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ABSTRACT Objective: To study the relationship between serum Fractalkine (FKN) and Aipalin peptide (Apelin) levels, blood
glucose, blood lipids and the course of disease in patients with diabetic retinopathy (DR). Methods: 160 patients with diabetes in our
hospital from January 2015 to December 2016 were selected as the research object, fundus fluorescein angiography and slit lamp
microscopy were performed, and they were divided into non proliferative group DR (stable group, 43 cases), background group DR
(background group, 62 cases) and proliferative stage DR group (proliferation group, 55 cases) according to the results of the test, in
addition, 40 healthy people in our hospital were selected as healthy control group (healthy group) at the same period. The levels of serum
FKN, Apelin, fasting blood glucose (FPG), 2h postprandial blood glucose (2hPG), glycosylated hemoglobin (HbAlc), high density
lipoprotein cholesterol (HDL-C), low density lipoprotein cholesterol (LDL-C), triglyceride (TG) and total cholesterol (TC) of 4 groups
were measured, correlation between serum FKN and Apelin with FPG, 2hPG, HbAlc, HDL-C, LDL-C, TG, TC and the course of
diabetes was analyzed by Pearson correlation analysis. Results: The levels of serum FKN and Apelin were compared: proliferation
group>background group> stable group>healthy group, the difference between each group was statistically significant (P<0.05). The
levels of serum FPG, 2hPG, HbAlc, LDL-C, TG and TC were compared: proliferation group> background group>stable group>healthy
group, the difference between each group was statistically significant (P<0.05). The levels of serum HDL-C were compared: healthy
group> stable group>background group>proliferation group, the difference between each group was statistically significant (P<0.05).
Pearson correlation analysis showed that the level of serum FKN was positively correlated with level of FPG, 2hPG, HbAlc, LDL-C, TG,
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TC, the course of diabetes (r=0.321, 0.215, 0.645, 0.154, 0.215, 0.325, 0.578, P<0.05), and there was a negative correlation with HDL-C
(r=-0.547, P<0.05). The serum levels of Apelin was positively correlated with FPG, 2hPG, HbAlc, LDL-C, TG, TC, the course of
diabetes (1=0.245, 0.574, 0.951, 0.357, 0.357, 0.159, 0.546, P<0.05), and there was a negative correlation with HDL-C(r=-0.459, p<0.05).
The course of diabetes, HbAlc, LDL-C, HDL-C, FKN and Apelin were related factors influencing the course of DR. Conclusion: The

levels of serum FKN and Apelin are increased gradually with the aggravation of the course of disease in patients with diabetes mellitus

accompanied by DR, and the levels of the two factors are closely related to blood glucose and blood lipid metabolism of patients.
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Table 1 Comparison of serum FKN and Apelin levels between each groups (x:s)

Groups n FKN(ng/mL) Apelin(ng/mL)
Healthy group 40 0.58+ 0.04 3.52¢ 045
Stability group 43 0.67+ 0.06" 425+ 0.65°

Background group 62 0.81+ 0.12* 7.35% 1.57*
Proliferation group 55 0.93% 0.21% 9.45+ 1.05%
F - 12.581 15.263
P - 0.000 0.000

Note: compared with healthy group, “P<0.05; compared with the stable group, "P<0.05; compared with background group, °P<0.05.

* 2 SHEELIERE R LR (v+s)

Table 2 Comparison of biochemical indexes between each groups (xs)

Groups n  FPG(mmol/L) 2hPG(mmol/L) HbAlc(%) LDL-C(mmol/L) HDL-C(mmol/L) TG(mmol/L) TC(mmol/L)
Healthy group 40 4.64+ 0.24 6.39% 0.36 425+ 0.21 2.53+ 0.24 1.71% 0.26 1.64% 0.24 436 0.45
Stability group 43 7.25% 2.25a 10.58%+ 1.56* 6.97+ 0.07* 3.22+ 0.59* 1.64% 0.15* 1.71+ 0.35* 541+ 0.68"

Background group 62 8.67+ 3.47® 11.68+ 3.14®  8.94+ 2.54* 3.68+ 0.68* 1.34+ 0.36* 245+ 0.25*  5.69+ 0.87*
Proliferation group 55 9.58% 4.15% 1541+ 3.46™ 10.59+ 2.41% 4.64% 0.94* 1.21% 0.14* 2,67+ 0.36™  5.94+ 0.94*
F - 12.351 15.025 10.954 10.058 12.145 16.258 10.262
P - 0.020 0.010 0.000 0.000 0.00 0.01 0.00
Note: compared with healthy group, *P<0.05; compared with the stable group, "P<0.05; compared with background group, °P<0.05.
% 3 DRz EEEEIAS
Table 3 Multivariate regression analysis of DR disease course
Variable Wald P OR 95%CI
FKN 6.012 0.024 2.145 1.021-8.214
Apelin 5.168 0.014 1.357 1.231-6.547
HbAlc 4.524 0.012 1.865 1.142-6.524
LDL-C 6.984 0.035 1.259 1.035-5.675
HDL-C 6.241 0.019 0.146 0.125-0.687
Course of diabetes 5.687 0.032 2.173 1.267-6.987
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