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[Abstract] Objective To analyze the relationship between serum zinc-alpha 2-glycoprotein (ZAG), early
growth response gene—1 (Egr—1), chemokine receptor-like 1 (CMKLR1) levels and glucose and lipid metabolism and in-
sulin resistance (IR) in patients with type 2 diabetic retinopathy (DR) and their influencing factors. Methods A total of
227 patients of type 2 diabetes mellitus, who admitted to Department of Ophthalmology, Hanzhong People's Hospital
from June 2017 to March 2020, were selected as the research objects, including 93 DR patients (DR group), and 134
non-DR patients (n-DR group). Another 70 healthy volunteers who received physical examination in Hanzhong People's
Hospital during the same period were selected as the control group. The baseline database and serological indicators of
the three groups of subjects were compared, and Pearson correlation analysis was used to analyze the relationship be-
tween serum ZAG, Egr-1, CMKLRI1 levels and glucose and lipid metabolism and IR, and the influencing factors of DR
were analyzed by multivariate logistic regression analysis. Results There were significant differences in systolic blood
pressure (SBP), fasting blood glucose (FBG), hemoglobin Alc (HbAlc), insulin resistance index (HOMA-IR), serum
ZAG, Egr-1 and CMKLRI1 levels among three groups of subjects (all P<0.05). The SBP, FBG, HbAlc, HOMA-IR, se-
rum Egr-1, and CMKLRI1 levels of patients in n-DR group and DR group were significantly higher than those of pa-
tients in the control group; the SBP of patients in the DR group was significantly higher than that of patients in the n-DR
group, the serum ZAG level of patients in the n-DR group and DR group was significantly lower than that of patients in
the control group; the serum ZAG level of patients in the DR group was significantly lower than that of patients in the
n-DR group; the differences were statistically significant (all P<0.05). The disease course in the DR group was (7.85+
1.97) years, which was significantly longer (3.12+0.86) years in the n-DR group, and the difference was statistically sig-
nificant (P<0.05). Pearson correlation analysis showed that serum ZAG was negatively correlated with FBG, HbAlc and
HOMA-IR (all P<0.05). Serum Egr-1 was positively correlated with FBG, HbAlc, HOMA-IR (all P<0.05), and serum
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CMKLRI1 was positively correlated with FBG, HbAlc, HOMA-IR and FINS (all P<0.05). Multivariate logistic regres-
sion analysis results showed that the disease course, HbAlc, ZAG, Egr-1 CMKLR1 were independent influencing fac-

tors of DR (all P<0.05). Conclusion

The serum Egr-1 and CMKLRI levels in patients with type 2 diabetes mellitus

DR are increased, the serum ZAG level is decreased, which are significantly correlated with glucose and lipid metabo-

lism disorder and IR, and they are independent influencing factors for the occurrence and development of DR.
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