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An Experimental Study of the Antineoplastic Activity of AIDI Lyophilized

Powder
WANG Tao, SUN Shi-wei, LIN Jia-liang, CUI Ying, ZENG Fan-bo ( Laboratory of Materia Medica, School of

Pharmacy, Tongji Medical College, Huazhong University of Science and Technology , Wuhan 430030, China )
ABSTRACT Objective To study the antineoplastic activity of the AIDI lyophilized powder so as to provide experimental
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basis for its clinical application. =~ Methods The in vivo antineoplastic activity of the AIDI lyophilized powder was assayed in
mice bearing S5, and H,, tumors while MTT test was used for the examination of the in vitro antineoplastic activity of the powder
on S and H,, tumor cells. The apoptosis inducing effect of the powder on human liver cancer cells HepG, was detected with the
Hoechst 33342/PI doubled fluorescent staining.

effect on murine tumor cells S4, and H,, as well as human liver cancer cells HepG, either by direct cytotoxicity or induction of

Results The AIDI lyophilized powder was shown to exert growth-inhibiting

apoptosis. The results of the MTT test showed that the median inhibition concentrations( ICy, ) of the powder for mouse tumor

cells S5, H,, and human liver cancer cells HepG, were( 0.521 £0.272 )mg *+ mL", (0.801 £0.333 ) mg + mL" and ( 0. 588
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+0.376 ) mg + mL", respectively.

Conclusion The AIDI lyophilized powder was shown to have antineoplastic activity and

may therefore be an effective drug for the treatment of cancer in the clinic.
KEY WORDS AIDI lyophilized powder; Antineoplastic activity; Apoptosis

( Note: The AIDI lyophilized powder is composed of Radix ginseng, Astragalus membranaceus, Acanthopanax senticosus,

Blister beetle )
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Effect of Panax Notoginoside on the Glomerular Hyperfiltration and Function

of Vascular Endothelium in Rats with Experimental Diabetes in Its Early

Stage
CHENG Su ', TU Qing-nian®, LU Fu-er'( 1. Institute of Integrated Traditional Chinese and Western Medicine ;
2. Department of Integrated Traditional Chinese and Western Medicine, Tongji Hospital Affiliated with the
Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China )

ABSTRACT Objective To explore the effect of Panax notoginoside( PNS )on the glomerular hyperfiltration and function
of vascular endothelium in rats with induced diabetes in its early stage and to probe into the therapeutic action of PNS as well as
its underlying mechanisms in the treatment of diabetic nephropathy.  Methods A murine type 2 diabetes mellitus model was
set up by an intravenous injection of 35 mg * kg™ of streptozotocin for each Wistar rat after the animal had been fed on high fat
forage for 1 month. 50 Wistar rats were randomly divided into 5 equal groups: group N( normal control ), group DM( diabetic rats )
, group PL ( diabetic rats treated with low-dose PNS ), group PH( diabetic rats treated with high-dose PNS )and group C( diabetic
rats treated with catopril ). The following experiment began 2 days after the murine model of diabetes had been set up . Rats of
group N and group DM were given disinfected tap water by gastrogavage, q. d. , for 12 consecutive weeks. Rats of group PL,
group PH and group C were given each by gastrogavage 100 mg * kg™ of PNS, 200 mg * kg™ of PNS and 50 mg * kg of catopril
in equivalent volumes of solvents,q. d. ,for 12 consecutive weeks. Blood, urine and renal tissue samples were then taken for the
determination of fasting blood glucose( FBC ), serum total cholesterol ( TC ), serum triglycerides ( TG ), serum high-density
lipoprotein cholesteroll HDL-C ), endogenous creatinine clearance rate( CCr ),24 h urinary albumin( 24 h UAlb ), urinary o, -
microglobulin( Ua,-m ), renal tissue endothelin 1{ ET-1 ),plasma thromboxane B,( TXB, ) and plasma 6-keto-prostaglandin F,_
( 6-keto-PGF,_ ) and plasma nitric oxide( NO ). ~ Results At the termination of the 12 week experiment ,the levels of FBG,
TC,TG,Cer, 24 h UAlb, Ua,-m,ET-1,TX-B, and NO, as well as the TXB,/6-keto-PGF, ratio were shown to be significantly
lower in rats treated with low-dose or high-dose PNS( rats of group PL and PH )than in rats untreated with PNS( rats of group DM )
(P<0.05 or P<0.01)). Conclusion PNS was shown to exert a therapeutic effect on diabetic nephropathy in the rat





