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[Abstract] With the continuous expansion of the group of children with type 1 diabetes,the total num-
ber of the patients with complicating low bone mass or osteoporosis is increasing, which brings some financial
burden to the society and the family of the patients. The pathogenesis of the disease is complex and there are
no obvious symptoms in the early stage,and there are some limitations in the current follow-up program for
type 1 diabetes in China,all these factors can lead to low awareness of patients and further development of the
disease,resulting in serious consequences such as osteoporosis and even fractures. The children patients with
type 1 diabetes suffer from bone mass decrease due to absolute insulin deficiency, hyperglycemia, advanced
glycation end products (AGEs) accumulation and insulin growth factor (IGF) decrease,even osteoporosis can
even occur. At present,the treatment of children with type 1 diabetes mellitus low bone mass and osteoporosis
is mainly supplemented with vitamin D and calcium, and controlling blood glucose level and strengthening
physical exercise also have a certain effect.
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