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Abstract Objective To establish a human hepatoma carcinoma cell line with IDO gene steady transfection and verify the gene ex-
pression of 1IDO in HepG, cell, which provides the foundation for the tumorous immune escape effect of pcDNA3. 1 - IDO. Methods The
eukaryotic expression plasmid pcDNA3.1 - IDO and empty vector pcDNA3. 1 were transfected into HepG, cells with lipofectine. G418 was
used for selecting the positive clone. After being screened with G418 ,the single cell clone was sought out and cultured. The expression of
IDO in HepG, cells was detected by reverse transcription polymerase chain reaction( RT — PCR) and Western blotting. Results Not only
at the level of transcription but also translation, IDO gene expressed in IDO transfectant confirmed by RT — PCR and Western blotting re-

spectively. Conclusion Stabily transfected HepG, of pcDNA3.1 - IDO Plasmid can lead to upregulating IDO mRNA and protein expres-

sion obviously,which showes transfection HepG, of pcDNA3.1 - IDO successfully.
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neTM2000 %% i 7] ( Invitrogen /3 H] ) ; RNA $2 Bl 1) & (£
Gentra /2 7] ) s PCR J I i 71 & (25 E Promega A 7] ) ; 4 - i
A IDO £ w4k (3% CHEMICON A &) ) ; il i 401k 4 i
FRic B P4 3 1gG PiiAk (32 E Lifeholder A H]) o

2.7k

G418 i i W B 8 %2 10 36 : HepG, 40 i 45 b = 24 L4, X
XTECA KW HepG, 41 ,0. 25% JEE I 46,1 ~ 2min 2 1E Y
£k ,1000r/min B .L> Smin, 1 & 10% Ji& 245 I35 1 JC P4 ZE W
RPMI1640 15 5% 3k Sml, TH40C20 M i ok B o IO £ 200 i 9 4
2 24 LA, 2R J5 i RPMI1640 Kr 5% 5, fff 43 FL &R FHL 2ml, 40
MUHeE 4 x 10*/ml, 35 3% 24h 7 LK K I A G418 44 4 Wi
FLAY G418 e B B B & 0,100,200 ,300,400 500,600,700
800,900 ,1000,1100pwg/ml fy 12 4~ 2% 51l v B B6 B . K5 9% 0
£2.37°C ,5% CO, KiF% 10 ~ 14 K, AR 5 5 77 3 19 30 60 F0 41 g
RO, B2 ~3 KRB 1 RGeS 323, & H 41 Y
AERIETIEDN . 2 JE B W58 40 A 4 380 T2 10 AL G418 Y &
S o A U T e B, A AR (5 O 3 Wk R O — 2

YL %E Yy . HepG, 40 L3 Fl 2= 6 FLAR, FE YAl 1 K, BUX)



BEAEpse el 201242 A 4148 20

BAERKWIN HepG, 4H1,0. 25% BREGIH 46, FH & 109% i3 4 i
THi A % 0 RPMI1640 1% 3% Hof 41 i o % 98 4%k 2 x 10°/ml,
Befh 6 Ltk (2 ZT4/4L) 37°C ,5% CO, K%, = 40 % [Z ik
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