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Enharcement of cytotoxicty of anticancer drugs in vitro by neferine in Sacs 2 cells

XI Ya wen, TANG Xiao qing, BAO Jie, CAO Jiarr guo( Dapart nent of Orthopaedic Surgery, the First Affiliated Hospital of
Nan Hua Universz'ty, Henyang 421001 , China)

ABSTRACT:OBJECTIVE To study the enhance ment of cytotoxicity of anticancer drugs in vitro by nefering( Nef) inSaos 2 cells. METHOD

Cytotoxicity assay was tested by MTT method, modulation of adriamycin( ADM)-induced apoptesis by Nef in Saos-2 cells was detected by
Flow cytometer (FCM) . RESULTS The inhibitory rates (IR) of Nef (5, 10pmol *L" 1) combined with ADM ,5 Fu ,CDDP and 'VP16 were
higher than those of these drugs used alone ,and q values were more than 1. Nef (10p mol* L™ ') promoted apoptesis induced by ADMin Sacs

2 cells . CONCLUSION: Nef increases the sensitivity of Soas-2 cell to anticancer drugs .
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Tab 1 The influence of Nef on inhibitory effect on Saos-2 cell

growth induced by anticancer drugs

) ab R HH 4 H sumoLeL"! G H10pmoleL!
(ug*mL™') (IR%) Nef IR ( %) q Nef LR( %) q
ADM
0.04 29 .49 43 .00 1.12 46 .94 1.13
0.01 13.27 2558 1.39 42.95 1.18
0.004 9.51 16.96 1.43 34 .91 1.89
VP16
0.3 52.20 62 .21 1.12 56.78 1.15
0.1 19.16 48 .62 1.96 54.91 1.98
0.03 11 .44 42 .90 2.43 47 .19 2.27
CDDP
0.1 61 .33 73 .89 1.18 81 .90 1.23
0.03 32.03 61 .32 1.63 63.70 1.64
5- Fu
1 59 .2 76 .82 1.23 80 .66 1.27
0.25 19 .21 73 .48 2.97 76 .79 2.73
0.1 8 .35 50 .1 3.75 70.14 3.35
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Tab2 The effect of Nef on Saos-2 cell apoptosis induced by

different concentration of ADM
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