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Abstract: HIV-1 is the main pathogen causing the AIDS pandemic. During its interaction with the host, the virus
uses various strategies to evade the host's antiviral immune system, and the host will also evolve corresponding
"weapons" to fight the virus invasion. In this series of processes, ubiquitination modification, as an important protein
post-translational modification process, plays an important role in HIV-1 replication. At the same time, the reversible
process of ubiquitination, deubiquitination, also has a certain impact on the replication of HIV-1. This article
reviews the role of ubiquitination and deubiquitination modifications in the process of HIV-1 replication, which
helps to better understand the interaction mechanism between the host and HIV-1, and provides some new ideas for
the development of anti-HIV-1 drugs.
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1 ZREAMEZENTHIV-IZERREE

B, FESS5AMPEARNE. 5558, &
WA AT REMAFEERSEZ A EEY, Ub
(1) 7 ASA [ 1 Ty e P 2 R ok (K6 K11, K27,
K29. K33. K48 il K63) Fl N A bify ) FFAR 2 R 7k it
(M) BIE Rz FAAL S, AT — A Ub 4> F#R ]
DLE o L R ik S B IR R B ik L 5 | — > Ub
DR, HIE AR 2 Rz £
12 ZREEmRERE

ZERAREENEARMEEBMIRE, 2
il ATP R0 (0 06 ) B, 76— R BB AE AT ok
Ub AR EN . BARTME, ZRMEGT El
2 RSB LA RE ATP (175 B0 Ub, B 5 K 3%
LI Ub 8 2 B2 iz R 45 & ; E3 2 RIEHE—
i AT ORI L, U7 T LK A A 7R B2
FUb HEEmEA L, HESEMEEANZ R
teeiti 1,

ZRMWAE N — M H Tl #E, mr LA &
12 AL I (deubiquitinating enzymes, DUBs) 1%, DUB
MIEYIE A E%BR Ub, M7= H H ) Ub 57 LA
Wik Ub 1636, iz o=z 2 Y, Hai kM
NI R 4K 290 5 100 £ Rl DUB,  $4 118 H: 45 7y

FRAE DRI A LR 7 A5, Hdh KR8 1
AR EAN: Z R R EA B XK
(ubiquitin-specific peptidases, USPs). Bl . i 85 (4
fiff 5 Jf& (ovarian tumour proteases, OTUs). 7Z %% C K
Uit 7K AR 5K %% (ubiquitin carboxy-terminal hydrolases,
UCHs). MID %5 ¥ 12 25 A i 5 % (Machado-Joseph
domain-containing proteases, MJDs/Josephin).
MINDY & Fl§ 5 (motif interacting with Ub-containing
novel DUB family, MINDYs). ZUFSP Zj% (zinc finger
with UFM1-specific peptidase domain protein/
C6orf113/ZUP1, ZUFSP) fil JAMM 4 J& & A B 5 i
(JAB1/MPN/MOV 34 metalloenzyme family, JAMMs) "',
1.3 SZRUEBININEE
AREME) 2 RZ REN SFAFE K EY D)
fE, HLhn: K6 iz 3 DNA i & ; K11
K48 V2 3 i S HLE A B A B AR PR AR - K27 32
REAB TRk AL ; K29 Z REENN SFHED
W IRPE AR s K33 2 =552 5 T 426G 5%
T 5 K63 2 &5 NF-«B {5 5% MA/EAME
HRE A YHITE A K« M1 ERIETE i) 2 32 2=
BEN AT NF-«B {5 55 5. 4iff0st - AHE 58
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2 ZEWRIBAEHIV-IESIFEER

2.1 HIV-1 TatEEHRGZ Z &I

Tat 5 HIV-1 % i ) e 0% s 0% L1, 1E
HIV-1 A IR R G R, FER DR
SR AEHI A7 b (positive transcription elongation factor
b, P-TEFb) 5| 5 % RNA &8, i 0 i 55 2
DR 2L 1) i R AE A 1) LT (O BF 0 & B, Tt X
B RRME 2 KA, B3 2 RE R Hdm2 3@
IR Tat 25 [ K63 72 22 B g A 1T 184 55 L s i
T 1R HIV-1 i i Re 7 V. T Tat 25 (17E 75
FAE T WA E A MAARE RIS E SR, Bk
B AR TE . 2019 4, ALLZE P HRIE 7 B3 2 &K
21§ CHIP (carboxyl terminus of Hsp70 interacting
protein) X Tat &5 1 () IRE/ER, #ASMLEG K I CHIP
AT AR S 1 0 K B Tat 2R A B9 R IA K, HAZ
#E WT-Ub 1 K48-Ub %} Tat & [ f11& . N T 381E
Tat % 172 2B HIV-1 S, (E&TE
HeLa-TZM-bl 4iiffi 54 CHIP, 453 S5 Tat (/%
OB RS 0055 S HIV-1 J00Ri = AR08l s A, Jd@id
CRISPR (clustered regularly interspaced short palindromic
repeats) $L AL HEK-293T 4 it b CHIP ik | &
i Tat (1) ) A0S B8 7738 98 e HIV-1 Poki =421 %
M IE 52 7 CHIP 8 HIV-1 & i v ) 3% 78 75 .
2017 4, Faust 25 Vil i RNAL i R FH 41N 5
Tat fE{EAH EAE B ARIAG, KIM—MHALM
E3 @4 PIA2 VIAEREAR 1) 77 22 = AE M Tat (72
FALAL B K27, K29 M1 K33), DU 4 S P i
HIV-1 (R FE4E A o 18 T Tat A 5302 ZAL 1B LLAR,
Tat 3 7] DLIE i 5 375 15 25 40 M 132 = ALk 242
BHHEREE I A M. Fll, Tat 454 B2 2 R4
Ube20, {2375 F-4ilH P-TEFb J4AEM#17 HEXIM1
iz &4k, S8 HEXIMI f i )5 B% =5 A P-TEFb [
BB, BRI P-TEFD #554E 5| HIV-1 53§ 1,
BET AL EE HIV-1 (55 S U Tat 162 55548 E3
12 FOEFEN Hdm2, (23T R E F 1 (IRF-1)
iz AL, 4 IRF-1 8 m & AR AR AR, T
i HIV-1 Y10 75 E PR s e v M. 5
—J7 1, DUB X Tat & [ S 7E — 2R L tfe
gL HIV-1 (974, 012017 48 Ali 5 " @it &
ANFFC R I, Tk ¥ DUB #1417 (PR-619) B, USP7
R I A R (P5091) Ab 3 S T 3K Tat B FE A
P5091 i& 4] 7 HIV-1 3% AR B4 1 T bk 2 40 il &%

1.1 40 b s 25 (0 7= 46 . A A CRISPR 5 A i 1%
HEK-293T #4liffi s USP7 ik 5, Tat f3RIEKF
B BEAG, fEBEH HIV-1 1/ R, i —
B LI E FC0E B USP7 & J@ i 25 4 Tat 25 [ K48
ZEREE, PHAIEH W AR R A, A€ Tat 2 H,
MR HE HIV-1 iR 8 7=k . Aile, EEieR
IAEN T 40 (MOLT-3) 1, HIV-1 &YL)5, WUEME
1] USP7 1A /K F & Eifl. % —4 DUB BRCC36
W2 Bk Tat 85 H K63 V2 24k, FH 1k H gl #5485 bk
M G I BRI PR, Fo0€ Tat EE, 45 R R
SR RE HIV-1 [ A4 1, 2021 4, — U0 7038 it
i i — & 41 USP X & 1) DUB & ¥, USP21 jfjd 2
Fh 5 AR Tat 8 F k7K Pk 4 i) HIV-1 1y
A s —TJ7 T USP21 i e 292 2 A0 I 1005 1 25 B
Tat & 1 2 B2 REEFFK Tat AR EYE, —
7 T WU 3E e A A S B B T (CycTl) ) mRNA
ACFHE R NI Tat (3L 1,
2.2 HIV-1 NefEHHZ R LM

Nef /& HIV I G J% SR [ 9% 5F (simian immuno-
deficiency virus, SIV) 4mbd 1) —FAHBhEH, @i+
WEZME EEABRAGS B REREREiRER
il BE 17 KR N AR AT P S P Bk B 2% A AE (acquired
immunodeficiency syndrome, AIDS)"”, Nef ] 3= %
ThRe2 i HIV-1 &G4 Z & CD4, o Nef 72
K144 A7 SA0Z AT T/ 5 CD4 1 i 2
R U, xS, STV 4mfit i) Nef R ifff CD4
2 K176 hr iz &4 eii U BT FIE CD4
b, Nef i 5 7 HIV-1 J& G ) 4 B 52 18 CXCR4 [
M - Nef B 524 B3 12 R IE L AIP4 (atrophin-
l-interacting protein 4) 5% Nedd4 = CXCR4, {# CXCR4
Wiz FA M, B8 W K51k 5 S ) (endosomal
sorting complex required for transport, ESCRT) i& 42
1B B N IR A B U, Nef 9 55 — AN ShAE =
fill )< E3 ¥E B AIP4 /i 3 1) Gai2 7E K296 £i7 (1) 72
=B, T3 Gai2 YV B AR, ET AN E
W F2Z MG SHSAMAMRrER. HE, K
J& # ] g At S B HIV-1 e 5 G2 DY REAIK T 1 R
P, Nef 55 E3 iz R L BOAP 11145 4 N i T
p53 EEZ BB, [ p53 Bk O BRAIRIT R AR,
MR HIV-1 RG4S T p53 75 5 A4 i
T2, Nef 55 E3 JZ 4405 Ube3A 454175 T Nef
492 % - TR AR 240 (ubiquitin-proteasome system,
UPS) &g, M BEAK HIV-1 5% 8 209 &5 A Nef 1)
/K. Ube3A i& ] LA i HIV-1 45 #4) £ 5 Gag )
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Mro WL, 25 Az R WEMEHIV-TE 8] bR fE I Tk 19

B A, 401 HIV-1 & ®. Nef i& ) Fl UPS % &
HIV-1 & il (1 B (g i3k 25 1 Tat FEME, MM i 2
HIV-1 SR ik B9 TifE £ 40 M E3 12 K 4 il
c-Cbl M2 3 Nef 25 [ K48 7Z = BE LR, 1 AL
) 2 B AR IR AR e, A HIV-1 K NKE
WEANM BT, H AT ARIE USPLS /£ 4 DUB KA %%
Nef 72 ZBEMIMER, @id UPS 55 Nef B#fig, #7i
HIV-1 ()5 1 A #8¥ 2, Nef 15175 5 USP15 [ &7,
{EVE B R 55T USP15 % Nef (9 F&AgAE R B,
2.3 HIV-1 Gag&E ARz &g

FE HIV-1 S & 910 J5 3, 5 5 RNA M4 il
P B AT, B A Gag 2 AR (HFR
N Pr55Gag), 25 ERI4LE: Y. Gag ZEARA
FH &L (matrix protein, MA). AK5% (capsid, CA). %
1< 5 (nucleocapsid, NC) Al p6 25 #4354 5B 2%
FIIIRT SR, HIV-1 8¢ SIV ) Gag p6 &5 #4155
BAUb 73 a5 G, X Pz 2 EmnT g2
5 Gag Z 5B MAEMH FG X", HER
LAE HIV-1 1) Gag Z A AT, MY p6 451442k
TEAE 82 Z Ak B, MA. CA FINC Z5 ks b R Rf
AR Rz 1B, B Gag iz RibiE
W% T HIV-1 0 2F R |2 270, L dn, RhoA
BN T (citron-K) 3l IS (23 Gag 132 ZALIG 9% HIV-1
BF=4, il £ 4K (multivesicular body, MVB)
WA T HIV-1 B8P AR 715 5 1 4l A
F 1 (suppressor of cytokine signaling 1, SOCS1) j&—
FRAE HIV-1 SR G 8] 5 5 A 1918 £ T, X Gag
7E 40 L N ) 3z e A0 S e B A R Y AR
SOCS1 BA {2 i Gag Z HAMAEH, Z &= &1
J5 It Gag 5 454, @2 Gag 138 i A
BERORL K77 A B (B B TS ANTE A BRI Al E3 2
WIEL M 3 Gag 2 RAL B M. 2017 4, Setz
2 3R BLAE A DUB #011]77) P22077 £1 PR-619 AbFE
Al LUE #E Gag £ Bz R /KF, 1# Gag #E N\ UPS
F1T MHC- I (major histocompatibility complex- [ )i&
M0 Gag /=4, FEORBCT AR 35 1 B Ge
FEA,  H DA AR J7 ) HIV-1 Ei. X —
Pl G 4278 4 DUB 78 HIV-1 & il v 7] f 4 % 5 22
TERT.
2.4 HIV-1 VIifERRZ RHEN

Vif 7£ HIV-1 J&% G 1) W 350 DLEE & 1) 7K P Rk,
Hm A oiae N 30w TR N 78 EH B
mRNA %’ 3G (apolipoprotein B mRNA-editing enzyme
3G, APOBEC3G) 1 # fif & 1 B mRNA % 45 fig 3F

(APOBEC3F) [ F4 i, #KiH APOBEC3 K % 5 K1)
PURTEIEH . BARPLEIQ R « Vil @ik 2 N K 5
APOBEC3G £ &, C &K ufi ) SOCS-box # J7 55 4
ElonginB. ElonginC 1 Cullin5 J¥ % E3 {2 25 % H: 1
=&Y, 5 APOBEC3G [z £i0EM, R4
UPS F&fi# 9. Vif 4 5 APOBEC3F [ [ fi 1 /2 [7]
FERIHLA BT BR T /% APOBEC3G. APOBEC3F
Wz 2= si6, Vif 3 SRz R, i,
E3 2 & %4 Nedd4 A1 AIP4 {33 HAE Vif-Cul5 &
G R R A, X TR R AT A3G
(B A 25 o EE 2 B2 2009 4F, Tzumi 25 P2 R —
PR A B3 ARG Mdm2, HAER NSNS Vif
% Rz FAetfi, JFmid UPS 12t Vif ff, 3t
1M _F APOBEC3G [ £k /K. X" Mdm2 1
A~ HIV-1 S| @ 5 3 85, mT LAE R$T HIV-1 24
VIRE R TR o T A 32 4 B L SR R CBF (core
binding factor B) 15 Vif {145 & W0 #| T H 5 Mdm2
WA EAER, iRy Vif 452 Mdm2 5] UPS
BEfR, HH Mdm2 (70 fER . 4% CBFR 5
Vif @S5 R I PLIR A I, /INorF- 4175 CBFB/
Vif-3 (CV-3) B JT HIV-1 35 . 3 — 25 FF FeiE sk,
CV-3 i#i it 5 CBFB /] GIn-67. Tle-102 I Arg-131 %%
W B S ke LT Vif F1 CBEB 2 J8) 19 AH HoAE
HET A ] HIV-1 &1 B 40 A I8 A F (cyelin
F) 78 24 SCF®“"™ E3 J2 % ¥ 5 iy 1) S M0 45 45 W 3%,
IfJ Vif & SCF"" B3 % $ i (1) 38 % JiK ¥, cyclinF
I I BEAR B AR A S VIF 2 R AL A AR
fift, MM 34 in APOBEC3G )ik, 4% HIV-1
frr A i B2,
2.5 HIV-1 VpuZEHRZ Z LB

Vpu & HIV-1 I8 STV 4 fidh i) 1 BUE5 R 1,
BB NI ERRORL, AR 7 A2 41 i A e 12
B MG 20 B PR ™. Vipu BT BB S: HIV-1 1)
RAREAZ Ak CD4 7E Mo Jofi 45 44 38— AN 5k 2 A
Mg ik B AT p i 2 Rz =AM, 3K CD4 $E )
ARG, W AR MY R g
U5 2 (bone marrow stromal cell antigen-2, BST-2) &
HIV-1 ()15 3 BRI -, & —Fi 11 29 05 I 0% 25
AT DL 3T 2 A 2 URL A e AE NI R T, A
1 HIV-1 (R . Vpu 7 LURT BST-2 fIE5 45 H
kgt 4, FFiEId PTrCP (B transducin repeat-containing
protein) & #i P 117 7 iz &= & 1 BST-2, T3
BST-2 [ B A Apa a5 H 2E 36 2 990 1% Vpu /%
BST-2 iz R MEEME, —M /N FEY) 2-
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AR -6- BR SHHLE  BABEK BST-2 2 K1k
K ROPE S, R 2 LR ) HIV-1 B ae g 7
geAh, Vpu i B PR R IEE A 1
(sodium-coupled neutral amino acid transporter 1,
SNAT1) ()92 22 ATV Bl A P At IR 1) 74 2 IR 1) £
0, T F4 1 2 0 e AR ™. Vpu fki BTrCP
] DA 5 4 M 18] &5 B 73 1 (intercellular adhesion
moleculel, ICAM-1) ] 72 2 442 11 F0 B fif, B AIK
ICAM-1 {EJR FE 0L 5~ P AL 3%, AT P2 A1 05 25 1) 2K
Jerk W, M &, Vpu LL BTrCP & i 1 7 =X 40 il 75
T p53 HRZ BB, 1808 HIV-1 G E]
pS3 M- FHIANMPAT: P BR T AT EEANZ R
&M, Vpu A< & i SCF (Skpl-Cullins-F-box) E3
EHERE AV 2 Bz B I8 & O R P
fit BV, P- kBB FABCAA 1 (P-selectin glycoprotein
ligand-1, PSGL-1) & HIV-1 [ffR#1 K 72—, IFN-y
%S CD4" T 41}k PSGL-1 [ 3k M #1] HIV-1
M e, JRIEI N7 A0% 354 ROPH W 75 iR g
P, HIV-1 w5 Vpu 5 PSGL-1 454 33853 pTrCP2
PP FAPEAR, ATIHEN PSGL-1 HBRHIEH B2,
2.6 HIV-1 VprEBHZRLIENE

Vpr s R A FNG 5 B H 3k 1K (1 — b B
H, 2 5 1E & A A BAE R SR T HIV-1
¥ & i i W1 9 Vpr 5 E3 72 #0% #2 i CRL4™M
gid, B MEEEANZROBMMER,
F%f# DNA FESLAL i UNG2 (uracil DNA glycosylase 2),
TIEEDI R E 4w, MRS HIV-1 %5215
BR 6l 5 7 APOBEC3G [ F B ¢ it fif A W A% 1R
P 1) Dicer, 3k F W40 i h HIV-1 () 52 61 B7
R fie fi e i A %% 3% [A] T (helicase like transcription
factor, HLTF), #Pi%iE T 40 il DNA 1& & #l ) ©
B fift ¢ 25 A % & Bk 25 W SIRT7 (Sirtuin 7), ¢ 3k
HIV-1 ) 5 1) B, B i@ XU %0l TET2 (ten-eleven
translocation 2), #EfF IL-6 JR1A, Mt HIV-1
S, s R Y B T RAEA
% LBk FE 1 (histone deacetylase, HDAC), i 5 %
AR HIV-1 R 28 B0 1 s PEAAZ IR SN 1
(Exol), {ik HIV-1 &I " ; Fgzm N VIRGE &
) MUS81-EME1, IX 0] fg % HIV-1 {4 i i 391 &
S %, Vpr 5 Cul4-DDBI1[VprBP] E3 i 3 il
45 4 W5 3 DNA A 4 DX 7 Gl /s % € 44 45 4F 10
(minichromosome maintenance protein 10, MCM10)
1z AR B A B AP MR, X5 Vpr 353 G/M
N A A Ok Y IR ARRI LA, Vpr 54y

S APOBEC3G 132 % b A1 5 (1 By 14 B i . Vpr
IS CuldAP M B3 12 HIEHL AN T 2 ANk i
TR F ZIP F sZIP () E g A4 1 g A2 HIV-1 5 4
J& A R I 1 AT e AT O Vpr & JE i UPS B
fift FOXO3a ¥ 5 [K -7, % FOXO3a 1 4% If] H W &5
1 (autophagy, ATG) mRNA 7K~ "~ i, 2kl 5
W 7, 4 4 B Rl T+ CTIP2 (COUP-TF-interacting
protein 2) A F| T/ A HIV-1 25 55 R E
VST ANRRSEAEAE, Vpr 5 Cul4A-DDB1-DCAF1
(A ELAE FARE CTIP2 172 2RISR, HKTH CTIP2
X T AR (A

3 RE

ZARNAMEZ RN — AR, e
XD R AR U T LA % AR 5 A 7 i S D) e
NI 225 2 MA PR, g g iE. 1.
W, WA DNA IR KRN ESE. Bl
HEZ AR S A RS R DI R, —
HAPE R T e R B RV, BRRAE. M
BATHEG . B LR SR RS . (HE,
Z RN Lz RAAEN B B ) 1R b A D) L
HEA R T HBE— DRI TE, Pl ZERAM 1 A
2R RZ FAAB LTS 3250 285X T i < o
WAE 18 A iz R R Z R AR PUR
FINRE, LIRS R A ARZ Rz &
W RE SR R . SRR Z R EZ
FACLET R 2L i P b O SR 2 AL, R
A BT PURTERIT R B, Pt HIV-1 254
FRIBIE A S AT ) KB
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