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[ Abstract | Objective To construct the human elF4A3 recombinant vector and screen the stable cell
line over-expressing human elF4A3. Methods Human elF4A3 gene was cloned by RT-PCR. Gene fragments
were linked to HA and c-myc labeled plasmid vectors to transfect Hel.a cells. A stable cell line was generated
by screening G418. In vitro translation was conducted in an in vitro translation system. Expression of elF4A3
was identified by Western blotting. Results The human elF4 A3 eukaryotic expression vector was successfully
constructed, which was stably expressed in Hela cells and could translate the elF4A3 protein in an in vitro
translation system. Preliminary function study showed that elF4A3 could inhibit the expression of luciferase re-
porter gene. Conclusion A Hela cell line over-expressing human elF4A3 we generated can be used as an eu-

karyotic expression vector in an in viiro translation system.
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elF4A3) %5,
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TNT Rabbit Reticulocyte Lysate 12.5 wl, Amino Acids Minus
Methionine 0. 25 wl, Amino Acids Minus Leucine 0. 25 wl, TNT
Reaction Buffer 1 pl, TNT T, Polymerase 0.5 pl, RNasin Ribonu-
clease Inhibitor 0.5 pl,recombinant plasmid( pcDNA-HA  pcDNA-
HA- elF4A3) 1.1 ul,ddH,0 % 25 pl, iIBA1EHA 30 C K%
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RIH, A B3,
1.8t elF4A3 ) & Rk 2P & & UEAiF 49 % m

F 526K B JL P F pCMV-c-myc-elF4A3 BLA% F A%,
PRI L Hela 211,48 h J5 24 400, N A SR B IR Y (1
FI Promega 2\ F) W& fb 2 ROGAE , VE R PPAN 920 2 G B 17K
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