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[Abstract] Objective
line(HCT cells). Methods

apoptotic cells and cell morphology characteristics were analyzed. Results

To investigate the influence of nimodipine on the proliferation of human colon cancer cell
HCT cells were treated with different dosage of nimodipine. Then, cell growth kinetics,
Compared with control group,absorbance
values of HCT cells, treated by nimodipine with concentration of 0. 1—20.0 pmol/L for 12 and 24 h, were different.
48 h after treatment of nimodipine with concentration of 20. 0 pmol/L, the inhibitory rate could reached 35. 67 %.
Proportion of cells at G, — G, stage increased with the elevation of the concentration of nimodipine. When the dosages
of nimodipine were 10. 0 and 20. 0 umol/L, the proportion of cells at G, —G, stage were significantly higher than con-
trol group,and that of cells at S stage was significantly lower(P<C0. 05). Conclusion In a certain range of dosage,el-
evated concentration of nimodipine could effectively inhibit the proliferation of HCT cells, which might be a new ap-
proach for the treatment of cancer.
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20. 0 pmol/L 71.18 20. 28 8. 54

2.3 BRMEBETARMTIES @it H B agmig, &
BB LS HCT 4N ffg b 25 s 1] 9 9 £% . 200 B B £k, e
o SR R4 AT e R R L F H 20, 0 pmol/L JE B P 1E A T Y
HCT 20 Mg 8 T8 25 bo X HE 2 A 20 B 0 T8 S W 3 4
3 i e

CCB & IIfi BR &2 4 UL B9 B F 0 1L 45 R VR IT I 2
W™ A2l 2 A VRN A0 R PR O S A T R EE L R A 2 ) i
I 240 60 1% 396 B 7 A AR 3B AT 1 P Sk SR 2 16 T AR T
2 (U 7 S0 B, A B SR R L1 CCB 24— J8 35 4 5% % HCT
AT 5 4 T 200 3 5155 10

IAARBFFE T LA A 6] ok 1 J2 3 4t 7 %0 HCT 41 il 1
A — I Wi FE 48 h JF,20. 0 pmol/L 1Y JE 5L ith
FAYER T HCT 4 f, 3 ) 277 35 35. 67 %, X 5 3¢k [5-6 14k
TS RANAE A I FLNIR G B84k BT LR, bl %5 2 550t
ST B B T v+ SH I G JRE AT I £ 8 R ) A0 ) 0 L 3
T A 3 3 440 B (SRS U v BT A o B A 8 e b T VR R 1) R

s Go~Gi I HCT 240 & 53 R 2 #i 7H = - [ S M HCT
240 5 ) A R I 224 T B S ok 2 O 10. 0,20, 0 pemol/
L. Go~Gy SR E 20 SR WL & T3 IR ALA 77 20 L TS S35 1Y
AR BTN BMANT R ZFARITFEL (P
0.05) . i HT JE B - 1] LA il HCT =1 T Go~G . H
it i B2 45 4 1) RUCR BB L 5 SR B AR A .
BT R AT LUE e 5 F E 2R M6 HCT 40 g /Y 1 58
KT SE 1 R U8 T ARy ot A O A 7 40 i 0 o B 300 o i 40 Y o
B AR . 4 SCHRI8-9 JHRGHE « 76 — 52 Wk B Y e S AR T
HCT 461 4 Uie 55 85 8 7 W 2 T . BEWIJE 5 3 o AT DL AE
HCT 40 #a 98 T30 7 A= 45 S (8] B 435 5 B BT 1N 45 8 0 3
7 T LRG0 M T A X — WS AE RT . dla AR R
YR TE J5 W0 F 5 5 A Hp AT DU O e 55 3l - 19 50 &k 9 43
e A ) o B2 T8 B3t 7 T HLCT 40 i I J5 N 0 9 5 o 52 o DA T
B BT R B MR AT HCT 40 08 v i B fdod 7

L BT AE — 8 0 B BN L B JE S T e B B T
A LA RO NS5 T g A R HCT i 36 58, hy i 988 149 36 97 2
(3 WL DR

& ik

(1] XFEFH M. 697 .55, B S T S I0E IR & A
Yo AL P9 B 40 M 0 T s e L) . o [ 5 0602 W
2011,15(6) :22-24.

(2] FNHIRT. 8 S b F- 55 Bl Bl B 1065 % HIL-60 28 il £ ki i
IS H 457 7% A B o 4 L P T P AR A R e i B S LD, B
5. K ,2007.76-78.

(3] FhG . e, Tk e , 45 8 B b oF HR 85 X G 2 e v HIR R B0
P A% 2 S T i PR T T BE L] B R% &
bR ,2011,47(1) . 25-27.

(4] Z=Hlik. EMEAR, F25, 4 RS F X H. O, S & N
B 2 A 0R T 0 R e [ 0. U MBS 2 B A 4R, 2012, 35(2)
124-125.

[5] WEWrEE 4B T 4R #1401 IE GMI B 4 J8 5 1 T X i
NP A FS A MO T B PR T AR e R B AR GA R e LT . Bk
P PE 22 2R 7.2010,39(8) : 947-949.

[6] Zizic JB, Vukovic NL,Jadranin MB, et al. Chemical com-
position, cytotoxic and antioxidative activities of ethanolic
extracts of propolis on HCT-116 cell line[J]. J Sci Food
Agric,2013,12(7) :12-19.

(7] FEECHR RS BR AT, 45, I BN dsfe i 78 v 303 405 ) JE 3
RSO = O WA N iR A ML R ES R (v =R
2010,48(6) :1-2.

[8] JWIEM . X B, ACE,E. BEEMTX rhTGF-o 51
AW %95 Hep-2 20 M 3% i & RNA 4348 B 1lmRNA 3£ ik
BRI [T 1. S 9M K 2 2 47« B 24 R 2009, 44(3) :537-539.

L9 far R BE, 25 SCUR L 4R 0N L 5. J2 S b S 08 i 1S 1t S8 2 am. v
140 A 256 R IR FEE F-o SR M) ], LR
%#,2010,38(4) :386-388.

[10] Wang TP, Pan YR. Fu CY. et al. Down-regulation of
UDP-glucose dehydrogenase affects glycosaminoglycans
synthesis and motility in HCT-8 colorectal carcinoma
cells[J]. Experimental Cell Research,2010,3(16):17-32.

s H 3 :2013-09-12 & 18l H 1 .2013-11-20)





