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Retrospective analysis of heterogeneity between type 2 diabetic

nephropathy and diabetic retinopathy
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[ Abstract] Objective To study the heterogeneity between diabetic nephropathy (DN) and diabetic reti-
nopathy (DR) by retrospectively analysis. Methods A retrospective analysis was made of 429 patients with
type 2 diabetes who were hospitalized for the first time in the department of nephrology and endocrinology, the
Second Affiliated Hospital of Army Medical University from November 2011 to March 2018.including 120 pa-
tients in the DN+ DR group,96 patients in the DN group,54 patients in the DR group,and 159 patients in the
DM group. The general data and laboratory indexes of each group were observed,and the influencing factors
for DN and DR were analyzed. Results Compared with the DN and DR group,the DN-+DR group had higher
prevalence of systolic blood pressure (SBP),diastolic blood pressure (DBP),blood uric acid(UA) , Cystatin-C
(Cys-¢) ,24 h urinary protein, total cholesterol (TC) ,low-density lipoprotein cholesterol (LDL-C) and diabetic
peripheral neuropathy (DPN) and lower glomerular filtration rate (eGFR) ,and the difference was statistically
significant (P<C0. 05). Compared with the DR group,the DN group had higher DBP,UA,Cys-c,24 h urinary
protein, TC,LDL-C and lower eGFR, and the difference was statistically significant (P <C0. 05). Compared
with the DN group and the DN-+DR group,the latter group was more serious in spheric sclerosis ratio, tubule
damage,renal interstitial damage, capillary lumen K-W nodules and interstitial vascular lesions (P <C0. 05).
Risk factors for DN were correlated with gender,age,DR stage,eGFR,TC and triglyceride (TG) (P <<0. 05).
The risk factors for DR were correlated with the course of disease,DN grading, DPN,DBP,eGFR (P <C0. 05).
Conclusion There was heterogeneity between DN and DR, but DR could not predict the occurrence of DN.
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