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Alteration of marker enzymes in adenine-induced impaired testis and the
interference of total flavonoids of herba epimedii in rats”
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Abstract; Objective To study the interference effect of total flavonoids of herba epimedii(’TFE) on marker enzymes in adenine-
induced impaired testis in rats. Methods 70 Sprague Dawley male rats were randomly divided into 5 groups of 14 rats each: normal
control group(intravenous infusion of distilled water) ,model group(gastric perfusion of distilled water) , TFE group(gastric perfu-
sion of TFE 100 mg/kg) , Vitamin E group(gastric perfusion of vitamin E 10 mg/kg) and methyl testosterone group (gastric perfu-
sion of methyl-testosterone 5 mg/kg) s Except rats in normal group,those in the rest groups were subjected to gastric perfusion of
adenine 150 mg/kg for 14 days to establish the rat models of testicular lesion. Rats in each group were accepted corresponding
treatment from the 15th day,and then sacrificed after 30 days. The mass of testis,epididymis.seminal vesicles and rats were weigh-
ted,and the organ indexes were calculated. Serum testosterone, follicle-stimulating hormone(FSH) , luteinizing hormone (LLH) and
testicular lactate dehydrogenase (LDH) , acid phosphatase ( ACP), gamma-glutamyl transpeptidase (y-GT) , superoxide dismutase
(SOD) , glutathione peroxidase (GSH-Px) activity and malondialdehyde (MDA) content were detected. Results Compared with
the normal control group,the gonadal organ indexes, serum testosterone value and testicular LDH, ACP, y-GT activity decreased,
while MDA content increased in model group,with significantly difference(P<C0. 05). The rats organ indexes,serum testosterone
levels and specific enzyme activity were increased in TFE group when compared to those in model group(P<C0. 05). Conclusion
TFE may improve the activity of marker enzymes in adenine-induced impaired testis through promoting the testosterone release and
anti-oxidation.
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