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transferase, KAT)¥ ZBEFE4%12 2 5 A R A LRk
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1 N () £ 1A LA R AE 85 5 280 B8 (lysine, K) |
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PEIRIIN EAT, S I R R AN T 308 ) T 25 1 o 2 PR, 2 T
o A AR TR B e- 2 ik b, IX 2B, O
Pk 5 A2 B AN 2 UL 35 Fe i (lysine  deacetylase, KDAT)

75T, B LW B £ R 8 B TR ik A
b, ROWEHEL LB O ESASSRE. Har, A
ERHAPELRI T 172204 M FIKATFI 184
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ZAEH, Rl 5 CB e R BEAREATE 4
ot Ao 1) 2% (97545 5 1 5 B0 7 2 OB A), B
EYHRE N LB, B AR A A
F T, JRPUE AR RN RN, DR R
i BN R ETE. PRI T R A A A 2 B2
WREAT A U, R A BRI 25T TRAE s B A
R ARSORBLESS T — S T B e T A 9% R
H BT 2B B R 2 dr RO O L, B =
BENTE EAIM, SRR RIS, WS T4
B HZFAREELRE, BAEN LB PO RE G
FIARSCPIAIRIR T RIS AL R KA.

1 ZBACAER EAR NS FE P A1 A

T B3 R S SR N 4 i A 475 2 B 3\ 4
JiL DA R i 3k 4 i 3z )6 s B 0 o A% 346 31 2 ) 7 R A
LIRS R T R AR FORME Y, dn ARk, 2R
H B B A B i AR X — i R b e s AR .
NT IR NG EAMR, VF 2 e R A AE A
BAREE-E, B R NG DL SR R s s
B A D S R /P R A 2 AR, E
Moy 2 BRI IS H AN 2 FhE 5 00 2R 4 T 2L )
Ae. MHAE B S MiE X KRR B 0 E 2, X 3
EHo-EEA RSV CBAE AT, e
H K %5 25 A 1(end-binding protein 1, EB1){E M2 A
RIEFEAER T, N B E 18 (human im-
munodeficiency virus type 1, HIV-1)7EE LR AT DL
P FAE ) CIRAGTIE TR, 35 BwRE e N1 3248
ML, HIV-1f85 2 1 120(glycoproein 120, GP120)5
CD4" TN I 52 A BLAT 55 S - 08 B (1 10 2.5
WHa e L, FEHIV-1 576 R e, 2y
SR, HIV-1H il SEBLMA BAER, 830 1 1E
Ui FRER 2R, ISR IR 1 S AL K, RO AR R
PP AN, BRI BT 2 ZBEALRE6 (his-
tone deacetylases 6, HDACG6)XfHIV- 1/ F1 i 2 1
Rt —IESE | QB ICE FEHIV- 1 G B i) B 22
PESIOM kAL, A BRI 587 (human  herpes
virus-8, HSV-8){EKGLFH, [FIFE 0T LG SE N &
Ak, B O T AT R0 B ORI % 38 5 1/ 40
FITRE L2, DN 908 8 A% 40 S5 A 326 38 40 A%
W RS A7 5 ) BRI 75 (ectromelia virus,
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ECTV) B SR b 4R 2 it A 5 41 B[R0t S o HE e vy
o8 & A M OB KT, Mg TR A0
e, (RHECTVIEA RN MRS, HEREEIAE
il iz 5 1,

gi b, AHMERIL, TR R R NS,
B 20 o A B S ) L, BN 1K 2k
A, AT B B -5 A0 R T A A DA BCRs 7 B AL
Vs B I A, G SRR R AR SR T
TR,

2 ZBHARAE R AR DA e s S ) Y
1EH

VF2 OB 25 BB YS E L AE AR N, Bhas
WG ERENAE AR O, T LB R4 A4
PR I e g R R A AL A, AE
B ARSI RE, AR GHARRE 5 R 2 18 5 1) 4 i
A LUE, A2 E ERLS, SEHRAMZA KL
WAL 2%, R Rk AL R s, BB S E .
AN S S L R R R, BAS
Foli o I 2 G R P 1 K SR AR 2R R T R R R 4
F e M S A T A

2.1 AR R

FH Y 40 87 7% (influenza A virus, TAV)I3E K 2H B
8/ A7 FLT FTRNA v BUAEL A, T 55 RN A 2 TAV
[1#% & F (nucleoprotein, NP)fL5, JF5JHEERNAKK
FJRNA K & B (RNA-dependent RNA polymerase,
RdRp) W %L 5 & 85 FH2(polymerase  basic protein 2,
PB2). F&MiE H1(polymerase basic protein 1, PB1)
N5 & B2 1 25 1 (polymerase acidic protein, PA)45 4,
TE R 99 B AZ M A% B (A (viral ribonucleoprotein, VRNP)E
E W), TVRNP S A W) & Ui B0 B 3547 5 DR 25 (1) 2 1
SN T, LR, RARpIR AR
HEPAFRIN R i 45 A6) 355 (1) A% R P9 V7 I 0% 1 A A2 3 B NP
59 #BERNAMRARp 1145 5 AE /12 SR 3 FRNA 5 1
e, T 5 B AR 1 1 Z AL B R 5 I s
H 5 RAE DR & o E B 2 BERFP300/CBPAH I T
£K F(P300/CBP-associated factor, PCAF) & ZE R 5 i)
5¥EHI#E2 55 H (general control of amino-acid synthesis
5-like 2, GCNS)HEAL IPA K 1947 ) 2. WAk 7T LA 3G 5 PA
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A DI AIRNA TR A BEVE 1, 5 B 8RN A 5
B, 12 LHEFHDACO#EALIPA K6644L 1) 2% 2.1
AT LA FPARE B AR A2 B AR, FRIKPAI R &
BEE P, BRI TIAV RNAFIHE: A 612051, R
JRENPE A2 MR AR 2B e, 7 A
A B AL SR IEE A F I ShAE. Bi1E 32 O BE g
GCNSHEALHINP KOO Z kAL T LA INIAV F 2 5 i
3 1 7 B 2 A2 (I, AR M, PCAFHEALIN
NP K311 2L BAk T £ B A 003 25 1) 58 2 Al 1 &
1). BEAbh, BLNP IR AN 5 2Bk 2848 44, RINPI)77
KT IIK 52738 R A E B (glutamine, Q)FINPIK229QM
STFRIAVIIRNPE S W, MM 5 RS &
FER BERNA LR A B HE P2 (&), TAVAIPARINP
A2 AL LA B 1 30 A5 T S I VRNPE
BT R, 52 MTAV 5 D8] 21 1 i S R 2 1 R

2.2 HIV-1

HIV-13E G R EO0 B FIRNA B0 5t s,
B I %% B (reverse transcriptase, RT)fE L1 3= ()5t
FEPFNIEYD, W5 FIRNA AR, #ATI R 5%, TRk
DNA; #7774 195 B DN A B I3 25 1) 5% &5 W (integrase,
INT)IiZis BI4EAZ N, FERRANTE ER gt t, &
9 i 1Y) i AT ZEL 0 R 20 B P e B 2 1) Rl — 2 B
FRNAE GG I (polymerase I, POL II)AIHE 5%
P24 H HIV- it 4 9 & 2 AE B BT (transcrip-
tional transactivator, TAT), 25 LG LR ITE
BRI, 91 G T 5 S S A K] 1 (positive  transcription
elongation factor b, P-TEFb)E|HIV-11J%% A L (R 51
FE— AR I B .25 [X (transactivating  response
region, TAR)MJLRFRNAZEINLENL), AT HE 55075 55 5%
FRIGFIE MR HIVIE S e 24
AKP BT B A LA, 8 A T
M EAERENTE 2 AL N4, 82995 B 1) % 3 F 2 il
HRE: (1) HEH LBEREP300(histone acetylase p300,
P300) A LA EL#2 S MEAL T 2 4 5 B INT ) = AN s TR
7 R (K264, K266 F1K273), B ABHNT LBk 38 m 1
H S e R I ADNARISE R ), JFHE 598 T DNA
G TEV(E12). AL, INTZ: 2B 52 R BIP3 003 1
FR M) T HIV-1 )5S A ), g — D] 1
LEFINTI) Z WAk HIV-1 & i 320, (i) 2
BEPCAFHEAL I TAT K28(L11 LAk if AR 32 TAT 5

A 2By
ONPzES

i

B

Bl 1 TAVIIPARINP & [ 1) £ Bt A 3ot i 2 56 D 41 e ¢ 1
Al

Figure 1 The influence of PA and NP acetylation on IAV genomic
transcription

TARMIP-TEFbf B K ¥ IAH BAE A, Rt A 0 1T 1)
TR LN R RTHITV- 1) BRI % 3 2 i 72 1512);
1M Z e REP300/CBPFIGCNS A S TAT KS50/5147 1) 20
P A0 2% 11 T TATHE 0% H p-TEFb I 1) 22 3R,
TAT M\ TAR/P-TEFbH fif 55 th oK (1#12), FFiE I PCAFIR
A SEPCAF™ P 4R TATW 5VF % 5 2 LEE H
1E. #ilhn, TATH: =1 5 2 28 B sirtuin 185 H (sirtuin
1, SIRTIL)HAE, MIBHKT 7 SIRT 1%} #% 3% K FP
65 K31002 12 CBEALRE 77, 3600 T P65 ZBEAk K
F, T ik B S #% IRl FxB(nuclear  factor-kappaB,
NF-kB)JS 2 5 K 142 3%, 8751 4R id s 165,

23 ZHFRBE

L TIT 49955 (hepatitis B virus, HBV) & —FIDNA
WiEE, FEBRHOE, AR AR
XUEERA A IRDNA(relaxed circular DNA, rcDNA)ZH
5. 5 R A LS A (KIre DNA AR 5% F BRI H K,
BEANRZ, R 5 AR B R 12 vh e AL g 3R AT 5 PR
DNA(covalently closed circular DNA, cchNA)[36].
HBVffJcccDNA 2 512/ ME S5 & T8 BN e tu ik 5 4,

1371
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""""" YDERRT | “BREZ
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B2 ZMEAAEHIV-15 3 S R v i/ E

DG

Figure 2 The role of acetylation in the process of HIV-1 transcription and replication

AT EEMRNAFE SER, T cccDNAR s id FE A T
04L& B MHBV X & HHBx I 2 55 fEHBV
S A T HBX R AT LA SRR 2 40 N £ 1%
1R BF(FLFEP300/CBP, PCAFAIGCNS)#|cccDNA
., FEHBVHN L R B T LIRS IO,
(2 BE95 75 5 3 A S )N (1813). 7EHBX S 1l A8 4
fu, P300%E4E F|cccDNA _FHIRE/THI 5, A E A %
LI 1 (histone deacetylases 1, HDACI1)MISIRT1 %%
ERIEIN, RN G AR LA K T B, R
Tefie SR EI3), R HB o i 2 5 TR A it
HE A AT A HBVRUN R AR 1) S B KT, 1% LBk
A FWLIE A% WX 28 i B I i — DN BTG, BR 7 18
T LA TOAE BRI G AR SR, oA
MEEEANSS5X—dE. #lan, 5 &6(inter-
leukin-6, IL-6)4bFE N FFHE4HM, <258 cccDNAZL &
[ 2H 2 ) 2T A KT () B AR I HB V 7 3% & 1Y) PR T4 Uik
b FRE B R 2 A, AR BRI 7 P AL A it —
A JeAb, E AL fEcceDNA F 4 & 48/ A
L ¥ F#(nucleosome  acetyltransferase of histone
H4, NuAd)E G AT BHIV-1 e 4E 1
HAEFEHG60(HIV-1 TAT-interactive protein, 60 kD,
TIP60) R LA it i 1b 2H 25 I HA 1) LB A 55 5 1R R

1372

AZEH
Q@ £EHEH3H4
© HBV cccDNA

HBV HBX(-):

HBV HBX(+):

R

Bl 3 HBx/M 2 ZBHGFZITHBY coccDNAFE SRR 1 1A
Figure 3 The model of HBx-mediated acetylation regulating the
transcription of HBV cccDNA

F4(bromodomain-containing protein 4, BRD4), Tfi
BRD4ZHHBV A 2 5 1%, M TTHIHBY A= i,
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XA TIP60A 5 1) ZBE AL #H 22 BRD4 2 HBVH S Al
S — AN o

3 CBHARAER R T 4L%E/ 2R Y
fEH

FETR T3 B e IR B, 4Lz i B 43 hr
BT AR A3, AR5 BT AL sk 1 3k
AL, BB AL, AT 58 ol 75 AN A i A 3.
X —d AR, LB RIS 5. b T
(R 18 0T B LT 1 2H & R HH 2F [R] A A o H
DA b o= S 2 1 1) A 7K P 0 2 L R M g Sk
JEABERE . gildn, EIAVIRSL R, 3 LM LEE
HDAC6IHIT TR K LW AKTF, BHAS T IAV
R RN Fig s, TR R4 RO
LI AK R FEAE 22 R 93 55 (1) 2H 236 F0 H 25 v 7 36 EE 22 )
e, CMEAEP300/ FE3iZ R IER MM A TUHT ALl %
IS B 1R i 25 1 4(neuronal precursor cell-ex-
pressed developmentally down regulated protein 4,
NEDD4) K66 747 1) Z. B4k, 158 T NEDD4- 5 1% fdi 47
I3 75 i 2R 99 5 2R 1 40(viral protein 40, VP40)fAH
HAER, Mifi$E T NEDDANE3Z R IEBmE M,
T VPAORIZ R AL, JF e A& 35 B % 4 08 75 10
2D TR FHIV-1R U, ZBAIER RN B E
PAS e s S i B A R, Rl e AR e e
HIV- VS 5 10 35 00722 A 2R s =P, gk,
HIV-111 2 A BFINT 5857 swi 355 [ (swi-independent
3, SIN3)/HDACIE &Yyt a3 a1y 1540 1 7] B
()4 36 B e/ 2 SR AL R 2 5 B 1 4 2%
2R A A R, AR (R WL R A 2B
238

CPFAAE T T3 2 A= i J ) B0 I 56 3 AR TP AR
SR YRR AT AN A, TR R R LI S A A
BB, ZMEAAH SCHI FUAk L el = . DRI, 7505 23 /%
BRI B, S AE BT # A AL A e
JE, i EIRANR .

==
B
ﬁ‘:
;'ﬁe

=~

I 1 I CBEAL 5% W HT0% 1 R AR
B

T 5 EAIAE KRR T, ZBe T BLahads

VTP R R IR g8 S B, TR A YR A 3 1 A N 2
RER G LB e E AR OW # G  3E — TER 2, W
BENRMIIG, BifE T e R %% KRG IR %
A& (pattern recognition receptors, PRRs)FT/E%I, PRRs
g6 DR ST 190 S5 AH 9% 43 11 20 (pathogen-associated
molecular pattern, PAMP), fil & 4515 5@ g™, 78
DNAJ# G 2, i #DNATE N T Z PAMPRK
fik 52 470995 2 R AR Hras S R A IR L A 4 i v
J 5T 7 2 DN Af& A8 A P L R A% 5 il (cy clic
guanosine monophosphate-adenosine monophosphate
synthase, c¢GAS), HAEHEEEKYLm 2 TE HicGAS-DNA
WO BRI R IUDNAJE #E R f5, 20
FAEBETIP602x /1 FcGAS Nuiiff) LBk, T EBUH X
FEDNA B &SRy, AT S R ARG 75 S 5 B
1 TIRNAYS SR GAE, 2% CBERESIRT 145
12532 ZABE S OTU B H3(0OTU  domain-containing
protein 3, OTUD3) K129(#) 2% Z Mtk WS¢ 7 OTUD3
)22 FATEE, 3 0TUD3 I/E R ——2& ki ik
YU #1559 % 5 % H (mitochondrial  antiviral-signaling
protein, MAVS) K634 E# [K)72 ZRACIG 38, (i 1E &
S RAE B B S SR, AR K, ZWTEEMOF (males
absent on the first) i B 5TH0 % 75K 7 3(interfer-
on regulatory factor 3, IRF3) F.AE, i@t HMYST45#)
A FIRF3 K3594L /) /AL, IRF3/) LML HISS 7
IRF3[H] [ BT RKEE RN G ah T EEENRE S, BT
IRF3M v, Al 1 T R34, X
F 2R AR R B 2 T R G i 2 S 8

H AT T SR A FE A 5 AR B I G AL B 2 1)
RIEEARRR A2, 15 2 W R LA T % =
VKRR U e et or & AN £ i A1 UK
PEANER T

5 HEg5REHY

HE R LA R A AR A R LR ST R R
g8, T TR E A S Y A D Re, R gt
P SR B SR B X A R G O AR TR
B B A 1 R SRR 2%, AT B3 4R A
855, RO R RO AL S P, DUt
TRERAESE EAIM P A, R, Rzl R
e PUR B BN E R, 2 )i
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21 B 2 LA BT 1) 750 (R 4 S5 PR B S 11 770 55
CLZ 2 BL P FE U0 SRR B 70 Y, a2
REPRIR T &, L A A — 282k WAL R 357 AT LA
A KR T RIE ST, KIETIL 4L
(IR, i B e DA 2 A 98 S8 T e i D i 2T 4
e, Bl R A % BB R — e AR B AT
T AR e DR FE A A% G AT AR VR T AR, X
KA BT B2 ) I R AR T 2 O,
REBMOEA T — L LB AR 3 1 HTF 5 L
B, AHRT AT I Z A A2 2 A i o 0 P (K SR 2% A
AR 2 i RR A AR SR B (1) H AT S S50 eE
(I 7T 32 FLAR R A B (B AR e R B R R ) Ar
R S B R R RO REE, T B G A0 e Bh 2
b 5 240 LR R A A R R S B A KT AT R R
2. LA T R TR R KT b, BNERAR 4
WAL 4L, W 0w BRI A AN R B BG4 = 4%,

%k

Hey S BN 7 SRR G R T I A S ] AR AR AL
(i) WBANRIUAE, 16 ENRERGEXHES R
S M, LLBH LB SR AR R R, DR AR 5 AL
B TAERI TR B B =L, fE IR R S 1T
FERBEN MR A KR T Z YL — DR, Wt
T BRI AAR S IR YT SRS IR BUR N8 4%.
Bk, BEE N R LI AR T BRI A
Vo2 DhRERE T BN BINR, 2 SEHT I T 77 v o
FEFEAT LN, FEAETE AN R AR R B S
R, PRIHRTT RAE SR AN R G4 b 28 B ) 214K
FNAAA BN 4R A A SBEAGAL S R EER) R,
FEARGUKT EIRN T i 2R LA RILE], 22
il 2 A= i A A R B 2 e A sh A2 1, K
Xt LB - A AR SR R R N A i, R
IEEAE, DNt BER AR TUER IR LB T 25 K
GERIAR SSI BEVE B (VR TT HEE 12 LB AR
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The roles of protein acetylation in viral life cycle

ZHANG LinLiang, DONG Qi & CHEN MingZhou
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Reversible protein acetylation is one of the main mechanisms regulating protein functions in host cells, and is involved in cellular life
processes, including circadian rhythm, cell cycle and cell metabolism, which endows human life with more complexity. A large
number of studies have been shown that protein acetylation modification has been used by many viruses throughout every step of the
viral life cycle. After invading cells, viruses use the host acetylation network to destroy cellular metabolism and signaling pathways
for regulating their own replication and infection. Here we review the roles of protein acetylation in viral life cycle, including
analyzing the similarities and differences of viral manipulation of protein acetylation strategies, so as to provide theoretical basis for
further research on the therapeutic strategies of protein acetylation against viral infection and related viral diseases.

posttranslational modifications, acetylation, viral infection

doi: 10.1360/SSV-2022-0041

1376


https://doi.org/10.3390/v12010121
https://doi.org/10.1155/2015/427814
https://doi.org/10.1128/JVI.00727-14
https://doi.org/10.1371/journal.ppat.1009616
https://doi.org/10.1371/journal.ppat.1009616
https://doi.org/10.1128/JVI.01469-06
https://doi.org/10.1371/journal.ppat.1000463
https://doi.org/10.1371/journal.ppat.1000463
https://doi.org/10.1016/j.cell.2010.01.022
https://doi.org/10.1146/annurev-immunol-031210-101340
https://doi.org/10.1016/j.cell.2006.02.015
https://doi.org/10.1146/annurev-cellbio-100617-062903
https://doi.org/10.1146/annurev-immunol-032713-120156
https://doi.org/10.1126/science.aat1022
https://doi.org/10.1126/science.1232458
https://doi.org/10.1073/pnas.1922330117
https://doi.org/10.1016/j.molcel.2020.06.020
https://doi.org/10.1084/jem.20181773
https://doi.org/10.1080/13543776.2017.1276565
https://doi.org/10.1016/j.lfs.2020.118883
https://doi.org/10.1360/SSV-2022-0041

	蛋白质乙酰化修饰作用于病毒生命周期的�研究进展
	乙酰化在病毒侵入过程中的作用 程中的作用
	乙酰化在病毒基因组转录和复制中的 和复制中的作用
	甲型流感病毒  甲型流感病毒
	2.2��� HIV-1
	乙型肝炎病毒  乙型肝炎病毒

	乙酰化在病毒粒子组装 毒粒子组装/出芽释放中的作用
	病毒调控乙酰化影响抗病毒天然免疫 毒天然免疫反应
	总结与展望 总结与展望


