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DL HIV-1 Vif 5 A APOBEC3G R # 5 [
Pt HIV-1 2591 i) bt 53 7 vk

A#ae, KRR, FFERHRT, 97
(bw T RKF A45F%, L% 100124)

[HE] AZJREH B mRNA Zifa i fk £ IR 19 3G ( apolipoprotein B mRNA-editing enzyme catalytic polypeptide 3
protein G, APOBEC3G) J&75 A4t HIV-1 (human immunodeficiency virus type 1) R, i HIV-1 # B85 [ —R 228G K 7 Vif
(viral infectivity factor) 7] 3@ i /- 5 & [ BRI E 2 M APOBEC3G, A4 % APOBEC3G K HIV-1Vif g4 Fi 2 &l
Bt HIV-1 25988 58810 05 1) 2 — AR I T-BF5E Vif-APOBEC3G #HH.AEFI 1) 7 ik ok 8 £, AN S B2 BRI | SR 22 38 ik nlvie
BRI AR SO BE AL A BIAcore K545, 1EE K HETHI T LA Vil-APOBEC3G I s ity 2459y 1 5 12 Ko A FHBIL ] 11

WS HEE AT 7458, T UL AT L T SR .
[ 4271 APOBEC3G;HIV-1Vif; 3y HIV-1 i3]

NZEAREE 1 B mRNA ZmiH Fiffifb 2 AR HE 11 3G (APO-
BEC3G) J& T H. A it 185 s Jid % 1 % 4 1) [ A 0 93 R I AL
S fEdE i 4N 9, APOBEC3G 5 it 5 HIV-1Gag (9%
KFCE A, A TSL RNA SR 2 5L 41 RNA (94 T 8 5%
M AL 2R A Vif HIV-1 558007 rh Y 1 B 5 199 35
ik st A rfr, APOBEC3G AT xS AL 1 A 3R i & AL il
il HIV-1 f 3507 . HIV-1Vif il HIV-1 24700 g 174
5810 ~ 1 000 £, Jf-BE 45T APOBEC3G My IifE, Vif —J7
T AT LA 5 i APOBEC3G W% EE 45 & X, B 1k APOBEC3G {1
Fet A AR 5 9 — T ] DLl 2 R ——F H AR
12 APOBEC3G, Vif N ¥ i9 YRHHY 454 7] L5 APO-
BEC3G 1) N w2 &, CufsFi) SLQ(Y/F) LA 2549 1] LUy
545 Elongin B, Elongin C, Cullin-5 ( Cul5) , Rbx1 45-& ¥ %
Skpl -cullin-F-box ( SCF) , % & A& &4/ F APOBEC3G ¥)
wE A, Wiz #1Liy APOBEC3G 1R Mk 265 8 M 4 r f&
fi% , T30 APOBEC3G JCvk M Bl G ik A\ 2 0RE A #2
PomRaE/EMY ™ . Vif-APOBEC3G i & g4t HIV-1 254 %7
BYIARTTHE S LK B B3 3 A0 EAE R AR R ML 69 1oF
FER AR, KR T 1 25 Z A N AR AT i, S R S
FEILL Vif-APOBEC3G 4 a5 iy 4T HIV-1 e 4t TH AR
V-5 AR SOk B AT T 2R A AT
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1 BIAcore il ( biomolecular interaction analysis )

BlAcore £ A f 4% 0 J& 3 11 55 B T R F AR (surface
plasmon resonance, SPR) , i@ i i I 1% S Jr 3R i 5 B 45 &
A= AR 3 T g J8C T B B VB B 55 23 1 728 A ke S e R B
PR TR A TR Y L e 4 Sl Ak M0 B (Vi
APOBEC3G £ 11) , SR 5 K 8B AR UM BRAE CMS S F |, 24 7F
TUARES (2 RIR 254 ALG ) 38 3 I i A R It ot
J ZRTATASS RS 25 T LS I 0 L 0 R R e DA T =2 T
TAHEAE I K A5G 3R, A5 A5 00T RU 228 (1 RU
e (B S5 T8 R AS A W) B R MU T 1 pg -
mm™ ), R 0 AT T 5 3 ek 1) ) A 07 B 4 R AR Vi,
APOBEC3G Hy#T HIV-1 1l 5] , [7] i , BIAcore 45l 11 EL % /X
W T A S BOAE FHE A5, Cen 255104 IMB-26/35 43 1) 548
I 3R 1 L A (7 Vif Al APOBEC3G - AT45 &, 45
B~ IMB-26/35 5 APOBEC3G 45418 K 35 RU,{H 5 Vif
TGS X FRUIFAE A 4 APOBEC3G |, #ETU AR H
B2 8 it 5 APOBEC3G N K s #H ./ I i B 1L T HIV-
1Vif 5 APOBEC3G #9454, [al Bt X AR APOBEC3G C K
Ui ) I R P o BIAcore Ao A% 7 i PRBE HLJE 9, w7
Yo A X RS R AR AR AT 7 e S VR R AL 9 43T
TBAES S B 5, v AR REAE R 2 i
2 PO HTIE

BHIEE 7 9EEAR S (A YFP, GFP,RFP) [ APOBEC3G
FIK PR Vif 223k FOR I Yy 293T 20, n A Fe I Ak 5
¥),24 ~48 h JE R4 S 1, #EEE T APOBEC3G 1Y%t
SR ETTTE Safire TEARBL T EEHL, & 1 AN 0RF 5 BERE AR Vif
Xt APOBEC3G 1 [ fift, JIf 4 APOBEC3G ¢t 5t Ji 2% Jil
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#3117 Robin Nathans F1 Cen 2517143 51 H it 75 25 % K &
HIALA AT T v R G B, B0 A5 R e B TR RS R
Vif-APOBEC3G [ /N5 F il 7] RN-18 Fi1 IMB-26/35, It )7
PARVETE 38 TR Ak, EL R f5 AR dh A7 w0 3 Bk B0
e, (ELEAT 9O B AR AR S 2 11 0 63k 2 R U BA M 1
PR, T B HA 7 i X e — A R
3 B HIV-L (36 A6

3o 253 7K S P4 ARG T 927 I A A 0 2 PR & O HIV -1
TEPE, HEBR 3 F/K P 38 L iR FHPE, 24 MAGT &l
P24 JUIFAG I K HIV-1 39655 SR (RT) G PEAG T

MAGI 60 & — i B85 52 i S Y A 0, L JU B MAGI-
CCRS P4 T —Bra & HIV-1 KK & P4 (LTR)
B B FUME MG L B, 2405 22k Y MAGI 4l 5 , 1%
R Rev J¢ Tat, Tat 85 M A8 200 H HIV-1 LTR $§
11 B-gal FF T HGE B-2LFLMT . MAGT 41 fg 28 [& % |
X-gal JIEPIRGTIIA | BB SF A0 PRS B0 BE, o] AR 4F 0 B 9 5k
DRI T A M B R O o ARG AT T HIV-1 55 25 7
J3E o 2 25 W0t s 2 40 R A S o A B AR A HIV-L R
APOBEC3G #5423 293T 21 ol HIV-1 &k x HO 4ififa, in
ATFIARE S48 h JFUSak i, XA 2k 1 iR iF
3 MAGL KGN, 5t 5 737 DURE i B P FHZBCR . Yu 0 it
J7EEIER . 7E APOBEC3G 778 F,7 pmol « L™ YRR R T2 &
5 TPEN ] {5 2 8 e J1 & AIK 87% ,2. 5 pmol - L™' 25 {4 iff
PRAM IR MG132 i 22 %Y 1 R & 75% . MAGI 6 i 52 56
R 32 F 4 B S v B A T 3 B T4, O (e
BRSBTS . sAE e/ an HO, MT2 76 15 0 £F & 17
FET, — PP O T R AR AL HIV-1 R fov/ptE 40 i (MT4,
SupT1) sk e Vv AHHL (HO , MT2 ) , 55 —Fi {450 43 ) FH B A=
RYGFT A VIE HIV-1 B8R AR P4 (HO , MT2) | LS
Kke i J& 7 i F4E A F Vi-APOBEC3G 1% # & T ¢ 81 X
HIV-1 {0V F 81 G iy — e B0, 755 00 b o AR e
HIV-1 (4IRS 21557 2 ~ 3 J, A0 2 d ] ELISA 3546
B SRR L T B Y P24 PR s 0 A SRS ko A SRR
A%t HO 41 i A P HIV-1 36 P 0l 8 52 4 #0454 Vif-APO-
BEC3G B3I 5 %7 MT4 H1 HO 40 rh HIV-1 5958 HI#A
TOAIVE T, TR A T HIV-1 96, (HHE 20K — 58 78 Vif-
APOBEC3G [, Robin Nathans 221" ]t 75 3= M A 75 45 21 Y
25 Fib-& W b E T VR R 5 R Vi-APOBEC3G (/N4 T
14 %) RN-18,RN-19, &A1 17E MT4 41 i fp Joht HIV-1 35
ERERE HO 4 HIV-1 33 5% S IG AR W7 &, HL LB
R R . James 555 il — Bt Z Ik, WF 98 & W1t 2 ikl
DUl HIV-1 7F MT2 40 it H i 30 5 St i 1R I 24 80% 11t
LKA AT Vit 84k 1R Vif i AL RHE R Vif 920
eI A
4  HPEEIIE ( Western-blotting)

¥ Vif 5 APOBEC3G 3k JFiki 4 B — 5 1) L 1) 2 4

293T 40, I AR AL 5,48 h )5 ¥EFT Western-blot, 7] 4R 3
5%t B 40 b APOBEC3G 1) 3 3A 1 (1978 fh ok 11534k & ) 4o
APOBEC3G Hf#2R . [R]H} 32 E4£ 47 #) APOBEC3G 0 DL
223 ke f R E R T o DRIt T LS A T R
APOBEC3G 18 R it — 45 ESIE#¢ 1 K 5 %) APOBEC3G iy
P9 AT, Yu' s APOBEC3G 15 BF 7k ) HIV-1 3 5% e
293T A5 I AR ES T-45-4% TPEN 48 h J5 ] Western-blot
43 SRS 240 BB B 1 AT 2 A B 1 APOBEC3G KA Y
A, &P TPEN %40l APOBEC3G ({4477 2 A[ ik 90% ,
iRk iz 41 APOBEC3G [ & Bt i T 2 40%
Robin Nathans'""’ FJ it 77 2:3E B RN-18 #4 /i1 T APOBEC3G 1
Yl 3k, IR APOBEC3G 43 38 15 26 7, T 35
FFEL Vif BIFEF

APOBEC3G J&if i Vif 45 (1 8 1 i 1A 38 42 1 4 1 i
{BA — O P AN 40 770 0 MG132, ALLN 25 4 £ FH 8 5 5T
Ak Vif-APOBEC3G, {H K BHL W7 T 2 11 il 1A i A2 i A b 1
APOBEC3G, [R]EH i B AL T HIV-1 [ /8% 47, 3 7 1 A V-
APOBEC3G Sy #0014 17 I A6 o5 % i B SRR A B, A T
HEBRX AT AEYE , Yo' S T CulS-E3 7 $E i 2 S A6 )7
%, JLIFHR R 55 2R 1 Edorfo & Cul5 (13 i 52 &, =
FIHE R AL 1 40 P9 pS3 £ AR Y ER 1 A IR AR 1) [
i, T O A AR A DR RS TR TR AR R R R K
p53 il Edorfe 8 Vif Fil APOBEC3G 1) 32 1 o dr 43 51 2 5 e
293T i) A S 5 R IR i, 24 h JE X4 b pS3 A
K APOBEC3G & /17 Western-blot A5, QR ICIS ML
ARAFTES A5, pS3 #TT A A , T VT G0 HH SR it Xt 2 AR
P TR, 0 AT I WTRE 5 X APOBEC3G B A4 1 FH 3L T
Vif 885, KRS TXHE AR R RS RE S
i (UBC,E2) fy Rbx1 [y BEAR d 2, H Yu' ™! I 7 v E W
4 pmol « L™ AYHERS 7B ) TPEN JF AR50 Rbxl A9 Tk,
TEWHAE IR 58 Vif-APOBEC3G, [AlBE Cen'"™ FH It J7 ¥5IE
W IMB-26/IMB-35 % 7K 1 BEHA 4 72 I TC 410 o

G B B8 435 45 T VR R K 40 75 3 R SRR [ A e 8 I
BRI S AR S 1 o5, Bk 92 1% I 8 Vif-APOBEC3G Y
WG e TG Y (R R0 R DRAIE I IS 2 50 B 11 DG A
5 FkopaB BRI 56 ( pulse-chase experiments)

Jik g B g6 S Vif Al APOBEC3G (1334 ok 4 4% e
293T 411fifa, 48 h i, fofi 40 M #F AN 5 PP B 2 R~ I 2 ) 4 i
YERRR TR 30 min, SRJFHR S 110 FRR MR A I R 1Y
BRI X 0 M 0 A7 AR 0D, 15 min S5 10% s 2R 17 1)
DMEM (%5 pmol + L™ A AR C A0 FH BRI A e 2 ik 1% 0. 5
pmol « L FYBRC BRIV ) 2 1k bRic o 43 e A TR st 22 e gk 4m
ML X APOBEC3G/ Vif 2 117 S He it Jg i SDS-
PAGE #4743 , 9% I B BUARAX ( phosphorimager) XIS 3/
fre IR . ¥ 0 B ZIBE APOBEC3G (¢ 5 Xk 100% , 7F
0~2h N°S &AL BT APOBEC3G/ Vif [ i i i

- 807 -



55 36 5 6 4]
2011 4E3 A

Ju

@ i [ o 2 2 i

(Cocmv/ - China Journal of Chinese Materia Medica
g

Vol. 36, Issue 6
March, 2011

BRI AR AR & POV, T LATE I 2R 58 Hh i AR i, 46
M APOBEC3G/ Vif FERAGEZ > . Yu JHIM I L 0F5E T
Vif I AR §] MG132 78 APOBEC3G [ i 1 H , & 31
1 120 min i5f APOBEC3G [ 4RF&f# N 84. 9% ,1iij Vif HYAE1ER]
LAl APOBEC3G YRS TRy 3 45 sMG132 a] L4
APOBEC3G JL - Ak Vif B&f#' "™ . Robin Nathans'™' 25 F it 7
PAIER 7E A3G BUFEAE T, RN-18 HA Nk Vif BEfi iy Uisg, 4
Vif FREEEI R 46 min FEARE 33 min, A ks i R AR
St ) 7 3R A A 7 B8 500 R AR AR 8 (LS 4 ) 7 3 %t A Ak
AR AFEE L A2 3] — 2 B

6 ¥k CIIEfE & ¥ £ ( bioluminescence resonance
energy transfer, BRET)

BRET 2 7E7¢ Yo 4R it & 5 B4 I 1 (fluorescence reso-
nance energy transfer, FRET) ) 5l | & J & 3 (1 — Fh A6
EASEAMEENNITEL, 5 FRET KR BRET 52
(R ETIEE A ) & i PR M= M EH & 1Y, SRR A
— AN A R i ARy F I BE ORI, T i M e T
FRET = A ()56 32 A 10 38 XU TR, I vk BE T 4
W Vif-APOBEC3G 2 [H] Al B 4§ J1], 1L ] Jij F LA Vif-APO-
BEC3G N & i 25 HL i (5%

BRET DL A4 2 11 -1 15 22 ' R i ( Rlue ) 132 (A %K
FI-2 (O 5O GER FAZ R (GFP2) Z IR BB R Skah . Kiiy
By hGFP2- Vif (45 4 1 N K i, f 2 &~ 68 % m
APOBEC3G) il hRLuc-hAPOBEC3G 32 ik JFik 4L 7% 2L 293T 4
Jig, ) GFP2 F1 Rluc 4351 5 B [ Vif, APOBEC3G J& f il
HHEA AEANBIEMEIRY) DeepBlueC(DBC) FA7ERT, Rluc ALKE
HA AR coelenteramide , [R] B} & Hh W5 0,26 Y, e K& BT K
1395 nm, MAZUREE 1 GFP2-Vif 23T I, ¥ (4 5% 19 ik i
WAL R 5 GFP2 |, R a5, it K & ST K R 510
nm, Rluc/DBC Fil GFP2 2 [A] {1 it & 45 B2 3R F AL IR % 5%
S8R R LA A2 MR 2 B GSERE  L(E R BRET 2%, B} Vif 5 APO-
BEC3G (AR T /E I (3% 5538 13 BRET oM, 7EILR %
FINMATEN AL A 4, i 4 BRET 2k n] DU ik Ak & 4 %t
Vif-APOBEC3G HIT AR AL A #0A . Cen 251 FH My k6
/Ny IMB-26/35 ¥ i 5 BRET 56 56714 ¢, B I /N7y
F IMB-26/35 0] LI Vif 55 APOBEC3G 455 .

7 R

Vif 5 APOBEC3G Z[Hl, Vif 515 FUMME A Z MFFAEE
KRR HE AR, Gy TV 5 5 38 1 5 DU AR il X ik 26 2
Z AR FIRLE O BFSE . Cen' ™ %05 4 72 () APOBEC3G-
HA J% Vif-Myc Jii L gy 293 T 41 ffd, 41 il 24 /% % F 5t Mye
PR MBUAR AT L UTTE , SR 5 T HA-(0 B0 R 20 47 G 928 2%
28, Kl E) APOBEC3G IAFTE, R ZIMK X FE4EI T Vif-
APOBEGC3G 2—XAHEAEHME A . HREg awaiH
it Cul5, Elongin B, Elongin C & [ MBI HEAT RS, Far T
XS 5U Tz REARE A RNE FAREANFE, A
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M5/ BT T Vi [Ef# APOBEC3G AR SCHL .

Yu " WSS TR T ECA R TPEN BV FIFLAR , 45 SR 0
TPEN JfAN520 Vif 5 APOBEC3G 1454, (HEIBH IR T Vif X
CulS HYRISE. [ Vil g5 (RSP B 45 230 s Cx g
Cxy sH A5 Culs BS54, TTHFES 5255 7% TPEN 4l 1 BE
g I PP g /K DX A BE S T D RE , I Vif FEARXS CulS
MIFESE, BHLAT SCF AR TE 1, BN 3 T APOBEC3G A8
WEf ., Zhu KT 2865 Elongin C Bt T —/INBe il 4 544 1
55 ElonginC %55 i ik, 2 JLUTTE 45 R R W1 i B ik o 4 1k
fYBEIT T Elongin C 15 Vif 9254, Cen 251 FutL 7w W]
IMB-26/35 BH.IE T HIV-1Vif 5 APOBEC3G fygt4 .

Gy ILUTVENT I YRR EE 111 2 DL B JS Bl B A 1 R AR R
ST AN, ke 1 AR 22 40 AR R 5 3 S i
28 AR R PR 5 5 2 vw B BT IR sl B8 s LA, TR 7E K
FUASE S Ve AR L 2 i 5 PRI HE
8 /NG

Btz ob, a8 45 GST fili 5 8 FE vk TH LB B
ST, RS RS A TR TER R BRI ST B Bt 2 1 is 1
AR A7, AT LS s R IR BT H A R
—SERFIRE it 07 6 LA ViE-APOBEC3G S #8451 45 28040 il
FUTEXHMHVE I BLEIZEATDE S, ARG A - ¥ 58 BIA-
core A6l K5 St i 2L 53 BT 125 DR 4 i 18 B/ T Vif-APO-
BEC3G WAL W0, R J5 TEm 2 K- b TR 155 DA ft %) HIV-1
SR AIAE R, HEBR 235K B BB BRI , B W R Al 1
FABLHI A TR : D BIAcore A6 mJ A 5 15 WA ity £ FHHE 5
A Vif 8{ APOBEC3G,, Q%5 B[V b i A1 ik i 38 fe S 96 AT L2 A
WHTFIARE %) APOBEC3G 2 A7 PR3P 4 JH 2l X Vif 2 7%
A REMRAER . GBRET | At g e J50 3 A 0 145 0 R i 2 75 52 i)
Vif 5 APOBEC3G #y AH B AE H; J& 7 B2 Wi Vil 5 41 g [H 1
Cul5,Elongin B, Elongin C B AH & {E T TH T & A AR
2 (] CulS-E3 4R RGN AR AE R R T E B
BEHAIE AR BIRE ML) o B2, S8 as T R 07 B X L Vif-
APOBEC3G S #Lsi B4 HIV-1 244 147 0 126 A FHHIL il A9
WHFE, S5 IBAAH ESE , B B UIR T
[ &% 30K ]
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Research methods of antiHIV-1 inhibitors targeting at Vif -APOBEC3G axis

QIAO Xinhua, ZHANG Wenjun, LI Zelin *, ZENG Yi~
(College of Life Science, Beijing University of Technology, Beijing 100124, China)

[ Abstract] The mammalian APOBEC3G protein ( apolipoprotein B mRNA-editing enzyme catalytic polypeptide 3 protein G,
APOBEC3G) is an important component of the cellular innate immune response to retroviral infection. APOBEC3G can extinguish HIV-
1 (human immunodeficiency virus type 1) infectivity by its incorporation into virus particles and subsequent cytosine deaminase activity
to block replication of HIV-1. HIV-1 Vif (viral infectivity factor) suppresses various APOBEC3 proteins through a common mechanism
which induces the degradation of target proteins. Therefore, the interrelation of Vif-APOBEC3G has been extensively studied, which
represents attractive targets for the development of novel inhibitors. We summarize the papers in which the detection technique and
methords have been developed to assay the anti-HIV activity and its mechanism, such as western-blotting, co-immunoprecipitation,
pulse-chase experiments , bioluminescence resonance energy transfer, biomolecular interaction analysis. This review is towards develo-
ping therapeutics aimed at the Vif ~-APOBEC3G axis.

[ Key words] APOBEC3G; HIV-1Vif; antiviral inhibitors
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