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Abstract :
cell lines in vitro and the the role of Cox—2 plays during the reaction.

To investigate the inhibitory effect of Quercetin on leukemia HL.—60 and HLL—60A
Methods The CCK—8 assay was used
to measure the inhibition of Quercetin on HL—60 and HL—60A cell lines, and a flow cytometry was used to

Objective

detect the apoptosis of HL—60 and HL—60A cells after exposure to Quercetin; the expressions of Cox—2 in
HL—60, HL—60A cells and in peripheral blood mononuclear cells (PMBC) isolated from healthy adults were
detected by using Western—blot. The change tendency of Cox—2 expression in HL—60, HL—60A cells were
detected before and after treatment with Quercetin at different concentrations. Results Quercetin inhibited
HL—60 and HL—60A cell proliferation and induced apoptosis. Compared with healthy adult PBMC, low ex-
pression in PBMC, the expression of Cox—2 on leukemia HL.—60 and HL.—60A cells increased, and the ex-

pression of Cox—2 on HLL—60A increased more significantly; the expression of Cox—2 on HL—60A decreased
after the cells were exposed to Quercetin, the HL—60A cells decreased more significantly. Conclusion The ex-
pression of Cox—2 was related to acute leukemia cells drug—resistance, Quercetin induced apoptosis by inhibi-
ting the Cox— 2 expression for inhibiting HLL—60A cell proliferation.
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