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Effects of Erigeron Breviscapus on Retinal Blood Flow Changes
in Diabetic Rats
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Abstract: Objective To investigate the changes of the retinal blood flow in the diabetic rats by
measuring the central retinal artery (CRA) and protective effects of erigeron breviscapus (EB) .
Methods After the rats were induced diabetes with stroptozotocin, the circulatory parameters of the
central retinal artery (CRA) were measured using color Doppler imaging, including peak systolic
velocity (PSV), end diastolic velocity (EDV), mean velocity (MV), resistive index (RI), and
pulsitive index (PI). Results The blood velocity in CRA of the diabetic rats was significantly lower
than that of control (P <0.01). However, RI and PI in the diabetic rats were significantly higher
(P <0.05). The circulatory parameters in EB-treated diabetic rats were improved significantly.
Compared with those in the diabetic rats, the blood velocity in CRA being significantly higher ( P <
0.01) and RI and PI being significantly lower ( P < 0.05). Conclusion The decreased blood flow
and perfusion of the retina was existed in the 12th week diabetic rat, but erigeron breviscapus can

improve the retina hemodynamics and increase the retina blood flow and perfusion.
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Table 1 Body mass, blood glucose, urine volume, and the index of kidney

Group Body mass(g) Blood glucose (mmol /L) Urine volume (mL) Index of kidney
Control 325 + 41 5.11 £ 0.35 7 +3 0.30+ 0.02
Diabetic 216 + 39 24.54 + 4.46 49 + 21V 0.48+ 0.05 "
BE-treated diabetic 242 + 37 20.47 = 5.72 17 + 112 0.35+ 0.037%

1) P < 0.01, compared with control group; 2) P < 0.01, compared with diabetic group
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Table 2 Index of the retina hemodynamics
Group n PI RI EDV mm- s°' PSV mm- s' MV mm: s°!
Control 10 0.61 £0.09 0.38 £0.03 13.2+4.2 25.1+£5.5 19.8 +4.7
Diabetic rats 7 0.91+0.26"  0.51+0.13" 5.4+2.37% 13.5+5.27% 8.8+3.47
EB-treated diabetic rats 6 0.65+0.11%  0.40+0.08 ? 10.1£2.29 20.5+4.0Y 15.8+3.2%

PI: pulsitive index; RI: resistive index; EDV: end diastolic velocity; PSV: peak systolic velocity; MV: mean velocity. Compared with control

group, 1) P < 0.05 2) P < 0.01; compared with diabetic group, 3) P < 0.05, 4) P < 0.01

1 12
Fig.1  The circulatory parameters of CRA in the 12" week rats assessed by color Doppler ultrasonography
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