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Effects of cisplatin, oxymatrine on the cell growth and telomerase activity of

QGY hepatoma cells
HE Song, et al
(Department of Gastroenterology, the Second A ffiliated Hospital ,Chongqing Medical University )

[ Abstract ] Objective: To investigate the anti—cancer mechanism of cisplatin, oxymatrine by observing their effects on telomerase activity.

Methods ; The inhibition of proliferation in QGY cells were estimated by MTT-test. Distribution of cell cycle and apoptosis were analysed

using flow cytometry. The changes of telomerase activity were detected by PCR-ELISA method. Results ; These two drugs could inhibit the

proliferation of QGY cells, block the cell cycle, induce its apoptosis and inhibit the activity of telomerase.Conclusion : The inhibition of

telomerase activity may be one of the mechanisms for the anti—cancer effect of the two drugs.
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A4tk QGY HME REERIRZE AT R B ST AR i,

EENR. T W(1965- ), 5, %+, 84,
IEHAFT @ MBORBEBE,

EMES 10%/ FE FEE 100p /ml EEEE 100 /ml
¥ RPMI 1640 ( G1BCO, X H ) E5f &+ . BT 37°C .5% CO,
¥E3:48 (SHEL-LAB 2300 ® 6 H ) NiE %%,
1.2 #HabiXH

CDDP ( WA EMBIZET ) ,OMT( TEE LW HR
AR, FRABWRAGYE AN IR IAERE (LR
1) MTT( MEFEEREMEL) ( EBEFEY TEARAE)
BC il A Smg/ml, iHIEBRTE S B . I EEWAR ( DMSO, b
20l WRARITIRAN ) o Telomerase PCR-ELISA R & B
FEHE Promega 4= fEI2EF]
1.3 MTT %03 & K B3R A& 49 CDDP . OMT 4% A K Fl 8 8] 2t
QGY#m o34 55 ¢4 vl

BT EUE K BRI, B 0.19% 8R4k, S Rk B
5x10° 4~ /ml FALRIR, BFTF 96 FLIE RSP, B
200 1, SER SRR B , 4Ef % B 4H , CDDP.OMT FFf
AR ERTRH, SN 2001, FHE 5 MFTFL, B
37°C 5% CO, FEFRAHM , 7T BULE ¥ 24h 48h 720, B.OFE L
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&, il DMS0200 . 1, 7£ B 3N B§HR{X ( Bio—Rad-550 BIEH,
K 570nm ) EIHATLEOLEE A &, HHE KA R
#, UL ELR 3K, BOFHME.
T FIAR T EmH .

R (fa)=(1- SLRA V- A {8 / 4 X RE T
AfH) x 100%
BEFHH R E AR PRBOIRE (IC,)

fa/fu=( D/Dm ) m

fa JHIER fu (FETER ) =1-fa,D HHWEE ,Dm h
TRl BE BT 2R g 0.5 BT TR 49 Mk, m SR,
1.4 MTT ZME CDDP ,OMT Xt QGY HMTALRE S B0

BOEAE KB QGY,0.1%8E 1L, HIRMMR%,
ARG BT 5 x 10° 4 /ml, P 20ml (1x10°4)F
200ml¥EFE RS, 328640 3 4, BNt M4, CDDP. %%
3K H, B 37C.5% CO, IEFHFFAEEFE 72h, A51H
0.1%BEEF Ak, R4 E H 2.5 x 10° A /ml, #FF0F 96
LIS, FFL 200 1(5x 10° A/ 7L ) , B eR3ER 20 7L,
B 37°C.5% CO, R F1EFH, 2 9TF 30min.60min . 90min .
120min IREURAE 4 FLIESRWR , FAAE SRR K BRI 0E 2 K, A
RPMI 1640 %3 # 2001 % F o 120min LA 1640 3535
200l J5,96 FLIESEME L, REBHE S 4 ILIERK
(FEA&HXTREA ), I0A 200 u.1 RPMI 1640 8535 % , R 5 18
FLEH0 20 p IMTT, FEE3% 4h, I MTT B AT A B HE
ZHEAR AR, KR = ST A{H/ XFHA A
B, DELRER 3K, BOEFHE,
1.5 AX A2 CDDP OMT 5t QGY 48 50 B 35 2 A &
RATeh¥Aa

BEBU A KHARI AT, B 0.19% RS 4k, i Bk i
5 x 10* 4~ /m] BRI , 8D 20ml F 200ml HE3R MM, =8
4y 3 28, BIXFBE4H , CDDP .OMT3 M S2%6 40 , & 37°C 5%
CO, BEFE 5% 24h,48h,72h,, > BIME & BB UM, PBS ¥
B2 BRI EP EPRE.LF IR, B8 IAT
1) 70% 2 BE[EE 1h,PBS BE% 2 1K, B SRR M A RE R
FPLERIR S, 4°CHUE 30min, BHE A FCM BRE
PIB & B K 488nm JU5E , 7+ Modfit LT2.0 344 4 Mg
B4y KA TN,
1.6 CDDP OMT 2t QGY %m At &% 45 B 7& 14 44 %5 oh
1.6.1 MR 4% AN BT SR K Ab BB R 2 40 M (SO o
SHME R BAIM, B2 x 105 AR EP S &E
H3%E, 4CIREE.O,FLIER, 0 20001 REE , KB
30min, 4°C { iR % & ( 14000t/min ) & > 20min, BB 175n1
W (HMIREOR ) TIE% EP B, - 80CIRIEEA.
1.6.2 BA¥ARAHIE B 2pl FEHERRA,65CK 10min,
1.63 RT-PCR EU 10| 4IMTEREUK , IO AR R JEEY) , Sk
150 0 1,30°CiE 4 % 20min, 94°C K% 5min, £ 94°C 30s A5
£ .50°C 30s iRk \72°C 90s ZEH,30 DFEIR,72°CH 1 10
min, P24 4CIRFE

1.6.4 ELISA & BN SR BTG YE B Sl PCR R BL™
Y1, AR 200 1 RS, FIBHKE 10 min, FAIA 22501
LS TSRS, BL 100 p | IIFIEEE B I BB 96 FLAR
W, #4T ELISA &,
1.6.5 BRAIE  PBHEWNIEA <02, FHENRE A> 1.0 AN
W5E
1.7 #itar

BRI G SAS6.12 BRAOM T, SR x £
FoR,FIREASBHRRA 8, AR P 0 Bk
A x5, BEMKEL P<0.05 #IH,

2 7 R

2.1 CDDP.OMT 2+ QGY #mAb3 74 &) 3741 4k A
MTT 45 5% 80 : CDDP .OMT X} QGY 4 fif)

B EAMGIER . SRS YR B RS

Mg, BA R EAKEIC R ; Bl A B 1E i K M b

hn, BLA A K #5522 . CDDP 40 &4k B K it A 22 JA]

P<0.001,0MT 4 & K ATiE 28] P<0.001, W

= 1.

F 1 MTT Z#&# CODP.OMT X QGY ZARIEFEAIIFIE (x+s)

it 2Bl
( mmol/L )

24h

48

72h

CDDP 0.0083
0.0166

0.0322

0.0664

0.1328

OMT  2.1544
4.3088

8.6176
17.2352
34.4704

0.0588 + 0.0024
0.1170 £ 0.0091
0.3167 £ 0.0109
0.4456 + 0.0194
0.6802 £ 0.0095
0.0027 + 0.0006
0.0230 + 0.0041
0.0865 + 0.0081
0.1191 +£0.0110
0.4517 £ 0.0131

0.5448 + 0.0124
0.6659 + 0.0097
0.7814 £ 0.0111
0.8179 £ 0.0210
0.8716 + 0.0067
0.0529 + 0.0032
0.2059 + 0.0083
0.2395 + 0.0091
0.3322 £ 0.0117
0.7240 + 0.0133

0.7411 £ 0.0078
0.8227 + 0.0067
0.8828 + 0.0119
0.9315 £ 0.0199
0.9659 +0.0193
0.1663 £0.0108
0.3277 £ 0.0175
0.5327 £ 0.0113
0.6591 £ 0.0142
0.9340 + 0.0049

HRYE MTT 45 R K32 it8 i CDDP.
OMT #EFH QGY 4BMf 72h B3R E (Dm ) 251K
0.0025mmol/L.7.3822mmol/L, 1588 CDDP %t QGY 4
M HIYE KT OMT,

2.2 CDDP .OMT *F QGY 28 e #: M4 /1 ¢4 Bvhy

MTT ¥£018 QGY MUK R Ib S0 . B
2 B R B A<, X R 2 490 B KG B R P 38, ER AR
N E#5254H (CDDP J: OMT) 40 okt R A =l B
HxE . W 2.

MFE 20 HL, XTEEAER B2 E P<0.001,
CDDP 4 £ B} Bt P <0.001,0MT 4 & BBt P <
0.001; CDDP 41K5BH 4. < OMT 4LKi PR .
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%2 CDDP.OMT X QGY 4ARa¥5HI AR ( X )
LI 30min 60 min 90 min 120 min
*THBLH 0.5247 + 0.0177 0.6512 + 0.0239 0.8484 + 0.0481 0.9136 + 0.0071
CDDP#H 0.3072 + 0.023 0.3503 + 0.0125 0.4454 + 0.0050 0.5856 + 0.0141
OMT# 0.3159 + 0.0129 0.3840 + 0.0079 0.4990 + 0.0183 0.6495 + 0.0158

2.3 CDDP OMT 2+ QGY #m gL Bl #1 5- A ¢
AT R EY . 4 CDDP /FH QGY

Zf 24h 5, i GyG, BAA ML/, HMAIRHA T S

#; V5 48h & 72h |5, G/G, HAAMmL, HBE S &

G/M HiFH#F , 7€ DNA H 7+ G, R B BRI —

&A1 (Sub-G, ) /5 DNA A& , SRR 4 M 3 T

g, 7> Bk F] 4.58%F1 6.33% . OMT £ QGY 4if

24h J5 K40 R BARE T T GG, F1 S #,48h K& 72h

J S H, TR B 18.27%F 16.28% ., 158 FIFH

25 YIRERE I QGY 4t a1 400 A0 A A A A2 [R) B 5

IR T & x 2 K, (R B[] 1 4 40 MU 20 A2 )

REFREA TS P< 0.01, E5F BEHE XL,

%3 CDDP.OMT X QCY HMAMS FRATHIZM(%)
BHE]  EKE  GolG, S G/M
24h  NTHEZH 70.74 17.95  11.30 -

CDDP 55.04 44.96 0 9.22
OMT 44.36 25.69 29.95 7.56
48h *THELH 67.25 19.50 13.25 -
CDDP 42.22 36.76  21.76 4.58
OMT 69.00 25.41 5.6 18.27
72h  XTRBZH 7151 2132 717 -
CDhDP 53.54 2144 2502 6.33
OMT 58.05 31.53 10.42 16.28

Apoptosis

2.4 CDDP OMT 2t QGY 4% %5 B 75 1 49 % vf:

s kM, WMZYER QGY 41 24h
JEHIHE R QGY 4t Mo B 9 I ME 3D, 72h 5 356
B TE PR RS BRI, X — 25 R LR RP 2y Y mT
0 i) 98 40 B b BB v |, B RV R R & R
i ] B R4 S 25 ok B 1 385 o i 444 5% , EL A5 At [] A
KIBAKH M . 48h.72h 53T BRA 2 (M ¥A B &ML
5 (P<0.001), W& 4,

£ 4 CDDP OMT X QCY AR AIERE RN (A &)

LI 24h 48h 72h

YTEBZH  1.7567 £ 0.0103 1.7673 £ 0.0156 1.7763 + 0.0088

CDDPZH 17053+ 0.0054 1.5363 + 00104  1.2160 + 0.0075

OMT4  1.7424 + 0.0035 1.6943 + 0.0087 1.5423 +0.0115
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WG R AR R, T AR A,
R ESPEBOE  E R T B4 a3t a7 MR
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HEHFZE AR, IRERES, AEF T
o1 Bt o Tk S E T Rk T A9 A A Hh ok PR
HFRIER N 85% LA |, HFESCFEE 1 PR skl B
YEEZR BTG R . )RR A0 BT 4R 2 00 S0 e T AR
e, HERRHE. WmAMrEMEaRtEEEsE
WIVER, HINEE RIS INE E )75 F DNA Sk,
REL 1 Sher il 40 43 ST 46 5, RO e f6 /& DNAL 11
il A AT e K E R A E R . B
I, VP B2 HEI , S by B T RER bR IR T B
Az,

AT B MTT 3545 R B /8 : CDDP . OMT X
QGY #HMI LT B A MEIER , K REEZY
WEE RIS RS I, B K BAKHI L R ; & AR
HEER T, B A A BT EMK#EIL R . CDDP.OMT
FTLARER QGY ZEMUf RS MisE ST, H CDDP 4 OMT
A HE SRR SI/E R . @1 PCR-ELISA A
CDDP .OMT X BT 40 Bl ¥k QGY ki B i M iy 5%
W, & B—E W CDDP .OMT #R AT LA R A2
N QGY 41 Msm b B E I H R AL R AT B
A AR R . IAART QGY 2l Bl F 3G 58 % sk BS 1E
PRI HIVE % OMT 38, WN4AH[R) DNA FIBRLE
KEERH G-Pi-G Fl A-P1-G (I, Tk F
% #F RNA (human telomerase RNA hTR)# 5% 3£) J 5
IERE S XMEEM, HILREIMH T hTR AFRIEM
T X st B TR PR HEAT TR, (B RS 5688 hTR
49 3% 1K N SR B T T B 56 R O JOAH SR D, TR g
i hTR X dyby BETE 2 AN B BRI A 4 A R
HE

EATELR HIWEEE] CDDP.OMT ZEHH QGY
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HIRIAR AR B (B Holt FEHE H , bl BT
HHREAEARFAHOZSNINBERHALAREHE
AEA, , Sl B TE M B -5 bR 4 B A K s R )
AE3C, 1B H 4 A A BRI AL 5 L S vk B 1 2
B, PIZGXS R 403 R B w5 T RIS
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Kondo SEBFFY R BH , 1 ] v bor B TE M BE 14 58 T
HiES LB RBARER U251-MG 8 1= &9 UK
B b BE P B8 ST U R 55, N sk
Tl 00 5t 3 400 ) e R 4 G S L S 0 P BB Ak T 24
Y14 CDDP ) 8UsRE , 410 40 MO B 14 6 o s G 410

AAAAAAAAAAAAAAAAAAAAA

25 N SR AAL ST 25 B A I A (L BE E REAIR
HeF7 25 o5 B LA FEBIVE A, T ELRE S8 1R R i
TEIRTT R I EGIT R T — R gE.
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AR A S A T R MR AR A
BT AR SRS T R, X RR
it s Ao g TS T 0410 W T RE R B R 25 ) R B
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