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Abstract:  Apolipoprotein B mRNA-editing enzyme cayalytic polypeptide 3F ( APOBEC3F, A3F) is an important
member of innate immune system in mammals, playing vital roles in inhibiting the replication of multiple viruses, such as
human immunodeficiency virus ( HIV) , hepatitis B virus ( HBV), etc. Porcine reproductive and respiratory syndrome

(PRRS), caused by porcine reproductive and respiratory syndrome virus (PRRSV) , is one of the most economically im-

portant diseases of swine. No reliable or sustainable cure is
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available due to some special features of PRRSV. It is one
of the effective directions to control PRRS disease by im-

proving genetic resistance of the host. Our previous study
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163.com fluorescence protein ( EGFP ) by using porcine splenic
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RNA as template and primers based on A3F gene sequences on GenBank. Verified by double enzymes (Bgl Il and Sal I )
digestion and sequencing, A3F eukarytic expression vector was constructed and named pEGFP-A3F. The vector was then
transfected into MARC145 cells mediated by liposome. Realtime PCR showed that the expression of A3F mRNA was in-
creased over time and reached its maximum 24 h after transfection and subcellular localization of A3F protein was in the cy-

toplasm revealed by immumocytochemistry (ICC). This research laid a foundation for the studies on A3F's role in anti-

PRRS in wvitro.
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E1 pEGFP-CMV JFiiEiE
Fig.1 The profile of plasmic pEGFP-CMV
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1 2 M
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— 500 bp
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Fig.1 Amplification of APOBEC3F gene by PCR
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2000 bp

1 000 bp
750 bp

500 bp

M:DL2000; 1~3.pMD-APOBEC3F ik,
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Fig.2 Identification of plasmid pMD-APOBEC3F by PCR
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Fig.3 Identification of plasmid pEGFP-APOBEC3F by restric-

tion endonucleaes digestion
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T
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mRNA 7KE7E pEGFP-APOBEC3F #5445 24 h A%
i, BEJS 5 T B H % Ju 23 484K pEGFP-CMV 21 il

ALY B M X B 40 APOBEC3F ¢DNA 1932 3% /K-
W i FAR T4 Y% pEGFP-APOBEC3F #H( P<0.01) .

= R -,

ST AL . A 5B AT WL E D,
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Fig. 4 Transfection of plasmid pEGFP-APOBEC3F in

MARC145 cells
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Fig.5 Expression of APOBEC3F gene in MARC145 cells
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Fig.6 Cellular localization of APOBEC3F in MARCI145 cells
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