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ABSTRACT Objective: To investigate the relationship between cellular immunity and function of islet beta cell in children with
type 1 diabetes Newly Diagnosed. Methods:Lymphocyte subsets (T cells, B cells, NK cells), HbAlc, INS and C-P were detected in
diabete group (23 children) with type 1 diabetes newly diagnosed. Lymphocyte subsets were measured in normal control group (20
children). Results:The CD4 and the CD4/CD8 ratio in diabetes group was higher than that in normal control group (P<0.05).The
percentage of CD8 and CD3 " CD56"decreased compared with that of controls(P<0.05). Both the CD4/CD8 ratio and CD3 —CD56+ were
positively correlated with HbAlc. The CD4/CD8 ratio was negatively correlated with INS or C-P. CD3 "CD56" was positively correlated
with INS, but which was negatively correlated with C-P. Conclusions:The percentage of CD4 and the CD4/CDS ratio in children with
type 1 diabetes Newly Diagnosed incresed significantly, while the percentage of CD8 and CD3 “CD56" decreased significantly, which
suggested that the change of cellular immunity was closely related with functional damages of islet beta cell.
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Table 1 Comparison of lymphocyte subsets between diabete group and control group
Group n CD4(%) CD8(%) CD4/CD8 CD19 CD3 CD56"
diabete group 23 37.51% 6.05* 2491+ 6.14* 1.61+ 0.51* 2231+ 8.86" 8.28+ 5.54*
control group 20 29.21+ 5.80 29.21+ 5.80 1.08+ 0.30 20.37+ 5.80 14.05+ 10.89
Note : compared with control group,*P<0.05,statistically significant difference; AP>0.05,no significant difference.
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