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WE B EA B mRNA 456 1L £ JIk (apolipoprotein B mRNA-editing enzyme catalytic-polypeptide, APOBEC) 5 & i i1
SRR R I B OB R AR R R s 43 T, 4 HIV M HBV 252 Mo 25 B HRIE M, AHT9% APOBEC I T 1E
M, % APOBEC-3F #1 -3G #EAT i b K35 X W41 M€ 7 40 8. HBV L ZWAY &R AE T A Mtz , R E fifE S
(NLS) & — B A% €A {55 (B-NLS)5 APOBEC-3F #l -3G &3k, LLgi—3 T % APOBEC-3F Fl -3G (13741 f 5& 7. &% Dy .

FIH RT-PCR M )% 5 2 (PHA) #3500 N &b F Ik B2 40 g RNA ', 5t APOBEC-3F 1 -3G #4738, FIH Hind I A1
Kpn 1T MEEVIHG N E peFlag 2 R, g A% Y MDCK 40 g J5 A1) 5 9 58650 APOBEC SEZL AR (1 (W W AN s 7. k&
HEW, RT-PCR ¥ 4445 3] APOBEC-3F Fl -3G £:[K, WU % E 4 KW, APOBEC HEAZRIBHAMM kL), FFIPHE
DNA Wl FFIES:. S ye it a R, YR IA R APOBEC-3F 1 -3G $5E A7 T4l a3 . APOBEC-3F #1 -3G 7] LAfE
HepG2.2.15 4l il b B 25406 HBV FI5Z 1. 7T LA R B 4- B¢ 6 B T (GFP) A A% 1) NLS & B-NLS, it APOBEC-3F #il
3G A FHEEZ . RThb S APOBEC Kk (1WA B 2% 5t APOBEC-3F Rl -3G MEAT T 5ok ik J W 40 i 2 A2 T

5%, AP R APOBEC K& (AJF &Pt HIV & HBV Z5H#E (LAt

KEEIR  AURE A B mRNA iiRAEMECZ Ik, Rk, WAMERL, HBV, MOEAfES

FROES R392, Q7

# 5 82 1 B mRNA 4 # Bg b £ Jik
(apolipoprotein B mRNA-editing enzyme catalytic-
polypeptide, APOBEC)Z I, s&iTof KA HAT
PUZ R BEAE I RAR Sk 73 710 APOBEC J& T
0 1 N e e M S M K K, BEWE U5 S DNA 2 RNA
H (1 BRI I (C) 3 ek It 2 e P 2 46 kg PR s g (U)12),
N R E ) APOBEC K J& B 51t #5 APOBEC-1,
APOBEC-2. APOBEC-3A. APOBEC-3B. APOBEC-
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X 2R i R AT R BB R AR, A N S bt
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HESE, 12 CMV 381 Nif. 2w BEAL ST
T Flag ##%5(DYKDDDDK).
1.2 ‘RRERIESRE

KRG I % 4 g & Madin-Darby canine kidney
(MDCK)4Hl i, 357730 &4 10% fif 2 L3 (fetal
bovine serum, FBS) [/ minimum essential medium
(MEM, GIBCO PRL)#57:4, 4il ffa A ilisk K2 =
e AW 5 G 2 B = IR FF . HepG2.2.15
ik B g ik HBV 1 HepG2 41l .
1.3 5|4

1 GenBank Az GeneCard 48 2R £ AH M 3L K1 1]
FrUEFES, 1§/ DNAStar F1#) EditSeq 1 MapDraw
7B BEAT G A R A7 55 20 M7, A8 F Primer 5.0
Blast fll ePCR 3 Wi PEM 519741, 514048 b
WA T AEWHE AR AR AR HH, hA3F 1 hA3G
{ER LR L35 14): 5" GTCAAGCTTATGAAG-
CCTCACTTCAGAAAC 3', &4 Hind Il B V)AL £
AR GR#M 7 ATG; hA3F [ R 5144 5 CAG-
GGTACCTCACTCGAGAATCTCCTG 3’, hA3G I
TSI R 57 CAGGGTACCTCAGTTTTCCTGAT-
TCTGGAG 3', Y17 Kpn T BEVIAL sFI 201345
T TGA.
1.4 ASMNEMHKELHAE RNA BIHZEL

WA A i B A S Uk AfL, G PBS 2R b i
WEPUREIAEAT 10 1 AR, B 5 ml #4100 05l
TEZEAT 5 ml Wk A0 53 B 15 ml JE R B0
Fr, ZwWE N 1200 r/min 550 20 min. Bk O 40 Y
JEW Y, #5545 10 ml RPMI 1640 15 5L 1) 85 0
B, RAYEEIRE 1500 /min &0 5 min, FF2¢
W, 4T 10% FBS (1) RPMI 1640 55 5% 5k &
TFANHE, LA 106 A / FLISHR B Rl 75 LA, n
A 5 mg/L 148 ¥) %t 45 3 (phytohemagglutinin, PHA,
Sigma A F)HEK, 40T 37C . 5% CO, K5 F=Ai+
FFE. B2 h )5, WE4RAT RNA EE.
1.5 APOBEC-3F #1-3G #J RT-PCR R E#% &KX
kR

Bt $#& B ) RNA, J SuperScript 1T RNaseH-
Reverse Transcriptase (Invitrogen 2 w] ) A1 Oligo dT
519 (Invitrogen 24 ) ) AT ) e s, RNVAR R A
20 wl, F=EhULBECE]. RNAL NTP FI5 | 438
HJh, T 65T AbHE 5 min JEHREEVKHE, I DTT.
S PRI B S, 50°C 4k 4 SN 60 min 52 R
¥k, 70°C 15 min KiG ORI, 1.3 1514
HEAT PCR Y714, PCR /4 : 94°C 3 min J5idEA

fE¥R; 94°C 30s, 59°C 30s, 72C 1 min, 3t324
fi¥f; 72°C 5 min. APOBEC-3F #1 -3G [ i B{ e
% A Flag b2 N Uil & R I8 804K peFlag, FFiEAT
FEP Y.

1.6 MDCK i aY%E 3 R 18 E FRIEM A R AHE

i F JI§ )7 & Lipofectamine 2000 (Invitrogen A
T JORL 23 ) e 4 95% A K 1) MDCK 4 il
R G AR E WA DO . 54 48 h
&4 800 mg/L G418 [RE R IL BT IR 1k, 4 3~
5 ORI, 23 )8 20 A7 R AT LB P4 B v
TR Y RIGFR G, R a0 e 2 by —
24 fLHRCR, ST S g% G RI hA3F FIhA3G £
AL, N BH I 40 M B 22 (1) ST AT RS IR
1.7 APOBEC-3F #0-3G X 4Rt & AYa i)

Western blotting 5 Il 41}l # 41 1A [¥] hA3F
hA3G. hA3F F1 hA3G H & f5 & 1 &g #0 il 71
Complete Protease Inhibitor Cocktail(Roche Diagnostics)
11 41 i 24 fi# . Cytobuster 2% ¢ ¥% (Novagen 2 ] )54
fitts WP, T 12%dEEHK AT SDS-PAGE %4 E1. NC
B2 5 A1 5% i JIg 5% (1) TBST (% A 0.1% Triton
X-100 1] TBS 22, pH7.6)Ef 41, TBST ¥t 3
Wi, A 101000 # B /N BT FLAG L4011
TBST i@ & 2 h, TBST ¥E 3 3, MIA 1: 5000
P BRI BRAR I S A B b e BT/ R 1gG Pl
W¥E 1h, TBST ¥t 5 #ij5, Hh2#KIGIKY ECL(GE
AFENEH NC B, SR G R 554

a4l AL M hA3F A1 hA3G R4 FH 141 A
ELfil. % hA3F F1 hA3G 119 1A 40 i FH B i v £
U R, PBS Y 3, 70% L 4°C [H e i
7, PBS UG 5 i LR L, A0 55 2% v
HEiRVEA 3 min J5, PBS ¥E 3 M. SO 1500 (1)
/NPT FLAG .91 (mouse anti-FLAG M2 monoclonal
antibody, Sigma 24 F])ZEWLFFH 60 min. FF ZPiik
W, PBS ¥E2 )5, MIA 1200 #i B FITC A
Rl 1gG —Pt, ZkLEHFH 60 min, PBS
Yo 2 i fE R g A B RS FITC 3@ 1 ¢
s, R 5000 440 M A A K, H
WinMed2.9 AT 708, el BT, warARm
—HLHI AT MDCK 41 oo HE 4.

FANC Rt an o e 2 KT g b, &Rl e
S5 G, T 98 ek AT 41 (1 1 AL A
e, M 10 2000 AR/ BT FLAG #it
] PBS-B(#5Hf 1% BSA ] PBS, pH7.2), =i 0¥
H 60 min, PBS ¥t 3. A 1 200 ikt
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Cy3 rid B/ 1gG 286 —Hilf) PBS-B, ZiIFH
60 min Jii, MIANZIKE 5 mg/L 1) 4', 6-diamidino-
2-phenylindole dihydrochlorid(DAPI, 2z KA ),
G 5 min, PBS ¥ 2 . F 50%H i ¥ PBS
B, PO RME M.
1.8 APOBEC-3F #1-3G % HBV BIHIHI{ERA

¥ hA3F 1 hA3G IR IR S 7 44T H i
JFi A& FuGENE 6 % % HepG2.2.15 4L 4 pg MR
ki DNA F1 12 pl FuGENE 6 # 4t — fL il & R 4
TO% AR TN AU P ) HepG2.2.15 40fif. #5424 h
Ja. FERFREREERE A, H PBS K4l
JAVE 3 R, MBS TR AL AR 3 5 48 h.
72h G, WEERRE LG, T HBV JER44E D%
AL, B 500 wl HepG2.2.15 41 i 6 4L )5 72 h (1)
g, AN Z9K BE 2 10 mmol/L ¥ MgCl, Al
CaCly,, ZIKEr 514 1% SDS. 10 mg/L 2 (A K
A110 mg/L RNase A. - 37C 43 2 h, 55°C AL 3
2 h, A EDTA(pHS.0)¥% i 2 ¥ FE 4 0.1 mol/L
b RN MANGFEERBR RS - & R
(25 124 T D)imBEAL B 2 Yk, 12 000 r/min & /L
Smin, ¥ LiEHEEHEOE TR, M 2 AR
ToIK LIEFN 0.1 £5ARFT) 3 mol/L NaAC(pHS.2)UTiE
DNA, DNA JIHEZ 70% LBEEVEIEh 5 KT, %
fift T 25 wl EaiKH, F 52N PCRAS M. EHUH
HBV %:[H4] DNA, [ HBV S 5 & PCR A&k
Fl & (LR B AT, fF ABI 7700 % %€ B PCR
SCEREATRM.  BLHBV bréE i DNA 1EbriE 2k,
MR P K W AE S 18 v B, v BRI B )
HBV JEPIZH 45 DI, s b Ber s B PE . FHAE A
B 3% DNA FEAOM R, JFRC 2 PCR =W 4 i
Mgk, Hik PCR =94 B —4 i 4.
1.9 #ZEHL{ES % APOBEC-3F #0-3G T 4R E
(a=spA

# hA3F fil hA3G ) cDNA 5 NRDR-A2 [f] —
I A% % A7 15 5 (B-NLS) A& cirhin [ 5 4% & 1715 5
(NLS)HEAT Rl 5 R IR SRR . [R5, 5%
HIA(EGFP) 5 FiR % € Ar 15 5 EAT il & Rk 344
(IR, AR R AZ A5 55 S A R AT
NERCR. B RIE AR PRI Y MDCK 40 i, $%
JIE T, R MLEAT s o Al ISR E AT
4%t APOBEC-3F Al -3G V40 i 5 A7y 55 mi.
Hh AT FH A% 8 A2 A5 5 4 2K U5 T cirhin ) NLS(%
FEW 7 51 5 PPPIKKKKF)URIK J5 T NRDR-A2 [1]
B-NLS (/341 4 KRGKHERNPADKKVRRA)™, |-

R A T o Al b & £ A T hA3F A1 hA3G 1)
C ¥iii.

2 & R

2.1 A APOBEC-3F #-3G W7 [& K FiEHIAHE

2 PHA #1312 h J5 1Y PMBC 41 g, £ RNA
FEHCRUER S VE S|4 RT-PCR Ji7, W84 2= Wy 34T
TAE- BiIRRE vk, il 1 fros, 75 1.2 kb 22
47, HHLT APOBEC-3F F1 -3G )45 5 Pk 4 184
DNA 7, K/ANSTHAHRE. R BodhAT [
BEVIIG , 3 N\ B B A% R I A peFlag 1, B4R
K2 Hind AT Kpn 1 WUEG VIS 5E, WKl 2 Fros,
I T AN B B, B APOBEC-3F il -3G
() AL RIR AR B, 73 mIbRiE A peFlag-3F
1 pcFlag-3G.

bp

2 000—

1 000—

Fig. 1 RT-PCR products of APOBEC-3F and -3G
1: DNA marker DL-2000; 2: APOBEC-3F; 3: APOBEC-3G.

Fig. 2 Construction of APOBEC-3F and -3G
expression plasmids
I: DNA marker 0.5 kb ladder; 2: pcFlag-3F digested by Hind Il and
Kpn 1 ; 3: pcFlag-3G digested by HindIll and Kpn T .
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2.2 A APOBEC-3F #-3G B9 F K& 759
o2 M SR Gk #& peFlag-3F A
pcFlag-3G HEAT XA M7, 0P ol TPt , 16
Blast #' 5 GenBank ' 1] J¥ %1 #f 47 XF tb .
APOBEC-3F % #4 X ) DNA J¥ 4| W & 3,
APOBEC-3G %5 [X [f] DNA J¥ 51| LI 4.

APOBEC-3F #ifth X & 47 1122 bp, 4ift 374
ANEIER, 5 GenBank (1741 NM_145298 4T
X 5e4s—%. APOBEC-3G 4ifi4[X &4 1 155 bp,
G 4 385 AN A, 5 GenBank ¥ ¥ 4
NM_021822 BEAT X LM #4745 1 Ab 2=, 5 357
RRFRIBL C 3 T (4645,

ATGAAGCCTC ACTTCAGAAA CACAGTGGAG CGAATGTATC GAGACACATT CTCCTACAAC TTTTATAATA
GACCCATCCT TTCTCGTCGG AATACCGTCT GGCTGTGCTA CGAAGTGAAA ACAAAGGGTC CCTCAAGGCC
CCGTTTGGAC GCAAAGATCT TTCGAGGCCA GGTGTATTCC CAGCCTGAGC ACCACGCAGA AATGTGCTTC
CTCTCTTGGT TCTGTGGCAA CCAGCTGCCT GCTTACAAGT GTTTCCAGAT CACCTGGTTT GTATCCTGGA
CCCCCTGCCC GGACTGTGTG GCGAAGCTGG CCGAATTCCT GGCTGAGCAC CCCAATGTCA CCCTGACCAT
CTCCGCCGCC CGCCTCTACT ACTACTGGGA AAGAGATTAC CGAAGGGCGC TCTGCAGGCT GAGTCAGGCA
GGGGCCCGCG TGAAGATTAT GGACGATGAA GAATTTGCAT ACTGCTGGGA AAACTTTGTG TACAGTGAAG
GTCAGCCATT CATGCCTTGG TACAAATTCG ATGACAATTA TGCATTCCTG CACCGCACGC TAAAGGAGAT
TCTCAGAAAC CCGATGGAGG CAATGTATCC ACACATATTC TACTTCCACT TTAAAAACCT ACGCAAAGCC
TATGGTCGGA ACGAAAGCTG GCTGTGCTTC ACCATGGAAG TTGTAAAGCA CCACTCACCT GTCTCCTGGA
AGAGGGGCGT CTTCCGAAAC CAGGTGGATC CTGAGACCCA TTGTCATGCA GAAAGGTGCT TCCTCTCTTG
GTTCTGTGAC GACATACTGT CTCCTAACAC AAACTACGAG GTCACCTGGT ACACATCTTG GAGCCCTTGC
CCAGAGTGTG CAGGGGAGGT GGCCGAGTTC CTGGCCAGGC ACAGCAACGT GAATCTCACC ATCTTCACCG
CCCGCCTCTA CTACTTCTGG GATACAGATT ACCAGGAGGG GCTCCGCAGC CTGAGTCAGG AAGGGGCCTC
CGTGGAGATC ATGGGCTACA AAGATTTTAA ATATTGTTGG GAAAACTTTG TGTACAATGA TGATGAGCCA
TTCAAGCCTT GGAAAGGACT AAAATACAAC TTTCTATTCC TGGACAGCAA GCTGCAGGAG ATTCTCGAGT

GA

Fig. 3 Sequence of human APOBEC-3F ORF

ATGAAGCCTC ACTTCAGAAA CACAGTGGAG CGAATGTATC GAGACACATT CTCCTACAAC TTTTATAATA
GACCCATCCT TTCTCGTCGG AATACCGTCT GGCTGTGCTA CGAAGTGAAA ACAAAGGGTC CCTCAAGGCC
CCCTTTGGAC GCAAAGATCT TTCGAGGCCA GGTGTATTCC CAACTTAAGT ACCACCCAGA GATGAGATTC
TTCCACTGGT TCAGCAAGTG GAGGAAGCTG CATCGTGACC AGGAGTATGA GGTCACCTGG TACATATCCT
GGAGCCCCTG CACAAAGTGT ACAAGGGATA TGGCCACGTT CCTGGCCGAG GACCCGAAGG TTACCCTGAC
CATCTTTGTT GCCCGCCTCT ACTACTTCTG GGACCCAGAT TACCAGGAGG CGCTTCGCAG CCTGTGTCAG
AAAAGAGACG GTCCGCGTGC CACCATGAAG ATCATGAATT ATGACGAATT TCAGCACTGT TGGAGCAAGT
TCGTGTACAG CCAAAGAGAG CTATTTGAGC CTTGGAATAA TCTGCCTAAA TATTATATAT TACTGCACAT
CATGCTGGGG GAGATTCTCA GACACTCGAT GGATCCACCC ACATTCACTT TCAACTTTAA CAATGAACCT
TGGGTCAGAG GACGGCATGA GACTTACCTG TGTTATGAGG TGGAGCGCAT GCACAATGAC ACCTGGGTCC
TGCTGAACCA GCGCAGGGGC TTTCTATGCA ACCAGGCTCC CTGGACCTGG ACCAGGACTA CAGGGTTACC
TGCAGAGCTG TGCTTCCTGG ACGTGATTCC CTTTTGGAAG CTGGACCTGG ACCAGGACTA CAGGGTTACC
TGCTTCACCT CCTGGAGCCC CTGCTTCAGC TGTGCCCAGG AAATGGCTAA ATTCATTTCA AAAAACAAAC
ACGTGAGCCT GTGCATCTTC ACTGCCCGCA TCTATGATGA TCAAGGAAGA TGTCAGGAGG GGCTGCGCAC
CCTGGCCGAG GCTGGGGCCA AAATTTCAAT AATGACATAC AGTGAATTTA AGCACTGCTG GGACACCTTT
GTGGACCACC AGGGATGTCC CTTCCAGCCC TGGGATGGAC TAGATGAGCA CAGCCAAGAC CTGAGTGGGA

GGCTGCGGGC CATTCTCCAG AATCAGGAAA ACTGA

Fig. 4 Sequence of human APOBEC-3G ORF

2.3 A APOBEC-3F #0-3G ik pagam)
RN 5 40 L & ' hA3F Al hA3G IR IE T
L, H] Western blotting X} hA3F 1 hA3G #% & 1]
MDCK 41 Mt JE47 7 A0, Wi Sa fiios, 644
45 ku AL I T RS ME SRE AT, TTTR G G B
PE 40 i 0F BB AT S0 N Al R W L I
MDCK 41l il %3 hA3F F1 hA3G I EMEE. %k
PN I LE WKW, YL MDCK 4l iR, Kl
3 40 A tH IR BH PR (R 2605 5 (4 5b). xRt R
X T Al RS I PRy 25 R W, Wl Se s, AdaE
15 hA3F F1 hA3G T 418 11 19 FH M 40 i bk 41

L 90%.
2.4 A APOBEC-3F #1-3G B 4HpaE IR

B A% R IRX AR peFlag-3F Al peFlag-3G #4 4t
MDCK 41 Jitd, 4 b 92 %€ O W %% I 7 M 3 1) 3
A7, A8 Cy3 FRIC T Flag PR Flag b7 ml
323K 1K) APOBEC-3F Al -3G T4, N
JeAF5. {EH DAPL XA Mo kx g AT 4 (0, At
WfE5. WKl 6 frzx, APOBEC-3F fl -3G B4
[SIETRT SR Ne 5157 TR d a2t 1 01 0 S 1) 0 2 DA
B9 605 5. W hA3F Il hA3G & 1 E 87
R
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Fig. 5 Identification of stable expressing cell lines
(a) Western blotting. (b) Immunofluorescence. (¢) FCM.
Cy3 DAPI Merged
S120f
£
hA3F £ 100F
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£ 80F
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Fig. 6 Cellular localization of APOBEC-3F
and -3G (1000x)

2.5 A APOBEC-3F #1-3G xf HBV & iFI1ER

Sh R S5 R T A ) hA3F A hA3G RiA#
A, A5 AT AYE R e 4 o b 308 HAT A i P I
I, ¥ hA3F Al hA3G £k Bk g il Fa e 7
W HBV %5 #5 1) HepG2.2.15 4il ffd, i i 52 PCR
Rl F3 H HBV 9 55 56 DR 210 45 DUE, SR A
hA3F F1 hA3G 3 247 41 i (1 s 235 1
WKl 7 fron, DU 345 8044 1Y) HepG2.2.15 41 i 73
W HBV (4% DUk 100%, hA3F Fl hA3G F£ik#;
AL YL I (K 40 B 43 W HBV IR 23 5l ol 51.65% Al
55.69%. & BHASZIG i EAT 4 M i 44 FH 1Y) hA3F A
hA3G FIK AR, PR HE e 40 i vh 8 AT s #40
HIEEE I ELL .

Fig. 7 HBYV genome copies in supernatant of transfected
HepG2.2.15 were detected by real-time PCR

Relative titers are given by setting the empty vector control to 100%.

2.6 #ZENLLIE S X APOBEC-3F #0-3G T4 ff
A=spA

I NLS A B-NLS 5 APOBEC-3F F -3G filt
Gk, DHE— T i APOBEC-3F A1 -3G [f) V.44
WsEfr e Dhfe. Wil 8 Fros, 5 NLS A& B-NLS it
HARILM) GFP EYLE M, FERETHMEZE T,
HEHE 10 ANBEHLRREF I TE 5, AR KT 95%.
1M NLS & B-NLS f#li £ ik 1) APOBEC-3F 1 -3G,
PR E B A g0 M s b (B 9), A4 10 ANFlAL
MEFTHS, AR T 10%. kg REE
Wy, TLLAT A% 515 GFP #E N 40 i #% () NLS J¢
B-NLS, ABE¥s APOBEC-3F il -3G H 3 # iz &
S .
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GFP/NLS fusion GFP/B-NLS fusion

Fig. 8 Cellular localization of GFP/NLS
and GFP/B-NLS (200x)

APOBEC-3F APOBEC-3G

: ..
- ..

Fig. 9 Cellular localization of APOBECs and NLSs (200x)

3 it it

APOBEC K Jii e 3T 4 K 1 ) 22 Ffofd 2 H A
FRAHE VE R AR % 4 1. A UK APOBEC A
B EE 5 APOBEC-3F Ml -3G ¥E4T T e [ A
AR R g, S E A ok B,
APOBEC-3G £ J7%1 5 GenBank F {4 KA T
—hb C BT MR, FIHAFRHEAE S 2 R
TN Ti%5%, 2L SNP 7 5.

APOBEC FKJG&HU. 8 P e nl Loid i 52 /b 3 Fp
BARRIEVERH]: DNA 2. RNA Jfi DL A A9
#ARUs 19 APOBEC 5% B Ui il ik DNA/RNA Zi i
AR, AT LUR) M i M 2 s M, K HIV
cDNA I IR HIWE BE (C) 5 AL Ay IR g (U), [ It 7]
BN HIV RNA E [P g 79848, i HIV &
DR 21 S A B 1 T, AT BRI HIV 1 524 2446
i HIV (6119, APOBEC 55 R b4 /] LA I
g%, P HBV A& RNA (152 65 4155,
I HBV ). Hib[FEK, APOBEC ZKJ% ik
G 7R A] LU i DNA/RNA 4ifig4%, 55 HBV )
FE DRI e A B S AR R R0 17100

F—J5 1, APOBEC ZX & i b1 5 5 (19 15 5
R SR, e Rt TR R 35, ik
SERAL P H (AR A 2 O LR AR, i 3 9 TR
Al SRISPUTE. PRETE EIENEE ) . PR K
Peyu SRR, SRR TE . AT I R LA
45 T S B RS0, 4 B Oseltamivir 9T
PR R, RIYE TSR BRAE T A C
B U AR 2 i C B U RAR N, AL
1 APOBEC 5 fth Jifo 15 1 JIid 2 /g 5% I i 0 17 S5
L. DA, APOBEC # [ 76 $ il 5 1F Rl i, X
it 7B,

A M T APOBEC-3F il -3G (1) 3V 48 Jfd 5&
fr, SR EZ Az, mT
APOBEC-3F 1 -3G JRn] LLif ik DNA/RNA 4§ i
12, ¥5'S HBV R4 AN, 1l HBV
(1) 356 DRI 4 52 ) 6 R AR AR AN A% R, IR ANIE AT
APOBEC-3F 1 -3G {130 4 sz £ % HTh e, BT
VA 8 5 GFP A% €A 15 'S 5 APOBEC-3F
3G HEAT AL A Rk, BT 9T APOBEC-3F
1 -3G P40 A A7 2 5 R A2 AR A LR RT BEAFAE 56
HBV SNV EAs, g5, Zoehifs 5 Naefial
Hif# APOBEC-3F #1 -3G A#%, #Eill APOBEC-3F
H1-3G Hha] BEAFAE S5 1) B A A5 5 B S A
W E HAT BRI S5 S iE I, H R S A 1) iR
K H 5 Th e el (0 56 &, 6 IR N A LR BE A
APOBEC A&, (Hd—Prit.

APOBEC-3F i1 -3G % HBV 1 5 47 405 /&
F O iE, SOk IE A 12 HBV Rk ik
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Cloning, Expression and Sub-cellular Localization of
APOBEC-3F and -3G and Their Effect on HBV"
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("Department of Microbiology and Immunology, Shantou University Medical College, Shantou 515041, China;
2The Key Immunopathology Laboratory of Guangdong Province, Shantou University Medical College, Shantou 515041, China;
IDepartment of Infectious Diseases, Union Hospital, Tongji Medical College, Huazhong University of Science & Technology, Wuhan 430030, China)

Abstract APOBEC (apolipoprotein B mRNA-editing enzyme catalytic-polypeptide) family members were
reported as innate immune molecules with anti-viral activity for many viruses, such as HIV and HBV. In order to
understand the function of APOBEC, the APOBEC-3F and -3G were cloned, expressed, and the sub-cellular
localization of them was detected. The genes of APBEC-3F and -3G were cloned from PHA-stimulated PMBC and
expressed in the MDCK cell by transfection. The sub-cellular localization of APOBEC-3F and -3G were detected
by immunofluorescence. APOBEC-3F and -3G were cloned by RT-PCR and confirmed by DNA sequencing. The
immunofluorescence indicated APOBEC-3F and -3G were located in the cytosal. APOBEC-3F and -3G could
inhibit HBV replication effectively in HepG2.2.15 cell. APOBEC-3F and -3G could not be trans-located into
nuclear by nuclear location signal (NLS) or bi-NLS (B-NLS). These results will help the future research on the
function of APOBEC.
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