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Abstract

AIM: To investigate the effects of quercetin combined with
cisplatin on the proliferation and apoptosis of, and the ex-
pression of apoptosis-related gene Bcl-X, in human gas-
tric cancer SGC-7901 cells.

METHODS: After treated with quercetin (QU), cisplatin
(DDP) or both (QU-DDP), the viability of SGC-7901 cells
was evaluated by MTT assay. Cell cycle distribution and
apoptosis were detected by flow cytometry. Cell mor-
phology was examined under light microscope and elec-
tron microscope. The expression of Bcl-X, mMRNA was
detected by the reverse transcription polymerase chain
reaction (RT-PCR).

RESULTS: After exposure to different drugs for 24 h, SGC-
7901 cells manifested typical morphological features of
apoptosis. Both DDP and QU inhibited the proliferation
and induced the apoptosis of SGC7901 cells in a time
and concentration-dependent manner. QU combined with
DDP synergistically enhanced cell death. The apoptosis
was more pronounced in cells treated with both drugs (QU:
1 pmol/L, DDP: 80 pmol/L) than DDP alone (80 pmol/L)
(19.93+0.07 vs 5.16+0.11, P<0.01). After exposure to DDP

for 48 h, Bcl-X, mRNA expression was down-regulated,
which was promoted by QU.

CONCLUSION: QU combined with DDP effectively inhibits
proliferation and induces apoptosis of the human gastric
cancer SGC-7901 cells in vitro in a dose-dependent manner.
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7901 cells; Proliferation; Apoptosis

Wang HZ, Wang Q. Effects of quercetin combined with cisplatin on
proliferation and apoptosis of human gastric cancer SGC-7901 cells.
Shijie Huaren Xiaohua Zazhi 2005;13(3):303-307

fikj B
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R PR EFE ST Erlund et alBIREMN, QU
WAHBREMER. 197T1ENCT B IR R I B 2 X5 P388 A
s BAGEIEAH, A RMFFTRA QU 724k,
1A P B S g AR R rh ) o TR TE R . ST e
Mt Bz 3R AR BBk A8 FH O R A0 5 97 B I SGC-7901
R AT TR R, IR A E T2 D Bel-X,
mRNA FIERIA 2580 5 1484, BRITAR R &
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i 5 S,

1 HRIFSE

1.1 A4 A B AR SGC-7901 (/L i) 1 B
HORHBE AR B AE RIS BT RPMT 164035 723 A0 i 2
FE§(Gibco), /NI (BIMIUZERT A F]), HEM
Z(MTT) . ZHEEEHA (DMSO) & L- BBk (Signa) ,
RNA $2HU# (Trizol, Life Technologies), RT-PCR
R & (Takara 2~ &), FEF AN (0. 01 g/ 3, 1l
RFFEEIZ) T, 50 g/L EIARG, HFRER) I
K1 mmol/L ¥EAFETE -4 CRIVKFE N, HFRFTR
(Sigma, DMSO ¥, H77RF&ER) ECHEIH 0.1 mol/L 17
itifE —20° CHIVKFE N Fr A, DMSO 783 it o IR o
0.2 g/L, NEIHA MR IE # AR U B B SGC-7901
A REFRAE S 100 ml/L PRGN E Mg, 100 kU/L
HFHZ% G, 100 mmol /LEEFHHEM 2 mmol/L  L- BBk
JZH) RPMI 1640 7E4d5sedidr, & 37°C, 50 nL/L
CO RNV T 1 ARSI 4E N 1E 72

1.2 F %k

1.2.1 mparg £ AL BUS B KN i, Befh
96 FLAR, THEEAN MR N 3x10*/ L, #9724 h 5,
BOANAN [E] 9 P R A B2 IR 2R (QUIRFE 43 R 20, 40, 60,
80, 100 umol/L;DDPIEEZ 5141, 2, 4, 8 umol/L),
TRFF BRI N 200 pL/ 4L, —REH % 4 ~EIL.
[F] I IR B R 20 - SGC-7901 40l + [R5 B 35 7
FE. AT 24, 48, 72 hIIAMIT(5 g/L, 15 uL/ L),
AReLREFR 4 h, FFEEEEFE, LN 200 pL ) DMSO/
SENEE (10 1) IREW, LLDMSO %, FIBSEC it
WAL 570 nm KM 5E HALIBOGE (A, T EF
AMH. BRA AT 1, 2 pmol/L¥KFEM DDP 23 B 5Ll E 5
FAN[FR B I QUER A (QUAE I 5 40 min JUA) 5
7%, HRHRACPBMFE. %81, 2, 4 pnol/LIKE
f¥) DDP 4 %115 20, 40, 80 umol/L [¥] QU BE&r b ¥E I
ITEB 2O NS f, %M Chou et al™ J
EHATE BfRH(CD) k&, CI>1. CI = 1. CI
<L A BARRIEYL. AR, BhRIRLAY. A MES : 435l
FEFEUN M B B R T0-80% RIS, AR DN 25400
WRPEESEEG 5y A 4 X RRZH (GRAGEE) , 40, 80 pmol/L QU,

1 ugmol/L DDP, 1 pmol/L DDP +40, 80 pmol/L
QU, 4k4ER57724 h, (B2 BB T USRMBESE
b AR L Z B RE AR JIC B HE Be 6 5 SR, T
WEFRT, 24 h SRR, BOF B, 256 g/LiKk
TEENE, WISHEED Y, WA, BE(HA
JEM100CX %) "~ WL H i AH.
1.2.2 2 B An A B ARG 434 K Ay S A 2 [ 2 2
22, WUERZIW)IC S I B AN M 5%10°, PBS i 2 IR
JG, H4ComREE 12 h Lk, BOkEOE,
A 10 g/L RNA BE¥E 200 mL, 37°C/K¥ 15 min, f0
AW RE, =i MBI E 15 nin, HRA4NME
{CRRMA T B 7 2 RS- A R A B B b, SER R
3 K. Bel-X. mRNA Fak [ RTHALC IR R EA0EE, K5
RNt GRARFE), 1 pmol/L DDP, 60 pmol/L QU,
1 pmol/L DDP +60 pmol/L QU, 3K 1x10° 40f, $%
PR S AR Ui B A RNA 42 I (Trizol) FEHUE RNA,
WL T4 A% cDNA, Bel-X, 514)F51:5” ~CAATGGACTGGT
GAGCCCA-3” H15” ~AGTTCAAACTCGTCGCCTG-3”, 307 bp;
WZ B-actin(B-2 mic roglubulin) Z|¥F5H:5"
ACCCCCACTGAAAAAGATGA-3” FI15” ~ATCTTCAAACCTCCATG
ATG-37, 120 bp. #H#4Ak: 94°CTHAYES nin, 94°C
e 1 min, 56°CiEBK 1 min, 72°CHEMf1 min, 354
EIR)G, 7T2°CHE{# 10 min. PCR =45 uL7E 2 g/L 3
ERE_ YK (7 0.5 mg/L IR ZEE), SR EIG T
AT AR, ¥ Bel-X, # Bactin I LLEMCH Bel-X,
FILMZEL, X Bel-Xo i PCR =#dAT AN 2 &, 1Y
FRALERF) SGC-7901 4 Bt FE, ST E 3 K.
Bib2e 3R K SPSS 10, 0 BEATIEE NS4
M, WOGE (A AT Z5, WERA k.

2 BER

2.1 tmferg A QU EY DDP (BAAT pmol /L) B {ER G
DRAHALL A S0 &5 5 - [) — B[R] s AN TRD IR FE 2 AELAN ),
FE A g R P AR TR IR FE A TR — R B AN [ Bk (1]
AR, FrEWRE NS M EK, AME
B (] 1-2) . 24 h IR IR B 2 18] B iR T 2 1]
(QU20 5 40, 80 5 100;DDP1 52, 45 8) AHZ AL
Gt RN AR, RIKEH (QU 20 /& 40;
DDP 1, 2) 55X A Z M4 v 22 = 50 AN R 2
7648 hAb, QU4 5 QU SAEZEN LSRR X HIE
72 hih, XTHE415 DDP4 AHZER LSRN, Xt
215 QU 40 pmol/L AEA ZHIME, HRmkEA
(44 B3 22 5. QU 5 DDP BEA 1978 HAEFH A %8
T2EE X (X0.0 001), [E5€ DDP ¥ & AR QU
AR, DDPL B, QU ALK EEL [R] A (B 22 5135
A4 S DDP2 I, QUSO 5 100 [d] A {H £ B 4
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VRSO BB MR AR TR A |52 QU
WP DDP AN[FIWEZEH A{EAN, QU2 I, DDP1 Y DDP
2 (8] AEZRITCG v 2 R0 R PR AL IR 25 3 A
Gt B X, BBEym i AR TR 4 (K3).
A M AL Chou et al JiE#AT & BARE(CD
TS CTCL 4R 3% Z AL RAT IR (R 1)

0.6 —«—Con
_a—20
0.4r 440

—o—60

A 570 nm

0.2

——380
—&—100

B1 QUHmMol/LiXY SGC-7901 {AREHIVER.

—o—Con
——10

—=—20

0.2+

A 570 nm

—&—40

0 ‘ —080
24 48 72
t/h

& 2 DDP(Hmol/L)Xt SGC-7901 {AREHYVER.

—*— Con

—®— D1Q20

0.6 D1Q40

D1Q60

—*%— D1Q80
—e— D1Q100

—— D2Q20

0.2r —=— D2Q40

D2Q60

0 . . , D2Q80
24 48 72 D2Q100

0.4+

A 570 nm

B3 QU{Umol/L)l DDP{Umol/L)XE SGC-7901 {RMIAI{ER.

B4 SGC-7901 MRFEMER. A: RAME X100; B: QU 5 DDP 42 X100.

®~1 SHEZRETECE

Agent(umol/L) Viability{ %) Cl

DDP1+Q20 73.4 £ 56 0.484
DDP1+Q40 415+ 34 0.631
DDP1+Q80 352 %27 0.628
DDP2+Q20 63.8 +45 0.628
DDP2+Q40 56.1 + 2.9 0.598
DDP2+Q80 355+ 1.08 0.674
DDP4+Q20 452 £ 3.2 1.042
DDP4+Q40 31.5 x 1.02 0.998
DDP4+Q80 214 £ 04 0.954
Cl>1, Cl =1 and Cl<1 indicate antagonism, additive and synergism,

respectively.

22 MM ARHA T B T RCHAGRLALS
Bl BHE. AR, dgAG, ZEMEHE,
MR B M T E R KA —, T R
KNG FANA MK B R S RS 4K (B 44). QU
5 DDP AR AN R S RA R, HEAE AN EL N
A B U N L, MGFEEER, oIS EE
JEE AN L, EC R P 4 22 R 5 KR40 4 i AR
N, EERES S BETE, AR FUE RS AN B
N (B 4B) . S FBEIRSE, [ 41 R4 i i e 3,
0 A R0 40 Pt 85 55 S5 Mg il (&1 5A) , i1k 35 24 h
TEUG H R A SR (R 40 R T O T A AR A - A
g5, WRIMAZGAN TS5 RS, FEasif, M
FESd, e Wk, AR TMASE (B 5B).

23w A ey ok Fe R R AWIER 24 b
Je s U AR R (SRS Y 1 e N 4 SR A A, BT DL 4
P T BE R, HLBCA A A v TR T
2 O R AH (P<O. 01) . o440 it F&) 36 25 A [ 5 0 < Sk
A QU A SGC-7901 4l fif G2/M HABH B3 %, S F1 GO/G1
40 g /b ; SGC—790 1 41 i 45 I 801 BH 7 726 S FG2 /M ;
BB A QU RTIUET 96 7 2 40 A 1 186 A= J8 3 350 A TR
EEM TR (E2).



306 ISSN 1009-3079 CN 14-1260/R

HRENBMAE 200528 1H £13%5 E38

B 5 SGC-7901 {AfEEREE. A: X488 X10 000; B: QU ] DDP AME X7 000.

=2 YN SGC-7901 WA T R AMEIEIT(mean = SD, n = 3)

Group Apoptosis{%) Go /Gy S Go/M

Control 0.34 + 0.05 56.43 + 0.81 31.50 £ 1.25 12.06 + 0.46
1uM DDP 6.64 + 0.12° 42.56 £ 0.75 36.28 £ 1.52 15.14 £ 0.56
40uM QU 3.72 + 0.09 51.67 + 0.79 28.81 + 1.12 15.61 £ 0.78
80uM QU 5.16 + 0.11° 47.54 + 0.67 26.72 £ 1.1 20.37 £ 0.63
1uM DDP +40uM QU 11.52 + 0.08" 4951 £ 0.75 29.23 + 1.73 10.74 £ 0.41
1uM DDP +80uM QU 19.93 + 0.07° 45.26 + 0.66 26.14 + 1.38 8.92 + 0.55

°P<0.01vs Control; “P<0.01 vs DDP.

2.4 Bel-X: mRNA # % ik RT-PCR F=#JHIKER, 2
YHEH 48 hg, XRRANAIEMATLE 307 bp &I HIR
Bk Bel-Xo 4647, SEERZH Bel-Xo mRNA FIZRIA A
B BAR T X IR (/X0. 05, B 6). SEt B i
Wik B, K Bel-X, Ml B-actin [ ELEM A Bel-X, FKik
(KIZ4, XFBel-Xo [ PCR = bATAHAT 2 &, X
0.95 4 0.04, DDP1 0.65 % 0.02, QU60 0.54 =+ 0.02,
A P41 0. 18 4 0. 01 PR 3125 B 35 (/X0. 05).

Con 1 umol/L 601 pmol/L 1 pmol/L DDP+
DDP QU 60 pmol/L QU

110
147
190
240
331
404
501

B 6 Bcl-X. mRNA BYZKIL. lane 1: marker, 2: CON, 3: DDP1, 4:
QU60, 5: DDP1+QU60.

3 e

e AR RN R D A = B A 1o =
FHELZMAEZSH TR RE TGRSR, &
S TSP R 4 ey 0 PR R AL T 2 it 2 v
AT R L2 BE RS R T
FARME, W7 FEOT R AE ., SEEHRE

K. B, T4 —Fm U & R R AT 1R 97 B
250 Bh AT 10 3 IR sk 2 2 S A O 1) L 3k
TR RSN SR 35 16 7 ST R I, ol B 7R A 5
JZ 2% RE B A A 55 72 1 B i SGC-7901 4 vy A
o, HHHNHI 40 BG4 75— Ve H P, a2 ks
TG IN, VBRI R e, 40 B A= e AE R, B
B REMRFR, E—IRELTE 20-100 pmol/LZ
B, = TR BRI FHOR R, AR ARG A (R T
IR P I BE AW A B s A A AE L, 10 B o] B AT
3 WO BG RN, CRAR 2048 - MTT 3256 Uk S 5 I [] 1)
MR, R QU B RIZON IEHT Ve 2k, (HTE 72 h 4k,
40 pmol/L A 53R B X WL R ZEZE R, PLHEIA
B, v AR 2 ) I T B LU BB (2. 22 DDP AL B
SGC-7901 41f, ERKAWBHE, BWEkEAH—
SE WIS TRAR DG, TR AL (1, 2) B AR B Ta] )
FEK, 48 hJE 1, 2 pmol/L 4 5xtM 4 bk 2= ik
W, 72 hJ54 umol/L 45 XM ik 2= S bEth i
2K, X AT BES R 4 M R AT P A O, B
QU J& RO RIRAAAE, TR ) — BAESEF] 72 h
J&i» FEHQUAT LUDSR A A3 AL R, thmT Redt oy
BRI 70 AR 0 PR P i 24k (D) 220 5 B 25 e e T TR
A E B A& s E i — & R IR — e
PRI RIS, Ui B QU BEA DDP YA YT 5 6 Al B 214
B WEER, X 45185530k (20 FRE A — L
QU Al S A MR, KipEmiE. A=k
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FT FERATH L f, 2 HE R0 0 1 B
7y, FhEUBES A TR 24 h AR ELE TSRS L
L, BRI BCE/ER S B T4 MR B
W%, HE Je 0 i1 s BE 1 ml W 52 3145 ok LR
0 L T R P A 2 AR A SRS £ AE DNA
HAE LG gy HBLE T, 400 B3 A R 8,
B A QUAE SGC-7901 41 i G2/M HHEH 235 %, SN
GO/G1 HAZM BIR /D : SGC-T7901 40 B i i 41 B 76 S AN
G2/M H; B 15 FH QU ANV 77 20 400 A fr 348 2 1 338
AAEREER IR, 41EMT R 25T DDP [k
FER B, 2% B8 QU AT LIE I s DDP 15 S T
AR PR AN A K, B PO AR TR

PR, KT bel-2 FEPH 5% 5 MR 4 A v T 1)
KA OB H R s B Bel—X, 2 bel-2 3£
FEH Bel X BRI 2 —B, Bel-X. cDNA 4wfig—
FiE 233 NMEERPEAR, HaTHEN21 ku,
REAL AN [F) 40 A b 22 AhoRs i 5 A i T, A
JHTBIME R B B9 T bel -2 AHAB be L -2 R » TER
PR BRI PR SO R . %
PR 2 i, B R 2 Bel- X, IS TF &, R A i
PRk S R DL 25 10 7= AR TT RE S A K.
TATRIT ST KB, SEH4H Bel-X, mRNA &A1 81
ST A4, B QU EA IN5E DDP T i Bel-X, mRNA
FIZRIE IR, X AT BESE QUL IP R IR ML —.
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