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Analysis of the Correlation between Methylglyoxal and Diabetic Retinopathy
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Abstract: Objective: To investigate the diagnostic value of methylglyoxal (MG) in diabetic retinopathy (DR). Methods: A total of
66 T2DM patients hospitalized in the Endocrinology Department of Cangzhou People’s Hospital from December 2018 to December
2019 were selected, and 26 normal people in the health examination center during the same period. They were divided into normal
control group (NC, n = 26), T2DM group (DM, n = 43) and combined DR Group (DN, n = 23). The general data and biochemical
parameters of the three groups were compared. Results: The serum MG level in NC group, DM group and DR Group was gradually
increased (P < 0.05). Pearson correlation analysis showed that diabetic retinopathy was positively correlated with serum MG levels (P
< 0.05). Binary Logistic regression analysis showed that MG level was a risk factor for DR. Conclusion: Serum MG level is related

to the severity of DR and is an independent factor affecting the occurrence of DR.
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ZH35) B n Fy (%) R (%) BMI (kg/m’) HbAlc (%) TC (mmol/L )
NC 21 26 5227+10.75 53.8 2474 +3.05 5414035 4.45+0.43
DM 4 43 51.67+9.96 512 2634 £3.30 8.81+0.18° 5.28+0.65"
DR 41 23 5530+ 10.79 478 2572+3.77 9.51+0.15 4.75+091°
ZHR] B n TG ( mmol/L ) LDL-C ( mmol/L) HDL-C ( mmol/L) ALT (U/L) Cr ( wmol/L)
NC 21 26 1.41+0.20 2.00+0.37 1.20+0.23 21.58+7.33 66.73+5.79
DM 41 43 2.17+0.58 2.49+0.77° 1.28+0.30 2272+7.14 68.12+6.35
DR 41 23 2.22+0.66 2.22+0.66 1.18+0.24 24.87 +5.83 83.26+17.68"

. NC4H vsDM 4, “P < 0.05; DM 41 vs DR 41, °P < 0.05,

%2 MiE MG KEFEALLER F3IMG KESIGKREMLIEIRHXR
ZHR) bl MG (x+s pngL) FEbr r{E PiE
NC 2H 26 65.92+19.85 HbAlc 0.620 <0.05
DM 2H 43 91.23+9.71* TG 0.298 <0.05
DR 2H 23 121.31+13.04° Cr 0.497 <0.05
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3 4 DR 1A% Logistic [E)3 947

e b SE OR 4 95%CI P{E
MG 0.384 0.142 1.468 1.111-1.938  0.007
HbAlc  0.619 0.612 1857  0.559-6.166  0.312

TG 0.253 1.265 1288  0.108-15.355  0.841

Cr 0.077 0.093 1.080  0.900-1295  0.410
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