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Recent progress in research on insect histone deacetylases ( HDACs)
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Abstract  Histone acetylation is mainly regulated by histone acetyltransferases ( HATs) and histone deacetylases
(HDACs). Insect HDACs can be divided into four classes according to their protein structure and sequence homology.
The members of the HDACs family show highly conservative homology and species specificity. Recent research has
revealed that HDACs are mainly involved in the regulation of a variety of developmental processes, including embryonic
development, somite formation and patterning, life-span and neural behavior. Here, we summarize recent advances in

research on insect HDACs with respect to HDACs sub-classes, phylogeny and physiological functions. Such knowledge

will be beneficial for research on phenotype plasticity and pest control in insects.
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ZH R B i — i DL A% e 55 S AL, (]
A — i S R s AL A 7 2, A 2
FEH I O WAL BRI 12 R ALHT ADP o
FAb 5 (Wolffe and Hayes , 1999; Turner , 2000)
Hr, ZWA R BRI R — R B
MWiJ7 2 (Strahl et al., 1999; De Ruijter et al.
2003) , HHE H = LB L ( histone deacetylases,
HDACs ) iy F2/E Fl R O H 2 LAk, 5
YL BT 4, T 1 R PR 3R 7 LA AR W I
s b R #5 TEEE T (Wolffe , 1996) , {H 2,
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2 FRAN T3 52 % B HDACs B B, %F HDACs J&
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BALEA% M, B NME R ~ 147 bp 1) DNA
SrFEGETE 2 3 F H2A/H2B SRR FI— 73+
H3/H4 U R ARG 100 2 2 B 7\ R AAAZ O A 4
(Kornberg , 1974; Kornberg and Lorch , 1999;
Strahl and Allis , 2000; De Ruijter et al. , 2003)
Hr iz 0 8 RS EA — A B S5 H B — A 1
JRPE ) I Hak A AR SF Y N i B2, 326 2 i iy
N iy 2 P8 A 80 1 240 i A i T 30 04 4% o B L5 50l
W AOVE 0 & (Thiagalingam et al. , 2003) ,

1.2 AZEBZEWN/ EZZELIERNE

MM O T & SR A 2 T 38 1Y 3 2
R, o A E WAL R i HATs FIZH 8 B
=4 Tk Ak B HDACs 4 {1k ( Wang et al. , 2004;
Shahbazian and Grunstein , 2007) . 2H%#5 4 1 £ Bk
R AAE N I 2 R (K) FR ALY -2 B AL |-,
Forh H3 A HA (9 AL VRIS H2A R H2B B
2. H3 AR 1 L BT R AR Lys”
A Lys"™ ;1 H4 4128 (189 2 B AL 0 B 32 58 & A 1
Lys’ . Lys®. Lys"” fil Lys'® I ( De Ruijter et al. ,
2003) ,

% HATs I HDACs #4519 AL 3 5K 5
BEPR B SR P B VI AR OG . 38 T & S B AL K
(hyperacetylation ) J# i K& PR 5% 5% 5 i AR £ Ak
7K ( hypoacetylation ) JUJ 411 ] 2 (R %% 5% ( Forsberg
and Bresnick , 2001; Becker and Eberharter |,
2002) o IEEAIRAEATT A% O AR i = R
AR N I 8 A5 A7 I H Ay, ol HG 5 67 R A Y
DNA 5 BE SR AN, T BE 11 5% 5% 525 W ik AL 1Y
JE S TA A AR TR B A . AR AL TS
e B HATs #4620 25 1 R AR S ek, b
R B 1E A, s A% /MAR 2 A 1 g 8
DNA Z [H] B8 LT 7, 36 AR &P A% /DMK 1] Y fidk 2R
DIBR AT A 53 DR 422 30, DT 185 i 5 PAT %) %6 55 5 A
B2, 4 BE DA AE 34 i B Be i, HDACs i1k 2H 25
Lys B AL b1 S LB R A%/ MA N S 2 11
IEHARRAS, ZHAEE 1 ] 5 DNA B A G flige
Jor ik — 20 e 4 D\ T 36 il 5 5% 4 ] ( Grunstein
1997 ; Vogelauer et al. , 2000) ,

2 HAEAEXZEHALE HDACs

2.1 HEBEXZELE HDACs 533
FHAT MR, 3 T EEREA R oh HDACs BY4544

[, 7 B AR b 2 2 3 18 A~ HDACs K ik

(5L, 3 RN REE  EATHE 7 7 4k B AT 1
VA A o DA KRR AR 22 57 (Gray and
Ekstrom , 2001; Haberland et al. , 2009) , H.A %S
LI ANIVEE Faiyok Ze® RIIMHE L L
AL ;M 56 248 T NAD "R Al &
WAL . e AL R A R AL S A IR ST B
C I as 1 3, [F] I 78 2 70 738 BAT RSP I N
Vit 8 9 25 4938 ( Gregoretti et al. , 2004) .

% 1 26 HDACs 5 B & Rpd3 [W] I8, U 4§
HDAC1, HDAC2, HDAC3 #1 HDACS, £ 1 T 40 Jig
Brb TEAR N Z3RGK, A AN R 280 Ol
Ak 7% P ( Nakajima, 2007; Yang and Seto, 2008 )
55 11 28 HDACs 5 EER) Hadl [R]85, Horp s Ta 28
HA — Bofii b X 88k, 5 5t 43 4% HDAC4, HDACS,
HDAC7 F1 HDACY; £ 11 b 28 HA3 W B i Ak X 5,
B AL HE HDAC6 #l HDACI0, AT 7E I h s €
FEAAE T A S AN A, W RES S AT
WA ) A% F5 15 ( McKinsey et al. , 2000) . %5 T 2%
HDACs 28 = B35 K T 2 (silent information
regulator 2, sir2) #H ¢ fiff 2% ( sir-related enzymes,
sirtuins ) , 45 SIRT1 ~7 3t 7 Ff, 548381 75 £y 1
A0 2% (Landry et al. , 2000; McKinsey et al. ,
2000) . #5 IV & HDACs & — 28 MUkr i 25 S Ak
fitg, LA HDAC11L —F, F2AAAE T, H
AT HI B T % /b (Gray and Ekstrom , 2001 ;
De Ruijter et al., 2003; Ledent and Vervoort ,
2006 ; Morrison et al. , 2007 )

2.2 EH HDACs fyfpZEfnss S

B 0t HDACs Fh 28 FUF i H i R DL TE 40 /Y
Il , WBA 7 H P RGN ARG, A
SCYE# M GenBank H4f 2 rp R 2 1 F i R
Drosophila melanogaster 7 ] F| B W Apis mellifera .
Wi 5. WF 8 Acyrthosiphon pisum | ¥ K fF B0 Aedes
aegypii % BLIK 5 B L Camponotus floridanus . %
W2 Locusta migratoria 6 Fp B B UL N EE YR N
Homo sapiens H Hij & P ) HDACs £ [K 751, [/] i
XX BE P S HEAT T 43 A A, A TR HL HDAGs
RERKBRI(E) IR 4K R T7ESR 1
s

WL TR, BB HDACs K02 58 A
HDACs AR, d A2 75 U2k, {H 2 B Jt HDACs I
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FIEM AR I B R S MR s (T 1) 5
2% HDACs iy HDAC2 7E B Hrp H A & B,
1M HDAC8 72 i &7 35F H 35 K Al R st rp £
e, ey ny R Bajd A &8, % 1k
HDACs A7/ HDAC5 .HDAC7 .HADC9 #1 HDAC10
TERTS) Y B H b A & B ( Gregoretti et al.
2004 ; Pallos et al. , 2008 ; Rider et al. , 2010) , 58
W2 iy HDACs B W0 A S v L, 72 BT
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Fig.1 The phylogenetic tree of HDACs in representative insects
IZHEACR L T AR A L, R ] Clustal W [RJE FEXT B HEAT TR LUXS , 23390 80T 3R F R SR
MG :Dm, PJE WG Drosophila melanogaster; Am, 7= K F|EE W Apis mellifera; Ap, Bi 5 5% W Acyrthosiphon pisum
Aa, 35 KA Aedes aegyptis Cf, 5% Bk 5 UL Camponotus floridanus; Lm, KW& Locusta migratoria; Hs, 2 N\

Homo sapiens.

This phylogram is constructed by a neighbour-joining method after the analysis by Clustal W alignments algorithm. Numbers

at nodes indicate bootstrap support values. Abbreviations: Dm, Drosophila melanogaster; Am, Apis mellifera; Ap,

Acyrthosiphon pisum; Aa, Aedes aegypti; Cf, Camponotus floridanus; Lm, Locusta migratoria; Hs, Homo sapiens.
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[ it 2l e /L i3k 6 Gk T 149 G R, 2 BRL A ) o
SRR AL, FERRBEAL D AR R, B AU TR
SR E, B BRI T e A 3l W A G 2 D A
HDAC5 .HDAC7 \HDAC9 #1 HDAC10 25/ Iy fEn
RETE Bt E A i R rh B S P BT R AR

3 EH HDACs BIhgE

R X Tt Ak Bl aof 41 8 1 B 1R
W, ARG (8 A G DL S S [ e 5% . HDACGs 2%
SEAMTIE G W i) B B R 4y, R A% /AR S )
I FEELH U (Gallinari et al. , 2007) ., HRGXS
7L HDACs DI RERFSE BN BN, £ 225
TG Kk p 28 AT SR TE N B 2 A A ) 2R R
(Kumar ez al. , 2005) . T B R RAE AL
CTRAL T D REAH FE /0, AT R HL HDACs 14
g AR FEA LU L
3.1 ATFERREKASE

HDACs J& B BRI )12 20 A i — 25, JLT
TEA A RIS, (BAF HDAC 72 & & ot #
HIEI B PP SR AR, R B HDACs 78 iR
Bk E T RERAE LAY =TI, R LM
RS 1 28 HDACs ) DmRpd3 75 I8 i 19
B3k, M FE DmHDAC4 F1 DmHDAC6 1E N 11
%5 [1 2% HDACs 75 iU i 2R3 IRl kil & B LT
T A 1) HDACs 754 HUH 23k 5 84K ( Cho et al.
2005) , 5 —IHFsEFEHH DmHDACT #1 DmHDAC3
FEAL MR &y BB I/ W B e AR Al i O SR AR s
HE SRR L X 1% W) DmHDACI il DmHDAC3 %
RWRY A& B A B oK UL AT RE 2 2 T 1Y ((Foglietti
et al. , 2006) , 7ERMAMEAS KB LB, HE
H & Bt %% 78 i Chameau 1 2H 5 11 £ & Bt AL
DmHDACI #7% DJun 5 Dfos 5 5% [H 7, i o & 4%
FEHOAE FH R 815 INK AR 1 7% 5% (Pradel et al. |
2006) .

3.2 BAEEHMRBRST

B M — P AN [ A A4S 2R, 431 R TR A 2
RESEAENRNG & & o F v s 4 K1 O i, B e 46
[ BR LA (gap gene) , i % L [K] ( pair-rule gene ) 1l
1A AR A FE A (segment polarity gene )3 2 ( Sanchez
and Thieffry , 2001) , i DmHDAC4 765 514
A I G RE R, % gap FEPAH pair-rule TP
o A B IR iR B B bl i RNAL D A

DmHDAC4 FERIG /1 6 . gap FN pair-rule J
RASNK G B hunchback | knirps | gaint %5 & R i
15 , 1M even-skipped 4] T DmHDAC4 33k ( Cohen
et al. , 2003) , S0 DmRpd3 Fe[R =48 LG
HOE,IFGIEAIE R 1Y pair-rule 73078, 1L Al fE
+& Even-skipped (Eve) #lliil HDACs 33k T RETE
2, M52 Fiz 4§ 1) engrailed AN AE IE 15 1L
(Levine and Mannervik , 1999) ., % —I0#fF5% 8@
A ARG 0 20 i 07 S 3 TR B 2R 8 DmRpd3 2
(7] 905 e 75 e PRI 2 SR iR 452 X204 v 5 2 JB A8 M A G
AITTER S 5 W B 24 B 3, DmRpd3 5 Polycomb
group (PeG) & sg i) -2 [ 0 ] 5 4415 ik dh
KRB AR [F] 5 S A8 R R ) 3k I 95 WS i A R
4373 (Chang et al. , 2001)

3.3 PpEEEEa,

AR CBEALFIRE B IR B H A i 2 DDA
Koo TERE R PRI T 1Y F7-Ai SE RO, Rpd3 Al
Sir2 J& 2 PNEE R PR JC4F (Kang et al. , 2002;
Rogina et al. , 2002) , e BRI S3 Rpd3 HEH
O TRA TG IS PEREAR , [ Rpd3 25 LAk I R
ARl 7% Sin2 B BN, A Sin2 K- BT
Rpd3 KPR AN Sin2 JKF BT LR TS 80 T
Hm 1) 7% 4y 2 K ( Helfand and Rogina, 2004;
Guarente, 2005)

M EE [ (heat shock protein, Hsp ) 7£ 75 fi it
E R E AN, T2 1 S A2 5 R hsp Sk
PRI %% 55 o Tao 55 (2004 ) {5 ] HDAC #0i 5 TSA
SR T AR A B IBM AT T hsp22 JERFRIA S
TR A Z A Y 520 . TSA @i 8 i & 1 2
A AT, JE A SR AL %) A4 , Stk Ah TSA fEfS
FACHE G FEEA KM hsp22 JEINFRIK . RAFTHTH
KIRAEENE Bk Harpegnathos saltator W, W J5 1Y
SIRT1 Al SIRT6 {4335 7K V- 5.3 w5 T Al Ab T4, 158
WIE d 2 5 5 an Y R4 AT BB 5 Sirtuins % YJAH
% (Bonasio et al. , 2010) ,

3.4 AEHMSRRASART

Fhos P B OMEPE B M8 Apis mellifera 734y e T
FT e W24, Xof 48 W 4y W DS ) 1) J =X DA T 8
35 1 3% T (royal jelly) , B A5 F4: ) 8 1 1) 55 2
¥ 7% (Bedford et al. , 2011 ; Kamakura , 2011) , %
FFTE R e TR S W — R IR TR, B 10-
FRAE-2-58 05 TR (10HDA ) |, AV Ly # E IR AH 73 5%
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e B E B HE A L S WAL ] ) HDAC
Wit 10HDA B 0 1w 1 3h 4 4 i 2 LT
BREE R RIE . PR, e 0 b i 10HDA W] figid
] HDACSs (1895 P4 75 2 0 35t 1% 27 7K 1 18 422 e
F¥ %5 (Bedford et al. , 2011)

3.5 HDACs 5EH#E R G HRBRE

b B dt HDACs TIREWF T BITR A , B i
R C 2 BESE HDACs 5 Bl 28 R G2 908 =22 (]
KFED R BB, 2 X5 2 MKW
(polyglutamine , Poly(Q ) J&— 2k [A H0j & [K] 25 7% [X
) =A% R S W BT L PolyQ RS , Fe &
FECEBEME L ICA M )Y BICT (R AR AT R
i, AR IETE X SR GRS 7 T SRR AE 55 (Paulson
et al. , 2000) ,

Jfa e X G o R AR OGP 7R B/ 3 T 2R IR 25 5 E
(fragile X tremor ataxia syndrome, FXTAS) J&—7#f
LIRS P P 2 AR AT M, O A T
X Z540E FXS 3L K FMRI ) 5'UTR [X CGG 3 i 3&
HEE Y # Fr 8 ( Tassone et al., 2000), 7F 5
FXTAS %3 223k 3 4~ HDAGs (3, 6, 11) .38
I HE VTR S CGG ER P FA S M & &4
(Todd et al. , 2010)

Tl £ ¥ AF ( Huntington’ s disease , HD ) J&
— P AP ZIRAT Y , 5 e s R R A G, i
AEFIE A LR e o S i T R BOF TR 40T
IHEESS % (Beal et al. , 1986) , HHIE £ L BL LG
HDACs 12 —Fh e s il K5, vl 5 5B & ¥ &2
BRI AR 3 B 6 50 9, e 2] H Y
K B %E 5% ( Steffan et al. , 2001 ) . HD 5 i 45 750 fiff
FER AN ZIRATHGAE RS Rpd3 7KF-d5e Ay B, st
% ol 25 BLRAAR Sir2 ZKSFXF HD SR s A EL A Aol
2RI VR, [ RIS Rpd3 A1 Sin2 B33k, M2
BAPRCRAG BB 2. (Pallos er al. , 2008)

3.6 PIEIRTEMEAET

21 2R 11 25 ST AR R 7 S5 DR A ELAE FH R
WELE P 22 TUAM SR B [ T J . Tea 55 (2010) 57 &
PRI Rpd3 2 5 P82 Lo 5 28 T S8 L )
Rpd 3 ™7 S AR (R 35 B ft 22 O M 1) AR S M T IR
M TR RIS Z 05330, M 23 a%R
K[ Rpd3 i i3 1% 5 K1~ Prospero 2L[RIVEH , fig
B VIR 24 28 TO I 98 1Y) IE R A

4 RE

HDACs 7 B R h 2 5 R A A I8 AE 2 2540
FAR VA B 22 2R GE N RE VA 19 25 07 T K 48 T A
F, BRAE B 132 2 [ N AP R IR 2 R G TE . B
SX F A6 B s HDACGs KA DI BREA BTl , (1%
R AL T AL AR B B, AT A VF 2 5 A
B — ST AR B HDACSs J& 75 Fll i 55 3h )
—HES 5 AR I 28 R G RIS O T A B R
T30 o — B H R YA F AL, R R DO RA
F5E HDACs 25 1 9 /1 FH AL R 548 — Flog ) A2
YIBiia 71555 o MG RE A A= 0B (Y PR e Ji2 LA
Lt B H L OB IS TR, X 28 1) i
HORE 210 I T
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