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Changes and significance of CD4 " CD25 Foxp3  Treg cells, VCAM-1
and ICAM-1 in patients with diabetic retinopathy"
SUN Na',HE Minghai' ;YANG Wenzxiang' , LI Xuelu*®
(1. Department of Endocrinology s Nanchong Central Hospital s Nanchong ,Sichuan
637000,China ;2. Department of Microbiology and Immunology » North Sichuan
Medical College ,Nanchong ,Sichuan 637000,China)

[Abstract] Objective To observe the changes of CD4 " CD25" Foxp3 " Treg cells, vascular cell adhesion
molecule-1 (VCAM-1) and intercellular adhesion molecule-1 (ICAM-1) in patients with diabetic retinopathy
and to explore its clinical significance. Methods A total of 112 cases of diabetic retinopathy admitted to this
hospital from October 2017 to May 2019 were retrospectively collected and analyzed as the observation group.
And a total of 112 patients with diabetes without retinopathy at the same time were selected as the control
group,and 112 healthy volunteers from out-patient clinic were selected as the blank control group. 5 mL of
fasting venous blood was drawn from the three groups. The proportion of CD4" CD25" Foxp3 ™ Treg cells was
detected by flow cytometry, and the expression levels of serum VCAM-1 and ICAM-1 were detected by
ELISA. The expression levels of CD4" CD25" Foxp3' Treg cellss VCAM-1 and ICAM-1 in the three groups

were compared. Results There were no significant difference in age and WHR among the three groups (P>
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0.05). The BMI,FPG and HbAlc levels in the observation group and the control group were significantly dif-
ferent from those in the blank group (P <C0. 05). There was no significant difference in BMI,FPG and HbAlc
between the observation group and the control group (P >>0.05). The positive rate of CD4" CD25" Foxp3™"
Treg cells in the observation group and the control group was lower than that in the blank control group.and
C-reaction protein (CRP) was higher than that in the blank control group,and the positive rate of CD4"
CD25" Foxp3 ' Treg cells in the observation group was lower than that in the control group, the differences
were statistically significant (P <C0. 05). The expression levels of VCAM-1 and ICAM-1 in the observation
group and the control group were higher than those in blank control group,and the expression levels of
VCAM-1 and ICAM-1 in the observation group were higher than those in the control group.,the differences
were statistically significant (P<C0. 05). Conclusion The occurrence of diabetic retinopathy is closely related
to the expression of CD4" CD25" Foxp3 ™ Treg cells and VCAM-1 and ICAM-1. Clinicians can give targeted

treatment to diabetic patients according to these indicators.
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