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Abstract

e AIM: To investigate the effect of growth hormone
releasing peptide (ghrelin) on diabetic retinopathy in rats
and study its protective effect.

e METHODS . Eighteen male SD rats were divided into
control group, model group and ghrelin group. HE
staining was used to observe the morphology of retina,
TUNEL staining was used to observe apoptosis,
transmission electron microscope was used to observe the
ultrastructure of retinal pigment epithelium,
immunohistochemistry was used to detect oxidative stress
index, and ELISA was used to detect the content of
inflammatory factors.

e RESULTS:. Morphological observation showed that
ghrelin could reduce the degree of retinal tissue damage
and the apoptosis of retinal tissue in diabetic rats. The
results of immunohistochemistry showed that the
activities of SOD (superoxide dismutase) and glutathione
peroxidase ( GSH-Px) in retina tissue of ghrelin group
were increased, and the content of malondialdehyde
(MDA) was decreased, compared with model group ( P<
0.05). ELISA results showed that intercellular cell
adhesion molecule-1 (ICAM-1), tumor necrosis factor-
a, (TNF-a) and interleukin-1f (IL-1B) in model group
were significantly higher than those in control group ( P<
0.05). After ghrelin intervention, the expression of
inflammatory factors decreased, compared with model
group (P<0.05).

e CONCLUSION: Ghrelin could effectively retard the
progression of diabetic retinopathy in diabetic rats, and
its mechanism was related to lowering the level of
oxidative stress and inhibiting inflammation.
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Fe AR ] LSD—1 ¥, P<0.05 W& S BA G114 X,
2R
21 SD R MEALARIERET  XF IR LA W 5 20 21 5¢
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8.696, ] P<0.05) ; 5% BALH LA, ghrelin £H K SR 9 i 40
41 SOD \GSH-PX i PEFAIK , MDA & &8 THE (1= 15.410,
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MRS (X%$,U/mg)
21 531 n SOD GSH-PX MDA
of A 6  95.77+6.26 106.06+7.44  44.76+3.97
HERIZH 6  35.86+3.64" 57.20£5.16" 80.31x4.46"
ghrelin 2] 6 64.70+£5.05"° 74.70+7.38"° 64.76+5.37"¢
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P <0.05 <0.05 <0.05
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1 DR A9 EU A A5 405 A 9 1 O 23R YT DR I EE
BEFBr 2z —  HUARA I (= bR 2850 A0 D) R 4 o Ak 4 Ak i
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