1474 TREF 2014 5 4 A% A3 %% 128

TE - EMHFR
MACC1 EAE shRNA EfRERIZHMOEE R FER MB-231 i3

K #.8 HR°.E B.H K. HL.ZTTBL
(R T ¥ BRI T RBEA, K 400021)

 E:BM HAELHEESBAAR LIMACCHRNAI % 7% 4 & & 8K, I 45 % ASURR B 0 M4k MB-231, 9L 5% 3t S 4 &
&M, FiE R HFA R MACCL A B4 7169 DNA FAx 358,545 4 Age | #2 EcoR | B n & 4L 4 pMAGic 1% % &
REBART AR p%EAE DHSa B Ao, ik R E % VR ERB A&, 247 DNA M AFE T, A 293FT mie LR = £
Bk, AR MB23l mib St FRELESD BRELKMODIKY B L L4, HR PCR YW AL TIEERAMHET MACCI
RNAI #1% 5% & # 4k, T Z sk MB-231 @b, LR & 3 &40 5 MOI=40, £if R ME T MACCL RNAI 12 5% 4 & ik 3
MR 3T & ARk MB-231, At — F AF £ ¥e @ MACCL RNAI s 5UIRE i B A Y FAT A TR AL B G AHARER T Sk,

ERIA L MEEAMELR 1;RNA T3 185 F 80k ASUR R 4 itk MB-231

doi:10. 3969/j. issn. 1671-8348. 2014. 12. 022 XHERFRIRAG A XEHS:1671-8348(2014)12-1474-02

Construction of lentiviral vector for shRNA of MACCI gene and its transfection into MB-231
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Abstract: Objective To construct a lentiviral vector for RNA interference(RNAi1) of MACCI gene and to detect the best trans-
fection condition by transfected into MB-231 cells. Methods The siRNA was designed and converted into cDNA of shRNA (small
hair pin RNA) of siRNA for MACC1 gene. The cDNA was synthesized and inserted into pMAGic lentiviral plasmid vector which
was linearized by enzyme Age | and EcoR [ . The recombinant plasmid was transformed into competent E. coli DH5« cells. The
positive recombinant colony was selected by ampicillin medium agar and identified by DNA sequencing. The recombinant lentivirus
was packaged into mature lentivirus by 293FT cells and used to infect MB-231 cells. To detected the transfection condition of high
efficiency of infection and low multiplicity of infection. Results PCR and sequencing verified that the recombinant lentivirus plasmid
MACCI1-shRNA was successfully constructed. The best transfection condition was MOI=140 by transfected into MB-231. Conclu-
sion The lentiviral RNAIi expression vector targeting MACCI1 gene is successfully constructed and it can infect MB-231 cells effi-

ciently, which lays the experimental foundation for the research on the changes of malignant biological activity of tumor cell lines

and gene therapy.
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