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[ABSTRACT] Aim To mvestigate the protective effects of astragaloside on high glhicose mduced cardiamyocyte
hypertrophy i neonatal rats M ethods M yocardial cells of neonatal rats were culiured n vitrg the hypertroph ic m yo-
cytes were induced by 25 mmol/L high glicose (HG).
group HG group HG + 16 Bmol/L astragaloside @) HG + 32 Bmol/L astragaloside @) HG + 64 Pmol/L astragaloside
48 h later total protein contentw as assayed by Low ry m ethod

Cardian yocyte H ypertrophy

Culured neonatal rats’ card iom yocytes were divided into nom al

The card iam yocyte volum e w as m easured by can puter

photogragh analysis systan. The cardianyocyte viability was analysed by MTT assay [ Ca™" ] i transient was m easured

by Till in age system and by cellloading Fura-2 /AM. Results Canpared with nomal control group HG increased
the total protein content cardian yocoyles size [Ca™ ] i transient by 35 Mo, 81 3, 62 Fo and decreased the cardio-
myocyte viability by 3@ 1% . Canpared with HG group astragaloside 16 Pmol/L reduced the total protein content

cardiom yocoytes sizq [ Ca’* | i transient by 20 3%, 10 &%, & 0% and cardiamyocyte viability was inceased by 20 (0% .

There was dose-dependent relationsh ip

ghicose-nduced rats
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Conclusion

astragaloside @ could protect cardiom yocyte hypertrophy in

HHXK.
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