rates, GADA>7ZnT-8A>1A-2A>TAA>1CA. There
was no statistically significant difference in the islet cell autoantibodies positive rates among the three groups
(P>0.05). The positive ratio of 1 type of islet cell autoantibody in the sufficient group was higher than that
in the lack group, the positive ratio of =2 types of islet cell autoantibody was lower than that in the lack
group,and the differences were statistically significant (P <C0. 05). Conclusion The lower the 25(OH)D3 lev-
el in the patients with LADA,the higher the neutrophil count and CRP level,and the more complex the islet
autoantibodies types.
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