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Abstract

AIM: To investigate the inhibitory effects of
trichostatin A (TSA) on the growth of human
gastric cancer SGC-7901 cells and explore
potential mechanisms involved.

METHODS: SGC-7901 cells were treated with
different concentrations (0.2, 0.4 and 0.8 mg/L)
of TSA for different durations (24, 48 and 72 h).
Cell proliferation was detected by methyl thia-
zolyl tetrazolium (MTT) assay. Cell cycle distri-
bution and apoptotic rate were detected by flow
cytometry. Cell ultrastructure was observed us-
ing transmission electron microscopy (TEM).

RESULTS: SGC-7901 cells were very sensitive to
TSA. TSA inhibited the growth of SGC-7901 cells
in a concentration- and time-dependent manner.
The reduced rates of growth in cells treated with
TSA at concentrations of 0.4 and 0.8 mg/L for
72 h were significantly higher than that in cells
treated with TSA at a concentration of 0.2 mg/L
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for the same duration (45% + 1.4% and 73% + = % %% #
1.7% vs 25% + 1.2%, respectively; both P < 0.05).
The reduced rates of growth in cell treated with
TSA at concentrations of 0.8 mg/L for 48 and RN/;

72 h were significantly higher than that in cells
treated with TSA at the same concentration for ’
24 hours (37% + 2.0% and 73% + 1.7% vs 21% *

1.1%, respectively; both P < 0.05). TSA could in-

duce apoptosis of SGC-7901 cells. The ultrastruc-

ture changes in SGC-7901 cells treated with TSA
included nuclear fragmentation, nuclear mem-

brane rupture, membrane and organelle dissolu-

tion, and formation of vacuoles and apoptotic
bodies.

CONCLUSION: TSA can inhibit cell growth
and induce apoptosis in human gastric cancer
cell line SGC-7901 in a concentration- and time-
dependent manner.
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A LB LA AR BE DR (R 5 S 42
RELAREEEH, EACBKFHAEA L
T A, i R 21 28 11 2% T A Bt 1) 20 1 A i .
R I, A E SR B H 2 LA
B 1) S 5 5 R I R AR B DA G, HEEH L L
T s il 400 ) ) 2 — P B HeE 259, mT
i geE 2 RS 5, 5 R 4n R oA R T, T
KA ATE Y. 3078 2 A(trichostatin
A, TSA) RN, AR A
WL CBEAEEE, 6 2 B R 4 i 5 A I
POHIVE RS, B T ART S AN B i 41 g
SGC-7901 48 Ha Rl 41 1.

1 #RIR755A
1.1 TSA H SigmaZA i, #if T FF L AR
(1 A Sigma’s 7)) (DMSO)F, Hl ik i 43
mmol/LINTSAE M, TRA7T-80°CH# H. WEMEEE
(MTT)J [ Sigma’> 7). RPMI-16405% 756 [ 26
E GibcoA 7.

1.2
1.2.1 : NEEAMERSGC-79010 B 1Y

TEAC T R 2 B 2 Bt A PR e A7 2 e Ak
FS, IIAE 100 mL/LJG - LG I RPMI-1640%5%
FEW, #E37°C, %50 mL/L CO,, 950 mL/L%"< (1)
VELRIT 5 B FR A T i S AL AR IR B34 4
Jf S 56 .

12.2 SGC-7901 2 KExS
B K IRG M, 752 R IR, NN R IR,
FHARRIMEE (0.2 0.4710.8 mg/L)KITSA, %4
TN R AR IDMSO, AR 7R h 4k 85 78 AR
A PRI IS TE) (24 48172 h), A= 4i g A5 il
1.2.3 SGC-7901 - FEMTTI,
FRANMLL X 10°/4L, Befh To6fLiGFR A, 4L,
BE24 h)m, SHHIEIRI, I INATSA. 730 AA.
B2 AZLGRISE AR A1) A R (0.2 0.4F0
0.8 mg/L)ITSA, 555772 h, X RN 7] 45
PRRDMSO; BAL (I A48 2H), TSA 0.8 mg/L
WEE4 h, 7 L3, FFLIMA150 uL DMSO, #%%
20 minJ, PWEEFLA sgonms 1% T H1 20 T SAIH]H.
FHIR = (1-525 FLA s60mm/ X FEALA 5500m) X 100%.
1.2.4 DNA KA AR, B
AR IS GC-790140 il 41 X 10°/L, 56
FLAN B BT FEAR T, 25641 3 0 NS [R5 1)
TSA, X RIS & R FR, 124 hs, 6
BN % H 29 55X 10° /ML, 1200 r/minf
L, FEEREFFW, PBSTES2IK, IMAT00 mL/L4
ST ] 52 A0 L, 4°CREA, WY, 75 FHPBSTE
P[] E R, AL P IE 2545 G490.5 mL, 4°C
6, BRI
1.2.5 S AR AN MY, 3%
W, 4CEE2 hPA L. WK, 8. &
L EED) - B4, JEM-2000EX0%
St P A 4% R AR,

K HISPSS1L S AF AL AT B X2
R, A K 34K Fdmean + SD K.

2 B8

2.1 SGC-7901 WIMTTH
W, 45 R TS ARERE I i 41 i SG C-7901
AR, 5 W R I ) R0 ) AR . M TS A
YRR E 4y 5 0.2, 0.4510.8 mg/Li, 5
SGC-790141 a4 H72 h, TSAXFSGC-7901
A0 i A A TR AR 2253 0 25% £ 1.2%, 45% &
1.4%F173% +1.7%, %413 5TSA 0.2 mg/L4l
Fbig, #5835 (P<0.05). 240.8 mg/L TSAZ:
5SGC-790140 fu 24, 48F172 h, TSAX}
SGC-7901 41 i A=K H I 2243 3 H21% £ 1.1%,
37%+£2.0%F73%+ 1.7%, %413 5TSAVEH24
h4 LR, 2 7 .3 (P<0.05).

22 DNA RILTSAXS B #ESGC-7901
S B YE TR 5 5 I ) AR S ARORE. ETAl
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2 BRESGC-7901 w4l# A %
WROBRSHENIE
(TEM x 7500). A
TSA(mg/L) {EFRESEI() N SGC7901
G, S G, AP
0.2 24 483 320 197 15
0.8 24 60.8 266 126 2.3
0.8 48 678 281 41 56
0.8 72 832 100 68 14.4 TR
0 72 71.8 219 63 00
T L e
20 G21 S0 JHIR PR R A R R DA O, A AR RIS R T,
6 M A2 CBALBEI 57 (histone deacetylase
inhibitor, HDACT) ] $1I il fifJed 40 S 14 5, 753
312 Je AL A R T, JF TR S e AR, 2
§ Fi— A2 I A SR 25,
T 8 TSAUE AR A 1), S e B RPiE s

120

0 40 80
DNA content

160

1 0.8 mg/L TSAYERASGC~7901 72 h/BAE A HARRAS.

JRLT TR 1R . — A5 AR A7 T DN A S SRR 1) i
gty FHUAT FE P A WA g PR T8 (AP (I ).
ANFEEAF T A LI AIDNAJE I 7> A AR 1.
2323 TSA SGC-7901

HLBE T WA G O T B A FH 2R A, TE
JSC 380 5] — B Al /N RIORLAR T B SR B T A
LT, T MATE B, HAA ARG S8 3 ) 4
I K /D B 548 56 L TR A0 PR 8 (14112).

3 e

Ji IR 1) A AR e 52 BT 22 R R B 2, L A i
(3t BESE A . A2 B AR, Ak, Qe gty
B ESYIREANN PRSI P 9 - E PN IPS
T GO0 I o 1 Y R PR R A R 1 B D e
I ER Ly VA S N e R b SN L i Ve
[ 2 S FIDN A AR, 4128 (1 Sk F0
25 CIRACAT BE DR 1 2 sic 2 v i 45 T AR Y,
HE A LB K A 8 B LA (histone
acetyltransferase, HAT)FIZ] & 11 L LW AL
(histone deacetylase, HDAC) 1825 i 5. 41
A2 OB B 3 BUZ G (05 45 1) B, B
KR MRNAZ REEAT 5y 45 A $EEE D, AT
FHIRE DA gk . DRI B A B4 2R 1 25 S AL
il A T BN A R A SRR BRI
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WA, HATWE ORI R R 2k Ll
AR (1) S 5 AR, LA PR O ) S AR e A1 o
AL CWAGBEIR I M, 6 R
EUIE IR B A g B 2 REGH M g8 45
e 98 40 B L A B S TR A PR R P, T R
AR5, 5 S o b SRR T AR T

ASEIGRIFFCUE SETSA ] AW 2 4HISGC-7901
A A, A R R AR, TSR
SETS A RS0 s i A8 15, 40 B ok 4, Rz g
JREEER, AR TAZ I A I, B s I 4 PR A% 2 A,
(SRR S SNSRI I A e (D W N
20 o OS5 9 T B 2 B IR . NS A b
R T /MA. S SAC T B A B TS A T A 4
J 0 A K s B AR G, P40 B Gk
NSH, T 40 M ) A A [T AT DL A A
20 i S 300 P W b DN AT 47 A R R 1) A%
IR Py B T e — AN 10, R R) R 51 o
M, X 5 2 TURTE 7 45 A — 3. TSAHHI
e A=A AR R TR H AT AT 22, Zou
et al" BT ST R W TS AT 3E Z WAk 41 25 i /e
R 2R b 2R A, RN, OBEALAL R TH3 I
FKiE 5 BRSGC-7901 MIBGC-832 1 T4 K.
Lee et al' ' RIE MR AMHIR FRUNX3 S 5 B
MMM E 1B . Shen er al"™WFoT s 4R
125 B AL B ) 57 7T 33055 AS SF1AJE A (1)
FARIRES, IS e I RIE. Wu e al™IF 5K
TSAF S BT &l i caspasedE Mg
7.

Zhang et al"fFIRIF57 % BITSA I] B IN$iew 24
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