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ABSTRACT Objective: To investigate the protential mechanism of the surviva rate of human lung cancer cell line A549 affected by
adriamycin. Methods: Cells viability was detected by MTT after cells were cultured for 24 hours in present of adriamycin. Survivin gene
expression was detected by quantitative real-time PCR, and western blotting was used to observe protein expression of Survivin and p21,
while cell cycle arrest was detected by flow cytometry analysis. Cells viability changes after cell cycle was blocked in G1 phase were ob-
served by hydroxyurea. Results: After being cultured under different concentrations of adriamycin treatment (from low to high), cell via-
bility decreased first and then increased (P<0.01), and accompanied with survivin overexpression. Flow cytometry analysis confirmed
that cell differentiation was more likely to be arrested at G1 phase under treatment of adriamycin. Conclusion: High concentration of adri-
amycin arrested cell differation at G1 phase and induced survivin overexpression, which enhanced the protective effect of cells them-
selves. This may be the reason why cells viability increased instead under high concentration of adriamycin teatment.
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Fig.1 Cells viability on different concentration of adriamycin
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Fig.2 The relative expression level of survivin gene changes after cells

stimulated by Adriamycin

LRI FELE, TR BEAL 24 /NI survivin
H AR B RAE L 45 R R, survivin 2440 L A
IR SRR SRR R W TN RS TR Y
i Herf MR 5,50 g/ml i, survivin 8 A TR AR
o AN 3 s

Survivin sl 160

GAPDH 36KDa

0 0.1 0.5 1 5 50
Adriamycin  (ug/ml)

3 FERIRMA 24 [NBHE survivin & BRIZKFEEUER

Fig.3 The expression of survivin protein changes after stimulating with

adriamycin for 24 hours
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Fig.4 The rate of G1 phase cells( compared with cell viability after

adriamycin stimulating for 24 hours )

PE— X AR HRLE p21 S A RIS DA T, A B2y
YIRS , p21 RIS TARAL B , AR 35 T, 42 /R 2
ket T R . AR AN S PR .

GAPDH ~ “ee———. 36KDa

0 01 05 1 5 50
adriamycin  (pg/ml)
5 REIREREERAE 24 /M, p21 EEFRIEKTE
Fig.5 The expression of p21 protein after adriamycin stimulating for 24

hours
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Fig.6 Cells cycle were arrested in G1 phase by hydroxyurea first, then
observed cell viability after adriamycin stimulating for 24 hours

( compared with no inhibitor )
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