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Abstract

¢ AIM: To investigate the expression and mechanism of
high mobility group box protein-1 (HMGB1) in the retina
of diabetic rats.

e METHODS . Sixty SD rats were randomly divided into
diabetic group and control group. Diabetic rat model was
produced by intraperitioneal injection of 1% STZ with
60mg/Kg weight. The rats in control group received
intraperitioneal injection of normal saline with same
dosage. After injection, the rats were sacrificed and
eyeballs were enucleated for HE staining, the retina
fluorescence angiography, TUNEL and Western Blot
detection at 1, 2 and 4mo for the expressions of HMGB1
and NF-«B.

¢ RESULTS :Compared with the control group, the retinal
cells disorder, cell densities decreases, microvasculars
occlusion were founded with inner and outer nuclear layer
thinning and ganglion cell apoptosis. The fluorescence
angiography showed that peripheral capillaries became
circuitous and vascular occlusion and non-perfusion area
could be seen. The expressions of HMGB1 and NF-«B
were higher than those of control with time dependence
and they had significant positive correlations( P<0.05).

e CONCLUSION: The expression of HMIGB1 increases in
diabetic rat retina, which may involve in the occurrence of
diabetic retinopathy through the NF- B pathway.
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