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Abgtract :Objective  To investigate if the PKCol ASODN delivered by polyethyleneimine(PEI) can enr
hance the drug-senditivities of 5-f uorouracil (5- Fu) , arsenic trioxide(As:Os) and (HCPT) on human hep-
atocellular carcinoma SMMGC 7721 Cell line. Methods SMMGC-7721 cell incubated with different concen-
tration of 5-Fu, As,Osand HCPT aone or combing with ASODN or PEFASODN , the inhibitory rate of
cell proliferation was tested by using a cell counting kit (WST-8 method) and |G was calculated. Results
Three chemotherapeutic drugs combined with PEIFASODN (0. 25U mol/L) reduced their 1Csoto 3. 9H of
ml 2.674 mol/L 1.46M g/ ml respectively, and their chemotherapeutic sensitivities was enhanced 2. 86 ,
1.84 and 4. 01 times compared with the pure chemotherapeutic drug group. Conclusion PEFASODN can
enhance the chemotherapeutic senstivity on SMMGC-7721 cell line, and HCPT gets the best combined
effect of all.
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RPM 1 1640 PKC-a anti- , (Q<0.85), 1Go 26.74u ¢/
sense:5-GTTCTCGCTGGTGA GTTTCA-3 ml;5-Fu  PEIFASODN ,
1.3 WST-8 (Q=1.15) ,1Go 3.9u g/ ml, 4.01,
> 95 % , 5 x 1 4
10/ ml, 1004 |, 96 , 3 , 2.2 As0: PEIFASODN
4n, 40% 50% As0O; I1Go 4.93Umol/L; AsO; ASODN
A SODN A SODN , (Q<0.85), IG 5.33
PEIFASODN , Mmol/L; AO: PEFASODN ,
PKCa A SODN 0.254 g/ ml; PEI (0.85<Q<1.15), I1Go 2.67H mol/L ,
PKC 34, 1 3; 48 h 1.84, 2 4
CCK-8 0pl, 1h, 2.3 HCPT PEIFASODN
(Bio- Rad) Aasonm ( 450 nm, HCPT IGo 4.184¢g/ml; HCPT ASODN
655 nm) , | Gso ; , (0.85<Q <1.15), 1Gsw
=[Ac - Ac H]/AC ) %100 %; 3.1yg/ ml, 1.34; HCPT PEI-
= | Cso/ ASODN , (Q=1.15),
| Gso 1Go 1.46U g/ ml, 2.86, 3 4
1.4 Xxts ,
SPSS 13.0 3
1.5 Q el C
Q = E+bol (Ba+ B- BaxB) , Ea , PKCa
En ,
JEa+ b “ PKCoa ,
Q< 0.85 ,0.85<Q< 1.15 ,Q , tel
>1.15 PKCa
1 5 Fu AODN  PEFASODN SMMG7721 (W g/ mt)
5 Fu 5 Fu ASODN 5 Fu PEASODN
5 Fu ( %) 5 Fu (%) 5-Fu (%) Q
0 0 0 12.4%4.1 0 18.4%1.4
2 25.1+0.9 2 26.8+3.4 0.1 14.6+3.1
4 34.7+6.0 4 31.4%+5.6 0.5 33.8+10.8
8 40.9%+2.4 8 34.4+1.5 1 30.7+2.1
16 50.8+1.4 16 42.8+3.1 2 36.0+3.4° 0.93
32 76.1+2.7 32 55.4+7.5 4 54.8+1.9° 1.17
5 Fu ,P<0.01( A SODN 0.25u mol/L)
2 A20s ASODN  PEFASODN  SMMG 7721 (M mal/L)
As0; As0s ASODN As0s PEFASODN
As0Os ( %) AsOs ( %) As0s (%) Q
0 0 0 10.4+4.1 0 13.6£3.8
2 53.2+1.2 0.5 -7.6+2.8 0.05 -0.5+7.6
4 63.4%1.6 1 -7.0%3.4 0.1 2.8%7.6
8 74.5+1.3 2 1.3+4.2 0.5 25.9+5.7
16 61.0%5.7 4 28.9+1.2 1 53.1+2.5"
32 71.846.5 8 47.3+16.6 2 64.6+1.2" 1.08
0 ,P<0.01( ASODN 0. 254 mol/L)
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