5516 #4539 PEEEMIRE Vol. 16 No.9
2007 4£9 J Chinese Journal of General Surgery Sep. 2007

X EHS 1005 - 6947(2007)09 - 0852 - 03

- AR -

RIS NZE B e 20 HCT-8 1 G, 40 g J) 10
BEL it e 18 4 410 i) 4

i, A g, wy
(1. EKRFEBSMHERL BT FHRRFH ZER AARIH, T4k KA 130041; 2. Tk XFF R
B E [ AP 29N, F 4k K& 130033)

WE:BH HiHESSERIE R (PA) XF 4S5 B W 40 i & HCT-8 41 Jio J&) 1 K 3% 48 09 5% i
FiE R MIT He ¢y, 20 1.0,2.0,3.0,4.0,5.0 mmol/L ffj PA i FH F 1A 4} 55 35 (15 HCT-8 41 fd , 4%
T 24,48 ,72h J5 X 40 M 8 A SEAT AR DU KA MR A A R . &R BEE PA WK E B RN
(1~5 mmol/L) 5% 25 Wy /F FH isf 18] (9 ZE 4 (24 ~72h) , i I8 20 i 2F K 30 i R B B 3% i, PAL ~ 5mmol/ L fE
FH24h A AE KA 2R 5. 1% ~24.3% ,48h S 16.7% ~72.3% ,72h }530.2% ~93.4% , PA{E
FHANML 72h )5, Gy /G, WL B 35 TR, S I LL AR X T, M 22 R B3 (P <0.05), &if PATE
W3 A 45 B g HCT-8 41 i ad B2 o, WT 35 5 G, 40 i &) J09 BEL ¥t , 300 6 &4 e 448 31

[FEEEMFIZE,2007,16(9) :852 -854]

KEIR: SSEME; KB AR RS

FESFES:R735.3 XERFRIRAG : A

Phenylacetate inhibits cell proliferation via G, cell cycle arrest in the HCT-8
colorectal carcinoma cell line
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Abstract : Objective  To investigate the effect of phenylacetate ( PA), a differentiation induce agent, on
cell cycle and proliferation in colorectal carcinoma HCT-8 cell line. Methods  HCT-8 cells were grown in
the presence of PA (1.0, 2.0,3.0,4.0, and 5. 0mmol/L) for 24h, 48h and 72h, respectively. The
cellular proliferation inhibitory ratio was evaluated by MTT assay. The different phases of the cell cycle were
analyzed using flow cytometer. Results HCT-8 cells were treated by 1.0 = 5.0 mmol/L PA for 24 —-72 h.
With the increase of concentration of PA or the prolongation of the treatment time, the proliferation inhibitory
ratio of the tumour cells increased notably by 5.1% ~24.3 % when treated for 24h, 16.7% ~72.3 %
when treated for 48 h, and 30.2 % ~93.4 % when treated for 72 h, respectively. When HCT-8 cells
were treated with 5. 0 mmol/L PA for 72h, cell cycle analysis with flow cytometry showed that the
percentage of HCT-8 cells in G,/ G, phase reduced significantly and S phase was relatively increased
(P<0.05). Conclusions PA can arrest G, cell cycle and inhibit cell proliferation.
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