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Analysis of the Prevalence of Diabetic Retinopathy and Related Factors in Outpatients with Diabetes Mellitus

CHENG Chunxia, LIU Jun, GU Xuejiao
(Luohe Central Hospital, Henan Luohe 462000)

[Abstract] Objective To analyze the prevalence of diabetic retinopathy (DR) and related risk factors in hospitalized patients with
diabetes mellitus (DM). Methods A total of 122 DM patients who were treated at Luohe Central Hospital from January 2021 to
August 2023 were selected. According to fundus symptoms, the patients were divided into the non-DR group (56 cases) and the DR
group (66 cases). The DR group was further divided into the non-proliferative diabetic retinopathy (NPDR) group (41 cases) and
the proliferative diabetic retinopathy (PDR) group (25 cases). The relevant clinical data of 122 patients were collected, and logistic
regression analysis was used to analyze the factors influencing the occurrence of DR and PDR. Results (1) Compared with the
non-DR group, patients in the DR group were generally older, had a longer course of disease, higher glycosylated hemoglobin (HbA1c)
levels, and a higher proportion of patients with hypertension and hyperlipidemia, with statistically significant differences (P < 0.05);
(2) Patients in the PDR group generally had a longer course of disease and higher body mass index (BMI) levels than patients in the
NPDR group, and a higher proportion of patients with hyperlipidemia, with statistically significant differences (P < 0.05). (3) The
results of multivariate logistic regression analysis showed that a longer course of disease and higher HbAlc levels were risk factors
for the occurrence of DR in DM patients (P < 0.05); A longer course of disease and comorbid hyperlipidemia were risk factors for the
occurrence of PDR in DR patients (P < 0.05).
risk factors for the occurrence of DR in DM patients. For patients who have already developed DR, a longer course of disease and

Conclusion A longer course of disease and higher HbAlc levels are independent

comorbid hyperlipidemia are independent risk factors for the progression to PDR.

[Keywords] Diabetic retinopathy; Proliferative diabetic retinopathy; Analysis of influencing factors

NIRE: (D) TR N2 A DM;  (2) 4E#R 18 ~80 %
(3 FtE R EAT . HEBRbrdE: (1) 44K DM;
(20 AFAE HAth ] 3 BO0 W9 5 A (1 IR SR s (3D ™
HIFE D REA BRI (4 IEEIT KFARBAAE
FEELER G AHE TT ORI T G PR B R AR B s
AL, b gm S . 20200816,

FE R (diabetes mellitus, DM) 2 —Fp 8k 14147
PEERS, RAE I LB 1 U R R S I RRE. B
%2015 4, RE DM E#H AEUEF 1.114. T DM &
BAFAEMBEAC T BERS,  KBF B] (1) vay IR 20 355 £ A I8 R 3
I, T B IR L 7 AR AL . HIR S I A o AR
WHIAEIRATY / RS R A IR b, B AR
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Hr 3B DR KA (1 fa 6 B 3G B T B i T F0URT Py 28 5
DR e AN EREAT T 208, LAA IR R S e 42
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1 ERS5HE
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L 2021 4F 1 A % 2023 4 8 H NGB 17 A0 B2 Bt
BT 122 4] DM &, g, Bk 70 B, ik 52 s
File 23 ~77 %, FEFER (513 +£114) ¥; DM ifs
(9.6 £4.1) F; HIKF =4 (body mass index, BMI)
(23.7+3.4) kg » m”, HRAGHREAEIRE 4 5> Al DR 41
(56 7)) , DR 41 (66 ) , [A I ¥ DR 4 73 4y 4F
WG A 399 BE PR 9 AL OB 5 AZ - (non—proliferative diabetic
retinopathy, NPDR) ZH (41 1) Fl134 A= Bk FR 75 00 o g
JiZAE (proliferative diabetic retinopathy, PDR) ZH (25 ff]) .

DM 2WibritE (S 2019 4 ([EREEZHERIBPIRE
HFMY D o BEFLE KL= 111 mmol - L7, 5%
Bk MU = 7.0 mmol « L™, 3R 11 AR 47 B 53256 Coral
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B2 K 25 K B logistic [FIH 70 #1; P < 0.05 AZERHEA  febrtiE, ZRW Lg% E X (P> 0.05) . fldEDR

GuitE e HEE R, DR ABFHFFREEE R, FRHEEREK,
HbA e KPR s, B i K v i g i A8 L,

2 82 R ZR BRI EE N (P<0.05) ; (2) PDR ##EH
21 DM &#% A DR. DR &A% 4 PDR &L F [y 1 i lb NPDR A B % K, HBMIKTEE, [
AHT ] A = AR AN He s, ZERWAF G EE X

(1) DR ZHF04F DR 20 i . UA FIIARIX =T (P < 0.05) ; W& 1.

%1 DM %% DR, DR & K4 PDR [{ K &=
WA JEDR 4 (n=56) DRA (n=66) ;' P NPDR % (n=41) PDR % (n=25) ;i P

PR /n (%) 0.238  0.625 0922  0.337

5 30(53.60) 40(60.61) 23(56.10) 14(56.0)

% 26(46.40) 26(39.39) 18(43.90) 11(44.0)
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X5 % WA BT T 45 5307 . NPDR 4141 PDR 414
Et, PDR A& B i 4,  H & I m i fe i
Lol s, ZRBEFESRIFE L (P <0.05) . HbAlc
ST BT 2 ~ 3N H BP R K F i pE e s
LR RN I 3R 05, BT S8 DR &k T
JRERW R (1) 8RB & R T SO AL LR R
(advanced glycation end—products, AGEs) , AGEs A] 5
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