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Effect of nordy on FPR function of malignant hunan glioma cell line U87
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Abstract: Nordy is a synthesized chrial compound. To investigate the effects of nordy (25 - 100
Umol* L") on the function of fomylpeptide wceptor ( FPR) of malignant human glioma cells, human
glioblastoma cell line U87 was used to detect its proliferation, migration, calcium mobilization, vascular
endothelial growth factor ( VEGF) mRNA and protein levels after activation of FPR by its agonist N-fomyl-
methionyl-leucyl-phenylalanine ( fMLF). Cell proliferation, migration abilityy, VEGF mRNA, VEGF
protein and calcium mobilization were evaluated by cell counting, chem otaxis assay, RT-PCR, ELISA and
spectrometry. Nordy (50 - 100 Hmol* L™ ') potently inhibited the proliferation, migration and calcium
mobilization of U87 cells induced by MLF ( P <0.05). Moreover, 100 Hmol* L' nordy showed a
significantly impaired VEGF mRNA expression and protein secretion induced by ™MLF ( P <0.05) . Nordy
could inhibit FPR functioning in glioma cell proliferation, migration and angiogenesis, which might be a
possible mechanism of its anti-cancer effects.
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Figure 1 Effect of nordy on the proliferation of U87

cells induced by MLF. U87 cells were cultured in the
presence or absence of nordy in addition to fMLF. The
cell number was calculated on the 4th day. Nordy
(50 -100 Umol* L") inhibited (P <0.05) the cell
proliferation induced by 100 nmol* L' MMLF. " P <
0.05 vs control
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Figure2 Effect of nordy on migration of U87 cells

induced by fMLF. U87 cells trated with different
concentrations of nordy for 4 h were stimulated by
fMLF (100 nmol* L™'). The number of U87 cells
which migmated across the membrane was counted to
represent the migration ability. The results were
expressed as x £s of migrated cells in 3 HPF. ~ P <

0.05 wvs control
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Figure 3 Calcium mobilization and effect of nordy on
the mobilization induced by fMLF in U87 cells. U887
cells treated with different concentrations of nordy for 4
h were loaded with Fuma-2 before stimulation with fMLF
(100 nmols L ").
to fMLF was detected with a lum inescence spectrometer.

Calcium mobilization in response

A: Dose response of calcium mobilization induced by
different concentrations of fMLF; B: Effect of nordy on
calcium mobilization induced by 100 nmol* L' ftMLF

4 U87 VEGF mRNA
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