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Effects of Jolethin on Calcitonin Gene-Related Peptide and Vascular Endothelial Growth

Factor in Rats with Diabetic Nephropathy
YAO Chun-hong, WU Han-ni ( Department of Endocrinology ,Union Hospital Affiliated with the Tongji Medical
College , Huazhong University of Science and Technology , Wuhan 430022 , China)

ABSTRACT Objective To investigate the protective effects of Jolethin on rats with experimental diabetic nephropathy
and the possible mechanism underlying. Methods Thirty male Wistar rats were randomly divided into three groups: the
normal control (NC) , rats with diabetic nephropathy (DN) and diabetic rats treated with Jolethin (D + J). The rat model of
diabetes mellitus was produced by injection of streptozocin( STZ)3 days after, rats in D +J group were treated with Jolethin 0.9
mg - kg + d”'. After 8 weeks of the treatment, plasma levels of CGRP was measured by radioimmunoassay; the expression of
VEGF in glomeruli were detected by immunohistochemical technique; UAER, Cer, kidney weight / body weight ( KMI) , body
weight and blood glucose for 24 h were measured as well. ~ Results Compared with those in the NC group, the plasma CGRP,
Cer and body weight were significant decreased (P <0.01) ,nevertheless, the UAER,KMI, renal expression of VEGF and blood
glucose for 24 h were obviously increased( P <0.01)in the DN group. Compared with those in the DN group,rats in D + J had
significant higher Cer( P <0.05) and significant lower renal expression of VEGF(P <0.01) ,except for CGRP.  Conclusion
Jolethin has no significant effect on secretion of CGRP,but suppresses the overproduction of VEGF, which leading to prevention

against diabetic nephropathy.
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Study on the Mutagenesis of Bellidifolin as a Hypoglycemic Component

WEN Li', CHEN Jia-chun® (1. Department of Pharmacology, Hubei College of Traditional Chinese Medicine,
Wuhan 430065, China ;2. the Key Laboratory for Natural Pharmaceutical Chemisiry and Source Appraisal of
Hubei Province ,School of Pharmacy ,Tongji Medical College , Huazhong University of Science and Technology ,
Wuhan 430030, China)
ABSTRACT Objective To investigate the genotoxicity of the active hypoglycemic component, Bellidifolin.  Methods
Bellidifolin was detected by Ames test, the micronucleus test in polychromatic erythocytes from bone marrow in vivo; and in
TA97,TA98, TA100 and TA102 strains of salmonella typhimurium with or without the addition of liver microsomal enzyme
Results

control in the micronucleus test. It was showed that the number of rafutidine induced revertant colonies from different groups

activation system( +/-S9) in vitro. No obvious difference was found between groups of Bellidifolin and the negative

didnt exceed over two times of those spontaneously formed under the condition with S9 or without S9 in Ames test. ~ Conclusion
No mutagenicity was found in Bellidifolin in the test.

KEY WORDS Bellidifolin; Micronucleus ; Ames ; Mutagenesis
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