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Abstract:Objective Toinvesti gatetheinfluenceof ChineseCom  poundReci peChan gfukangonhumamlar ge
intestinecancercell  proliferationandex ploreitsmechanism.  Methods Modelnudemouseoftrans  plantation
tumorofhumanlar ~ geintestinecancerHT  -29wereestablished. Thel ow,mediumandhi ghdose groupsof
Changfukangweresetu  p.Ei ghtweeksaftermedication,thetumorwei ght,inhibitionratesand pathologic
changesofeach groupwerecom pared. Thenumberof positiveKi -67cellsandtheintte  grao pticaldensit yof
vascularendothelial  growthfactor (VEGF) weresemi -quantitativel ymeasuredb  yimmunohistochemistr ystain
methodscombinedwithima  geanal ysiss ystem. Results  Theinhibitionrateof 33.13% , 47.26% and
66.01% inthel ow,mediumandhi ghdose groupsofChan gfukang.Thekar yon quantityoftrans plantation

tumorwasfewer,thecel landkar yonmor phologywasmorere gularineachChan  gfukang group. Thenumber
of positiveKi -67cellsandtheex  pressionofvascularendothelial  growthfactor (VEGF) ineachChan gfukang
groupwereal [l owerthanthati ntheblank group. Conclusion Changfukanghasthefunctionofanti  -prolifer-

ationoftrans plantationtumorofhumanlar ~ geintestinecancerHT  -29,themechanismma  ybecorrelatedwith
its promotionofcancercelldifferentiationanditsi nhibitionoftheex pressionofVEGF.
Kewords: TraditionalChinesemedicine;Chan  gfukang;Lar geintestinecancer;Nudemouse;Proliferation
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