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[ABSTRACT] Aim To study the influence of probucol on the blood sugar uncontrolled type 2 diabetic mellitus pa—
tients with non-proliferative diabetic non-proliferative diabetic retinopathy (NPDR) about blood lipids, oxidative stress indi—
cators, visual function and retinal morphology, so as to search treatment method for these patients. Methods 47 type
2 diabetes patients with 91 NPDR eyes and poor glycemic control at early stage were included.  Patients were randomly di-
vided into control and treatment groups: the control group treated by intensive therapy of blood glucose and blood pressure
control, the treatment group were treated with the intensive therapy and probucol 0. 375 g, 2 times a day for 12 months.
Before and after treatment, both groups of the patients had their blood lipids, serum level of the total antioxidant capacity
(TAOC) , superoxide dismutase (SOD) , malondialdehyde (MDA) , visual acuity, fundus, and fundus fluorescein angiog—
raphy been checked. Results  All 47 cases;91 eyes completed the study.  Probucol obviously decreased levels of to—

tal cholesterol (TC) , triglyceride (TG) and low density lipoprotein cholesterol (LDLC) in plasma of the patien—
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ts.  Levels of TAOC and SOD were improved significantly in the probucol group, while MDA decreased and the visual acu—

ity improved significantly (P <0.01) .

dema were decreased significantly in patients of the probucol group (P <0.05) .

capillary non—perfusion areas in the diabetic retina.

poor glycemic controlled patients, but also has the action of improving antioxidant capacity.

function, ameliorate retinal’ s microangiopathy, and decrease the incidence of macular edema.

The retinal capillary hemangioma, fundus bleeding and exudation, and macular e—

Probucol also has a role in reduction of

Conclusions  Probucol can not only regulate serum lipids of the

It can improve the visual

It means that probucol has

a therapeutic effect in blood sugar uncontrolled NDPR patients.
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Table 1. Blood lipids change of the two groups

g A TC TG LDLC HDLC

X BRAL (n =23)

YR IT R 5.21+£0.93 1.73£0.62 3.12+0.75 1.29 +0. 38
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Table 3. Changes of the retinal conditions of the two groups
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Figure 1. Fundus’ exudative and hemorrhage of diabetic retinopathy
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Figure 2. Macular edema of diabetic retinopathy
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Table 4. Indexes of oxidative stress of the two groups

5 A MDA (umol/L)  SOD(ku/L)  TAOC (ku/L)
SRR (n =23)

YRIT AT 16.68 +2.47  66.27 £10.48  14.66 +3.53
WITIE 15.13 £2.62  75.65. £10.76 15.25 +3.25
VRITH (n=24)

YAIT R 16.75+2.27  68.41 £10.16  14.72 +3.34
WBITE 11.29 +3.03°  89.75 +10.53° 18.64 +3.97°

a N P <0.01, 5ARM G AT Bo IR H .
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