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Effects of Oral Medications and Insulin on Disease Progress of Different
Clinical Stages of Diabetic Retinopathy*
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ABSTRACT Objective: To investigate the influences of hypoglycemic drugs and insulin to keep blood sugar under control on the
procession of diabetic retinopathy in different clinical stages. Methods: From January 2014 to February 2015, 78 cases of diabetes
associated with retinopathy patients were collected. By random table method, the patients with diabetic retinopathy were divided into
drug group (38 cases) and insulin group (40 cases), to control their blood sugar levels to standards. Evaluate the levels of serum C
peptide, glycosylated hemoglobin, insulin resistance index, and diabetic retinopathy grades of patients before and after the intervention.
Results: There were no statistically significant differences in CP and glycosylated hemoglobin levels in the drug group at 2 h before and
after treatment (p > 0.05). In Insulin group, there was statistically significant difference in fasting serum c-peptide and 2h CP before and
after treatment (p < 0.05), while the glycosylated hemoglobin and insulin resistance index had no statistical difference (p > 0.05). In drug
group, the numbers of cases in stage 1, II, III, IV, V or VI before treatment were statistically different from those after treatment (p <
0.05), and retinopathy grade increased significantly. In insulin group, the numbers of cases in stage [, I, IIl, IV, V or VI before
treatment were also statistically different from those after treatment (p < 0.05). Before treatment, the retinopathy grade differences
between drug group and insulin group had no statistical significance (p > 0.05), but thedifference was statistically significant after
treatment (p < 0.05). Conclusion: Insulin can improve the serum C peptide and reduce the insulin resistance of diabetic retinopathy
patients. Compared with medications to control blood sugar, insulin can delay the progress of diabetic retinopathy.
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Table 1 Comparison of serum C peptide, glycosylated hemoglobin, insulin resistance index between drug group and insulin group before and after

intervention
FCP(ng/mL) 2h CP(ng/mL) Glycated hemoglobin(%) Insulin resistance index

Drug group Before treatment 1.21+ 0.34 243+ 047 8.34+ 1.47 2.66+ 1.41
After treatment 1.37+ 0.42 2.58+ 0.45 8.27+ 1.24 2.15+ 1.23

t 2.23 0.94 1.23 2.03

p 0.01 0.28 0.14 0.00
Insulin group Before the treatment 1.26% 0.38 2.38+ 0.55 8.42+ 1.52 2.62+ 1.50
After treatment 1.42+ 0.43 2.92+ 0.534 8.36% 1.46 1.97+ 1.324

t 2.09 2.48 1.23 1.03

p 0.02 0.00 0.18 0.21

Note: A compared with the drug group, p<0.05.
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Table 2 Comparison of the retinopathy progression before and after intervention in drug group and insulin group

Case number I II il v \4 VI x? P
Before Drug group 9 7 7 6 7 2 2.09 0.34
treatment  Insulin group 11 6 9 5 6 3
After Drug group 8 7 5 8 9 3 535 0.02
treatment  Insulin group 10 6 9 7 6 2
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