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Inhibition on growth and proliferation of human hepatoma

cell lines QGY and HepG2 treated by 10 — HCPT
ZHU Baohua , et al
(Department of General Surgery,College of Clinical Medicine , Chongging Medical University)
[ Abstract] Objective : To investigate the effects of 10 — HCPT on the growth and proliferation of human hepatoma cell lines QGY and
HepG2 in vitro. Methods : QGY and HepG2 were cultured in RPMI1640. They were treated by different concentrations of 10 — HCPT
for 48 hours,and by a dose of 100pg/ml of 10 — HCPT for different hours. The cell growth indexes (GI) were detected by MTT col-
orimetric assay. The clone formation rates of QGY and HepG2 were observed by soft agar assay. Results : The GI of HepG2 and QGY
cells treated by 10 — HCPT with concentration 10~ 360ug pg/ml and 30 ~ 360pg pg/ml were significantly lower than that of control
groups respectively (P<0.05),and the inhibitive effect increased with concentrations ranging from 30 to 360ug/ml in a dose — de-
pendent manner. The effects of 100g/ml10 — HCPT on the growth of QGY and HepG2 cells for 24 hours were significant as com-
pared with control groups( P<0.03). The inhibition in 36 ~72 hours was highly significant ( P<<0.0[),while not significant among
themselves (P>0.05). The clone formation rates of QGY and HepG2 of experimental groups were significantly lower than that of
control groups respectively (P <0.01). Conclution : 10 — HCPT could inhibit the growth and proliferation of human hepatoma cell

lines QGY and HepG2 effectively in vitro.
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F 2 8548 (Olympus) , 5140 # CO, ¥ F 48 (Napco) , Multi-
skan MK3 ZYE#HR{Y ( Labsystems Dragon) .
1.2 QGY # HepG2 €43 #

& 15% K /M- ILE R RPMI 1640, %E 37T 5% 00O,
I E R FIEF QGY M HepG 2,3 KA 1 1R, 353 ExH 4k
K&,

1.3 FE#RAE 10~ HCPT #f QGY # HepG2 thsh £ K 84 ¥
%)

BB K QGY #1 HepG2 40 /0, % #LiH e, VAR 4
MUt E (5~9) X 10* /ml, LA FL 100 HFhF 96 FLIFFF
] ,37C 5% CO, W H M 1537 24h % M. B 10 - HCPT
Wi (1mg/ml) 2ml, F§ RPMI1640CR & /VF G R & B E)
B R AN T ¥ BE + 10pg/ml, 30g/ml. 90pg/ml. 180pg/ml
360pg/ml. FEFLEEFFE, BILINASWKE 10 - HCPT K
1000, BURBE % 6 T B AL, 5 B LE 0 A SFR F RPMI1640,
* 37C 5% CO, WH M P T 48h )5, BILIMA MTT &
(5mg/ml)20p], HELIEH 4h, B & LA, LN A DM-
SO 100pd, BFH M 15min, MK3 B B4R (] € &% FL R BE
ODyoofH , TTE F X A4 £ 8 B (relative cell growth index, GI)
Gl =L OD,gy /51 FEZH ODyop X 100% , GI > 100 % 7 %l 3
K, GI< 100% M FIAEK
1.4 10— HCPT #4 QGY #* HepG2 %8 #t 4 K &4 B 4] & 52

B QGY M HepG2 4, FHILIZFFEK, BILHMA
100pg/ml B9 10 - HCPT #¥K 100p], 7 37C 5% CO, WEH
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R 3% 1.3 #47 MTT €6, B4R I E & FLIE A B ODygo
{8,158 GI, 22 1 o fa] 2800 B 2% o
1.5 10— HCPT #f QGY #= HepG2 £LI&H i £ 49 vk

B QGY 1 HepG2 #4Hf, % I 4L , A RPMI1640 3k 2
W, 5+ B A 100pg/ml 10 — HCPT % ¥ (LB 4 ) M1 RP-
MI1640(54 8 4 ) & HepG2, WM A MIIHH(E 400/ml. H
RPMI1640 ALl 0. 6% 3hg , S it ¥ ## , 3% 541 3ml
FHTOoFLAMILEFR, ARA AN EZHE, MRBEET
A5CKE, MRS FHREBRER]R S, A LIEAL 2ml
AR BEFEFL(BY 400 1 FLAIML) % 6 NMEEFL, & 37C.
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pagict 0 100 100
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100pg/ml ¥ BRI 10 — HCPT £ F HepG2 4
M 12h, EEEAKMEEHA(P>0.05),fEH 24h


http://www.cqvip.com

BEEKERKAEEE 2004 £ 29 %5 3 #8 (Journal of Chongging Medical University 2004. Vol. 29 No. 3}

D000 http://iwww.cqvip.com|

— 307 —

&, A KMEER S TIRAR B EERF(P<0.05),
YER 36h.48h #1 72h HEFRAEH B ¥4 P<0.01),
ZEZBIERLEEE(P>0.05), WA 1,
2.3 10— HCPT s QGY # HepG2 1 f8 % 5 &
5% h

5% BB %, 100pg /ml ¥REEHY 10 — HCPT 52
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(P<0.05), WA 2,

3 4 i

E S 5 E A, BT R R S 245 B SRk
5%, LIATRE 40 OBk #E 4T MTT Mo 24 s 5 I RSy
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SEEIS, SCR LSS F B . 10 — HCPT X A FF 9% 41
i QGY F1 HepG2 &S K 38 58 BAG BH iE #9401l
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1)), Topo BESE A4 AR PY 49 Z5 0 R AT, H P # 1
SEHEE [ Xt 4E3F DNA S5 H 1T ae LA R AR UE 40 A /9
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Bt DNA — Topo — L 1 #ll 77l 88 i B4 7% 15 34 FH )
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FERIEE AR, M Topo— | fEIEME EREINGE. B
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HCPT # 3 5 A% QGY 1 HepG2 4 Topo — 1
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