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Effects of combination of arsenic trioxide and octreotide on

proliferation and cellular apoptosis in human hepatocellular carcinoma
ZHANG Xia , et al

(Department of Gastroenterology , College of Clinical Medicine , Chongqging Medical University)
[ Abstract] Objective : To study the effects of combination of arsenic trioxide and octreotide on the proliferation and apoptosis of hepa-
tocellular carcinoma cells( HCC) ,and to explore the mechanism of their action on liver cancer. Methods : Heptocellular carcinoma cell
SMMC — 7721 was treated with arsenic trioxide and octreotide. Cell survival rate was determined by MTT assay; cell cycle and the
apoptosis index were determined by flow cytometry ( FCM) ; the morphological changes were observed by transmission electron micro-
scope. Results : The combination of arsenic trioxide and octreotide significantly inhibited the growth of SMMC — 7721 and the concen-
tration of each drug in combination is 2.022pmol/L and 8.(088pmol/L that was less than single use of arsenic trioxide (3. 707pmol/
L)and octreotide (22.637pmol/1.). The combination of two drugs can arrest HCC in S phases and induce apoptosis. Conclusion : Ar-
senic trioxide can enhance the antiproliferative effect of octreotide to human HCC and induce apoptosis.
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NATEHME B SMMC — 7721, 81 & K BE $L K % B hr
HBE . RPMI - 1640 35357 K (3£ E Hycalon 23 &), /N 1 i
MU EHEEYRSHRAA). RS (MTT), &
ER(DMSO) BLFIRE (PD (£ E Sigma 22 8)), A SRR
UL SS0(B A BIO-RAD /v dl). BB B #ME(OE
NIOKO A F).CO R (H BB &) . AnOs (RE/REEHR
BRI A R AL, B h AR (Octreotide) (B - 1B 1EH 25 H R4
al), e A RPMI— 1640 B b Fn s BEROWE . R4
{X( FACScan Becton Dickinson, USA) & ¥ B8 6% ( Hitachi —
600 #! , Japan)

1.2 Fk

1.2.1 AR 35 K g m g5 4R H (B ik (M) 46 410
£ AR 7721 FE 10% 0 dE RPMI - 1640
FFRi L 7E 37CCO, BRI . LR A3 R i
MM RAMBEMHAFEREL DTN H R MTT %,
0. 1% R A B AL BT 5O AR 7721 400, ) 55 2 Big
FRER 5 10* 4~ /ml, LAEEFL 2000 HR0 T 96 FLEE SRR,
24ah MMM RE R R AR LR AMA & R EEE As, 0
1 octreotide BIBE IR 2000, ApO; HEIHRE 35N 0.5,
1.2.4, 8umol/L, octreotide B & W B 4r 5l R 2.4.8. 16,
Dpmol/L, WG HEEN 11 (BRHRGHEKRSE 1 F. &
hn100gl) . TEEANMEEHREAFLYMERR. 81
Mg 3 FITFL, £ CO, MEHIER 2hiF. BILPMA
0.5%MTT20pd #E2HEFF 4h, 55 L&, A 200pd DMSO, fif
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1.2.3 A B (FCM) B &4 10pmol/L oc-
treotide . 2pmol/L As; Oy A B 4pmol /L. octreotide + 1y« mol/L
AsO; TERIM AN X P Z00E, A 0. 1 % R B B H L. B
L>(1000r /min, 10min) , i, PBS ¥E7% 2 X (1000r/min,
Smin) , LA R BRANMEER -, 4 S R B 4 MR R0 PLMRR
57,4C & 30min, EALSE ,  F ModFie 3 {4547 40 i S
Wi R TS

1.2.4 BHHENE WER LRKRELYERKMAERN
IFERA AN AE, 0. 1% BREE 1 B {k, B .0 (1000r/min,
10min) , 3 3%, PBS $ % 2 X (1000r/min, 5min) , B A 3%
IR _EERGEE , 10g/L SRS EE B I K , 3R SRS 618
138, BG BV R B EENEER .
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IR Rt AR TE <<0. 3 B K- CI>1, 76 >0.3 3
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HEHTHEBEMWE, 1pmol /L As,0; 5 4pmol/L oc-
treotide BE A 4038 7721 LS , T2 L R RO R T AT
TRLRH, A AT AR ST ME, AR A
B R, BER PR, WE 2, RAZYLERA)
MR A, IR, FRaRER, BNAM
MBI IRY), AR R, RE A BN IAE,
LA 3,

£1 AuO 5 octreotide B AR & AR 7721 MBEEGTMH(T £5,2=9)

AsO5
octreotide pmol/L 05 0 5 2 3
0 — 0.071+0.006 0.171£0.003 0.312+0.005 0.470£0.003  0.820+0.003
2 0.151£0.004 0.193x0.004 — — — —
4 0.186£0.002 — 0.341 £0.003 — — —
8 0.300x0.002 — — 0.417 £0.002 — —
16 0.386 £ 0.003 — — 0.612£0.005 —
32 0.614 £0.005 — — — — 0.871 £0.005
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B2 1umol/L As,O; 5 4pmol/L octreotide BE S A TR IF Y
7721 4REA(TEM < 4000)
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it fn, G, — M 40 T tb 3 o8 2L PR 25 & R G S 3
ST I B, Gy /Gy . Go — M A 40 B L 151 3
AV FERIY S HIEEER, W& 2,

£ 2 A0 5 octreotide ¥ 7721 4BAA EIHAEY
R RMAETE (%)

Ganil HT GolG S G-M
X7 R — 70.12 20.53 9.35
AsOy 31.94 73.61 23.57 2.81
octreotide #H — 65.71 26.66 7.63
ECRH 11.47 60.81 37.23 1.96
3 i
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AL EE R IR T octreotide REAM I (A S0 E
Fri A HOC $REYIEFH, T As,O; MU BEMIR (A 51E SR
WA HCC By, T E R A F AT HNER. 3 oc
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HCC vy, B 25 & FIEA W B R E1ER,
TeHSRAE > 0.3 RO (5= W2k B )R o [RVE R SR
HEBE, E 1% 8umol/L As, O3 5 32pmol/Loc-
treotide BE-A 18 FART , AT {# octreotide BT 2R B L FHZY
ATEY 0. 614 3= B4 R 0. 871 T HEEB L As,
O, IR IE (B As, 05 B, D, = 3. 707pmol /L, B 24
A BT As, O3 B D, = 2. 022pmol /L, AT 1.83
), B EFER/EH., CaX ¥FEHMH As
O:50umol/d J&I7 AP REIE % 1) St P 4 b 40 i B
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HET As,O; 5 octreotide 3 [ 3198 15 F A9 #1111
KB, ARG RER, LG RN AsO; BE
158 T octreotide #P | A HCC 8938 FEARE 11, XL HEIH
SHMAT, X OTRER P ZY G = A4 B B U R 3 1)
HERFEEZ —, A2 XM E 8y sem b )
BLORE AsyOs HAMBET R T A, XEE A
AP A, O MWK E A Lpmol/L, ik F 5/ 5t
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treotide BX A F BT S $IPH & /E W] B & TR 25 2
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I ST

RIBZYZ RS 1 E 08, P EER N E
FAT B R AR B b o 2 A A K R, U G 2Y
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[FIRtE FXF AN HCC 894 ) 5 £ B 42 & T A 3 ok A
B, 2R ZS AT R R T A R 32 (R X i 4
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