F32E H3M HILR AR A4 (B2 R R Vol.32 No.3
20114 5 JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) May. 2011

Witz 22175 S FR 22008604 H LR ANAE &R U2-0S/MTX300 J81°:

W, P B e, O, 4RENkt, EHkIE O, Thuhrg
(LA R MR 56— BE BB MR, 74 1M 510080 2. 5tH4 A= W58, s 520 550009)

W OE W] BRI 2T A R A AR U2-0S/MTX300 B 354 8 40 i A1 s S 08 1248 FH B AH S HL ]
[ 73] LIS 6] Bt pe 25 % 44 b 1 U2-08 2 U2-0S/MTX300, 5% JT U P 5 60 95 (MITT) 1 B ST A i e A 00 24 e 44
B, A LSRN Z0E A S5, Hochest 33258 4, K it xC AR AR AURMI A T, Western blot 5K U JH T-4H ) 1 cleaved-PARP,
Bax, Bak,Bcl-2 & Bel-XL ik, [ £5 58 ] ARz 207 BH S 4 il i Y 20088 P41 PRI AL U2-0S/MTX300 Y365 , 72 h 1Cs {E k(22
+ 4)pmol/L, 10,25 .50 wmol/L 7] E ] U2-0S/MTX300 va B Bt , FLBEF 38 il £ A IR o i R 5 H A
WEWS 2 [R)NAFAF 28 SUTR 251, L% R B S U2-0S/MTX300 41t S SIRHLHE , 1 A7 375 M P = Az 00 7 /MR, 37 =X 4 i A mT
KD Z B BT HAE FMLE 58 98 Bax, Bak & F 8 Bel-2 235 423 cytochrome C B M2 i% & PARP & E B N E N
Wi SB[ 516 ) b 22 0T S 25 1 Al i F A0 MEn4- 5 IR AL R U2-0S/MTX300 £ A 58 5175 S R 7 kiR 42 vl B
A HAE ST R EZLE

SRR MR 2R R AN R AN A T (S

hE 4 2K5:R738 XHEkFRERD: A XEHS: 1672-3554(2011)03-0331-05

Quercetin Induces Apoptosis in Methotrexate Resistant Osteosarcoma Cell Line
U2-0S/MTX300 In Vitro
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Abstract; [ Objective]To study the growth inhibition, apoptosis induction effects and underlying mechanism of quercetin on
methotrexate resistant osteosarcoma cell line U2-0S/MTX300 in vitro.[ Methods] U2-0S and U2-0S/MTX 300 cells were treated with
quercetin and methotrexate. Cell viability was evaluated by MTT and colony formation assay. Cell-cycle status, apoptosis inducing
effect, and the expression of apoptosis-related proteins were evaluated by flow cytometry, fluorescent staining, DNA fragmentation assay,
and Western blotting, respectively. [Results] Quercetin inhibited cell growth in U2-0S/MTX300. The 72 h ICs, value of quercetin for
U2-0S/MTX300 was (22 + 4)pumol/L. 10,25, and 50 pmol/L quercetin inhibited the colony formation obviously. There was no cross
resistance between methotrexate and quercetin. Induction of S phase arrest and apoptosis were confirmed by flow cytometry and
fluorescent staining in U2-0S/MTX300. Quercetin induced Bak, Bax up-regulation, Becl-2 down-regulation, cytosolic c¢ytochrome C
accumulation and cleavage of PARP in U2-0S/MTX300 cells. [ Conclusion ]Quercetin inhibits the growth and induces apoptosis in
MTX resistant human osteosarcoma cell line U2-0S/MTX300. The mitochondrial apoptosis pathway probably plays an important role in
this process.
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