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Effect of epidermal growth factor on proliferation and migration ability of amelanotic
melanocytes in human hair follicle outer root sheath
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[Abstract] Objective
amelanotic melanocytes (AMMC) in human hair follicle outer root sheath. Methods

To investigate the effect of epidermal growth factor (EGF) on proliferation and migration ability of
AMMC were purified to the third generation
by the variant enzyme method. Then AMMC was identified by the immunohistochemical method;the changes of cellular prolifera-
tion and migration ability after intervention by different concentrations of EGF were detected by using CCK8 and Transwell in vitro
chamber migration test. Results The third generation AMMC immaro histochemical staining showed NKI/beteb staining positive
and HMB-45 staining negative. The OD values of CCK8 test and the Transwell in vitro chamber migration assay results showed that
its promoting proliferation and migration effects were increased with the EGF concentration increase, but when further increasing

concentration, the effects had no obvious enhancement. Conclusion A certain concentration range of EGF in vitro can promote AM-

MC proliferation and migration.
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Preparation of hyaluronic acid decorated chlorogenic acid liposome and cytology study
ZHAO Yuxi ,ZHANG Fan ,YANG Qin ,WEI Ying ,CHEN Chuan , LIU Fu*
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[Abstract] Objective
hibition effect on HA receptor(CD44) high expressing A549 cells and HA receptor(CD44) low expression HepG2 cells prolifera-
tion. Methods

To prepare hyaluronic acid(HA) targeted chlorogenic acid(HA-CA) liposome and to investigate its in-

HA-DOPE was synthesized; HA-CA liposome was prepared by thin membrane disperse method and the particle size
was measured by using the dynamic light scattering particle size analyzer; the HPLC method was adopted to establish the CA in
vitro contents measurement method and detect the HA-CA liposome entrapment efficiency; MTT assay was applied to detect the
proliferation inhibiting effect of free CA, CA liposome and HA-CA liposome on A549 cells and HepG2 cells; the fluorescence cell
The average particle size of HA-CA was 219. 20

nm and PDI was 0. 16;the entrapment efficiency of HA-CA liposome was(85. 36 £ 1. 01) % ; the proliferation inhibition effect of

uptake assay was adopted to verify the targeting effect of HA liposome. Results

HA-CA liposome on A549 cells was significantly greater than that of CA liposome, moreover CA liposome was greater than free
CA., the proliferation inhibition effect of CA liposome and HA-CA liposome on HepG2 cells was basically similar, which was greater
than that of free CAj; the uptake of A549 cells on HA liposome carrying 6-coumarin (HA-C liposome) was higher than that of
HepG2. Conclusion HA-CA liposome can specifically combined with the high expression HA receptor cells to achieve the active
targeting effect of tumor cells.

[Key words] hyaluronic acid;chlorogenic acid;cell line, tumor;target;liposome
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