20ME7H ENE FE7H www. 1JO. cn
EB3=78.1J0. 2000@163. com

EFRIRRIRE
FB1E:029-82245172 83085628

- IEPRBFSE -

HERFEA NIRRT EERORBENES IR

F @ RS, R

YEFZ BT (110001 ) L T4 L BT, b [ EERL R 2 i IE % T
P RO E P IR

YEZ R e, Bl T rh B R R i, VR BRI, 758 U7
fﬁJ :‘DEEEIO

WIHAEE . xinyu_sy@ 126. com

Wk B #A.2011-04-02 &[0 H#1.2011-05-17

Electrocardiogram changes in diabetic
retinopathy patients and its clinical analysis

Yu Xin', Hong-Wei Yang®, Xiao-Long Chen’

"ECG Room;”Department of Ophthalmology, Shengjing Hospital of
China Medical University ,Shenyang 110001, Liaoning Province,China
Correspondence to: Yu Xin. ECG Room, Shengjing Hospital of
China Medical University, Shenyang 110001, Liaoning Province,
China. xinyu_sy@ 126. com

Received: 2011-04-02 Accepted: 2011-05-17

Abstract

e AIM. To investigate the clinical value and law of
electrocardiogram ( ECG) changes in type 2 diabetes
mellitus patients with diabetic retinopathy(DR).

¢ METHODS: The study was based on 113 patients with
type 2 diabetes mellitus in the ophthalmology department
of our hospital between June 2009 and March 2011, who
were diagnosed with DR. A retrospective analysis were
made on the clinical data of ECG, triglyceride, cholesterol
and glycosylated hemoglobin.

e RESULTS: ST segment and T-wave abnormalities in
ECGs were the major abnormalities. 25 cases (61.0%) in
non-proliferative DR and 59 cases (81.9% ) in proliferative
DR had ECG abnormality. The difference was significant.
Cases percentage in proliferation stage of DR patients with
abnormal ECG was significantly higher than those of
normal ECG group. Compared with normal ECG group,
abnormal ECG group is also associated with higher
average glycosylated hemoglobin. The difference was
statistically significant ( P < 0. 01). The difference of
triglyceride and cholesterol levels between abnormal and
normal ECG groups was not significant.

¢ CONCLUSION: As a severe complication in eyes, DR is
associated with cardiovascular system diseases and the
poor glycemia control.
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