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Effects of granulocyte-macrophage colony-stimulating factor on the expression

of cysteine—cysteine chemokine receptor 2 in THP-1 monocytes
LI Jiong ,et al
(Department of Vascular Surgery ,the Second Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To investigate the effects of granulocyte—macrophage colony—stimulating factor on expressions of CC chemokine re—
ceptor 2 (CCR2) mRNA and protein in cultured human THP-1 cell lines. Methods: THP-1 cell was stimulated by GM~CSF of different
concentrations and time intervals.The mRNA expression of CCR2 was tested by RT-PCR, The protein expression of CCR2 was analyzed by
Western blotting. Results: RT-PCR and Western blotting showed that THP-1 cell in control group expressed a low-level of CCR2 mRNA
and protein. After stimulated by GM-CSF, the expression of CCR2 mRNA and protein increased in a concentration— and time-dependent

manner. Conclusion: GM-CSF could stimulate THP~1 cell to express CCR2 mRNA and protein, in an concentration— and time—-depen—

dent manner.
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Effects of Trail combined with chenotherapeutics on proliferation and apoptosis

of HNE-1 cell line
YU Xiao~yan et al

(Department of Otolaryngology , the First Affiliated Hospital , Chongqing Medical University )
[ Abstract JObjective:To observe the effects of different concentrations of TRAIL and chemotherapeutic drugs(5~FU, DDP) on proliferation
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and apoptosis of HNE—1 cell lines ,both singlely and jointly.
Methods:MTT was used to detect the inhibition rate. FCM was
used to detect the apoptosis rate of cell.Results:The inhibition rate

and apoptosis rate of combination use of TRAIL and 5-FU,DDP
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