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[ Abstract)

Angiogenesis plays a very important role in the development and metastasis of breast cancer.

Low-dose metronomic chemotherapy based on the traditional chemotherapy drugs has antiangiogenic effect. As
far as its mechanism, low toxicity or low incidence of drug resistance is concerned, it is feasible for breast canc-

er therapy. It displayed the validity and feasibility in the pre-clinical studies and clinical trials, which provided

a new treatment strategy for the breast cancer.
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B B A 7E 3 ~ 10 mg/kg Z [A], §5H ) MTD
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Sequential DC-CIK and radix astragali polysaccharide in post-chemotherapy breast cancer patients/
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[ Abstract ]

(DC-CIK) not only is effective in killing cancer cells, but also enables a quick recovery of chemotherapy

Immunity reconstruction treatment using dendritic cells-cytokine induced killer cells

patients, thus has received more and more attention for its clinical use. Radix astragali polysaccharide, the
extract of traditional Chinese medicine radix astragali, not only has an anti-tumor function, but also can
enhance the immunity of cancer patients and reduce the side effects of the chemotherapy. Further researches are

needed to validate the combined use of these two treatments in alleviating clinical symptoms of post-chemothera-

py breast cancer patients.
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1 DC-CIK

ARG iR YT R DC-CIK R 57 R %R , JEFL IR
R ARTFAR AT T Z R RIE 4 BliasT k. DC
Jei N R Ao  ME—BETS AL S T 4R Y & AT
JEAR S AN, HE Al T PO R S A0 M5 1 000 17, BES
P RIRIUO UM S R . CIK HAT 14 5k
PRAIRTE PR R ARG 0 LE BB M A A0
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EYRIT FBC . B DC 5 CIK BB 3R, 3R
DC-CIK B H AR e 4 g, ELRC T b B2 440 i i K Y
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P (MHC) BRI AR R o
1.1 DC-CIK #8777 L)
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