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Effect of Chitosan Nanoparticles on the Proliferation of K562 Cells

LUO Huiyingl’z, HUANG Yahongl, YANG Linl(I.Gansu College of Traditional Chinese Medicine, Lanzhou 730000,
China; 2.Key Laboratory of Pharmacology and Toxicology for Traditional Chinese Medicine of Gansu Province, Lanzhou
730000, China)

ABSTRACT: OBJECTIVE To evaluate the effect of chitosan nanoparticles on the proliferation of K562 cells, and to explore
the related mechanism. METHODS The best time and concentration of chitosan nanoparticles were screened by MTT method.
Immunofluorescence and transmission electron microscope were used to study the effect of chitosan nanoparticles on the
morphology of K562 cells. FACS was used to detect the effect of chitosan nanoparticles on MMP, intracellular ROS
concentration, and Ca®>" concentration. RESULTS  Chitosan nanoparticles(15 pgrmL™") could induce K562 cells apoptosis, such
as nuclei smaller, nuclear condensation phenomena, company with the collapse of mitochondrial membrane potential, increased
ROS content, and the increased of Ca®" concentration. CONCLUSION  Chitosan nanoparticles can inhibit the proliferation of
K562 cells, the mechanism may be related to inducing cell apoptosis.

KEY WORDS: chitosan nanoparticles; K562 cells; proliferation; apoptosis
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A-normal cells; B—cells treated by chitosan nanoparticles.
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A-normal cells; B-cells treated by chitosan nanoparticles(cilia
disappeared); C—cells treated by chitosan nanoparticles(necrosis).
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Effect of Different Extracts from Xianti Jiangzhi I Prescription on Ovariectomized Rats

GAN Guoxingl, wuU Xiaofangl, MO Xinminz, LI JingpingS(l.Qingyuan Hospital of TCM, Qingyuan 511500, China,
2.Hunan University of Traditional Chinese Medicine, Changsha 410007, China; 3.College of Pharmacy, Central South
University, Changsha 410013, China)

ABSTRACT: OBJECTIVE To study the effect of different extracts of Xianti Jiangzhi [ prescription on ovariectomized rats.
METHODS All of 100 female SD rats, weighted about 270 g, were divided randomly into 10 groups, ten rats each group. The
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