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ABSTRACT Objective: To investigate the expression and clinical significance of serum vascular endothelial growth factor (VEGF),
monocyte chemoattractant protein-1 (MCP-1) and homocysteine (Hcy) in patients with diabetic macular edema (DME). Methods: 115
DME patients who were treated in our hospital from March 2020 to March 2022 were selected as DME group, and 80 patients with type
2 diabetes mellitus (T2DM) without DME who were treated in our hospital during the same period were collected as control group .The
levels of serum Hcy, VEGF and MCP-1 in control group and DME group were compared. Clinical data from both groups were collected,
and univariate and multivariate Logistic regression was used to analyze the factors affecting the onset of DME. Results: The levels of
serum Hey, VEGF and MCP-1 in DME group were higher than those in control group (P<0.05). The incidence of DME was not related to
high density lipoprotein (HDL-C), gender, triglyceride (TG), low density lipoprotein (LDL-C), fasting blood glucose, body mass index
(BMI), urea nitrogen, age and creatinine (P>0.05), but was related to the course of diabetes mellitus, glycosylated hemoglobin and total
cholesterol (TC) (P<0.05). Multivariate Logistic regression analysis showed that, longer duration of diabetes mellitus, higher TC, higher
serum Hcy, higher VEGF and higher MCP-1 were risk factors for DME (P<0.05). Conclusion: The levels of serum Hcy, VEGF and
MCP-1 in DME patients are increase, and serum Hcy, VEGF and MCP-1 are the influencing factors of DME.
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Table 1 Serum VEGF, MCP-1 and Hcy levels

Groups Hey(pmol/L) VEGF(pg/mL) MCP-1(pg/mL)
Control group(n=80) 21.68% 3.63 127.53+ 23.80 281.42+ 26.33
DME group(n=115) 35.36% 4.49 179.35+ 24.96 376.39+ 30.27

t -22.590 -14.553 -22.711
P 0.000 0.000 0.000

2.2 DME &ZRH B EE DT
DME %% 515 4F# . BMI, TG . HDL-C ,.LDL-C 23 i IfiL.

B IR A JILEFICE(P>0.05) ; 1M 505 IR AR e T2 Ak 121 7&
H.TC A (P<0.05), L3 2,

% 2 DME ZfRH B2 ERESHvx 5,0(%)]
Table 2 Univariate analysis of DME incidence [x* s, n(%)]

Indexes Control group(n=280) DME group(n=115) t/a? P
Gender (male/female) 44(55.00)/36(45.00) 68(59.13)/47(40.87) 0.329 0.755
Age (years old) 52.19+ 7.24 52.35¢ 6.86 -0.157 0.876
Duration of diabetes mellitus (years) 6.27+ 1.26 10.54+ 2.31 -15.042 0.000
BMI(kg/m?) 23.98+ 1.25 24.11% 1.36 -0.678 0.498
TC(mmol/L) 5.97+ 0.68 6.83+ 0.79 -7.908 0.000
TG(mmol/L) 2.26% 0.31 2.32+ 0.28 -1.048 0.161
HDL-C(mmol/L) 1.37+ 0.26 1.31+ 0.23 1.698 0.091
LDL-C(mmol/L) 3.54+ 041 3.63+ 0.57 -1.211 0.274
Glycosylated hemoglobin( %) 10.39+ 1.52 11.78+ 1.29 -5.667 0.000
Fasting blood glucose(mmol/L) 7.72% 0.51 7.84% 0.43 -1.775 0.078
Urea nitrogen(mmol/L) 4.52+ 0.79 4.63+ 0.87 -0.901 0.368
Creatinine(pmol/L) 81.02+ 6.37 81.85+ 5.57 -0.968 0.835
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