523 % 2 ) ABEHKRE SR Vol. 23, No. 2
168 2017 43 H Journal of Tianjin Medical University Mar. 2017
XEHRS 1006-8147(2017)02-0168-03 . e
T ZH

B [T B 5 R B L PR 2 R OB

FREETE |, T K 2%, XAAE 28, 28
(1 R FREIRZAT TR, KHE 3000525 2. KBRS B BEBE G P 7S, K 30005233 K HETTZ AR
“ERFFERT , KHE 300052)

HE HW: W FARFLITBAARALESL 2 BB RBRALARRE (DR E A, Fik: MALRFEEF 2 BB RmE Lol
Bt B & 300 1), # d TSRAT B B e Ab ) M ko B B AR 2 IR DR 42, R % W& Logistic B 2547, 38 1137
HHAES DR A A0 MkiE, R 5@ ExRAML, BRAEF R KR & BAFH R EGTRMERZENMm(OR:
1.57,95%CI: 1.09~2.25,P<0.001 ) , 4% ff % %4 P, 205 4] %4 &5F DR,95 #] %% K& DR. 5 A& DR ¢ B4 4016, DR %
B AR T T3EAT R G T AR IR B F 3 m (OR: 5.01,95%CI: 2.77~9.05,P<0.001), Z5it: ZHAF b TEHH R LD
DR & & Z 18 B 4e B 5048 XM

KEER b TVERATE 52 ALNE R R 5 MR R AL B T

PESES RS872 MHERFRERD A

Association between helicobacter pylori infection and diabetic retinopathy
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Abstract Objective: To explore the association between helicobacter pylori infection and diabetic retinopathy in elderly patients with
type 2 diabetes mellitus. Methods: A total of 300 elderly patients with type 2 diabetes mellitus and 300 healthy controls were randomly
selected. Helicobacter pylori test and diabetic retinopathy test were conducted. Association between helicobacter pylori infection and
diabetic retinopathy was determined using multifactorial logistic regression analysis. Results: Compared with the healthy controls,
helicobacter pylori infection was related to diabetic retinopathy in elderly patients with type 2 diabetes mellitus  (OR: 1.57,95% CI: 1.09~
2.25, P<0.001. Patients were divided into diabetic retinopathy group (n = 205) and non—diabetic retinopathy group (n = 95). The study
revealed that helicobacter pylori infection was also associated with diabetic retinopathy (OR: 5.01,95% CI: 2.77 ~9.05, P <0.001).
Conclusion: Helicobacter pylori infection might be associated with diabetic retinopathy in elderly patients with type 2 diabetes mellitus.
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Tab 1 Characteristics of case group and control group

TBIL J5 i L4 2425 (P>0.05), {HEEMRFEIE%
(BMI) .UA .HbAlc . TG.TC .LDL-C.Cr FI HP Jg&
BT L, e 1 2H P T R AL (P<0.05), 7E
HDL~C J5 1T, i FR A B 38 3 T 1141 (P<0.05 ) .
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# 205 5] ,NDR 55 95 9. 4N 2 ffi7n , DR 45
NDR ZH 761 5 AR BMI 45 & &7 3K J& \TBIL.,
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B 55T DR 4H(P<0.05).

ZH 5] n PRI (B ) A4 BMI/(kg/m®) Wi/ %/ (mmHg) &7 HE/(mmHg)  UA/(umol/L)  Cr/(umol/L)

RN 300 218/82 70.9+5.7 24.2+1.7 140.3+11.7 80.9+12.0 439.5423.2 73.0+7.2

Xt HRZH 300 204/96 67.0£6.2 23.4+1.6 140.7+11.4 79.5+12.1 424.9+23.1 49.7+5.8
P 0211 0.072 <0.001 0.607 0.181 <0.001 <0.001
2H 5 n HbA1c/%  TG/(mmol/L.)  TC/(mmol/L.)  LDL-C/(mmol/L.) HDL~C/(mmol/L) TBIL/(pmol/L) HP/(FH/BAYE)

I 300 8.6+0.9 1.6+0.3 4703 2.720.3 1.120.3 14.1%4.1 124/176

X HE 2 300 5.320.7 1.4+0.2 4.6+0.4 2.620.2 1.320.3 13.7+3.9 71/229
P <0.001 <0.001 0.003 <0.001 <0.001 0.253 <0.001
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Tab 2 Characteristics of diabetic retinopathy group and non-diabetic retinopathy group

20 5 n PRI ) e T BMI/(kg/m®) Wi/ %/(mmHg) &FiKE/(mmHg)  UA/(umol/L)  Cr/(pumol/L)
DR 41 205 148/57 71.0+5.7 242+1.6 140.1x11.4 80.7+12.3 438.9+23.8 51.65.5
NDR 41 95 70/25 70.6+5.6 242417 140.6+12.2 81.011.5 440.7422.2 48.6+5.6
P 0.788 0.491 0.976 0.717 0.880 0.509 <0.001
2H 5 n HbA1c/%  TG/(mmol/L.)  TC/(mmol/L.)  LDL-C/(mmol/L.) HDL~C/(mmol/L) TBIL/(pmol/L) HP/(FH/BAYE)
DR 4] 205 8.8+0.7 1.6+0.3 4.7+0.4 2.7+0.3 0.9+0.3 13.9+3.9 107/98
NDR 4 95 8.2+1.0 1.5:0.3 4.5+02 2.620.3 1302 132432 17/78
P <0.001 <0.001 <0.001 <0.001 <0.001 0.119 <0.001
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Tab 3 Results of logistic regression analysis

2151 HP fHE/m  HP Bt/ P OR 95% CI
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