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B E . HEA X LB (histone deacetylases, HDACs) 2 5 I i 5 A2 AL B ELHERE,  FEHLAR A 45
TR TR BOR 2 (1) SOk E HDACs SRR R 7% B B T2 S A B VEIAE I . AR SC I Ze Pl 26
HDACs, £5R T HEGH1E CBHGEEIEROBMERIEER, TFENFEANINLSE . V= ThEe LRI 1)
KFZR, BIEMNLERFRESERAF Y IR, MR TSGR KRR RS . X OB R R
VE R FEAMN AT BT HDACs 7R & A2 K e /e Fl AL 4 9 2, o DL HDACs Thig o
FRIHIT 2 B (L 11 R %
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Research progress on the deacetylase-independent effect of HDACs in diseases

ZHANG Yi-Rong, CHEN Li-Fang, WANG Wei-Rong*
(School of Basic Medicine, Xi’an Jiaotong University Health Science Center, Xi’an 710061, China)

Abstract: Histone deacetylases (HDACs) participate in many physiological and pathological processes, and play an
important role in human body. Recently, accumulating studies demonstrated the role of HDACs deacetylase-
independent activity in diseases. This paper reviews the latest deacetylase-independent effects of class I, II, III and
IV HDACS, and mainly introduces their structure, biological function and relationships with diseases. It aims to
reveal different biological functions of HDACs from structural characteristics, and then explore their impacts on the
occurrence and development of diseases. It not only facilitates the comprehensive understanding of the role and

related mechanism of HDACs in the progress of diseases, but also provides new ideas for drug discovery targeting

HDAC functions.
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HEE 2 LR (histone deacetylases, HDACs)
ST — R WAFAE T HAZ A M (e, MR 4E L SR
E M FEEME W ZE R, K H S RKILM 18
HDACs 7 A2, % 1 25 HDACs {55 HDACI
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R IYAYT, Rk HDACs O 250t R 1) 8 32
TEEA T P BRI, BWEAUR B, HDACs B HA %
LA ER AR R Y, G 2020 4F Nature $38E
HDAC3 i@ izt 23 20T Ak i F A0 R 14 FH 3 45 48 P 1)
RIERN, 5l AT HDACs JEBEIE TR )12 55
AP BEE R B, HDACs BhSr T2 20 WAV g 0 1t
M AEE S SRR P R SR . AR 21 B 4
MG EZ A SRR, R BN B )5
hee, FFSMR. Jo R BE RS2 Ak
TRETIAE I 1), T, ASCHIEAER HDACs
25 CIFAL B AR PEAE FH 1) A= 92 D e e Fo 5 50
Z IR R RAE—L25&, NIRSR HDACs 1535 K A=
R IAE L PE R k4, oM B2
(T R B4 e RS S Al S5 S R 5 o

1 [ ZXHDACsK Z B EGIE{kE51E B

% 1 28 HDACs [ Y it HDACI, 2. 3. 8
FEATAMRE, b HDAC3 WAEE T4,
FEES S5 HAWE ORI E S RIEER- . 1558
[ 25 HDACs J{ fi 1, HDACI1 #l HDAC3 iiid % 2
T A Tt A OGP U 428 e o KL R U 32 5

1.1 HDAC1

2% HDACs ZORH I EELL 1, 1996 4, HDACI
W —kalifh Fpa s ¥, HDACT H 482 /N4 Bk
BRIEH L, fEtrh EEAE —MENE SRS
15 (deacetylation domain, DAC) FIZ& T4~ 14-3-3 25
ghf gk M,

HiiETEH, HDACI % £ WAk B JE A fsi v A
F T R 5 20 i 5 SR A B A p21 BRIEM K. Zacl
A& —Pha] (i a3k 4 g 9 T AN R B REL R AL AR AR
H, HREKFR TSRS 5. FURE.
N S, AR A 2 P MR 1) R AR R R O,
FOR, HXTHRAAMLL, HDACI % Z Bk 2k 3%
FRAFK H141A 401#] ZAC1 i 5 /) HeLa 40 p21 )3
FFIEME, W Zacl W3R p21 B A KR IE T R
B HDAC1 % Z B LR s 2 & 1
1.2 HDAC3

HDAC3 £ 45 #4 5 HDAC1 24U, A&
¥ 5 A 51| (nuclear location sequence, NLS), 441,
& ¥ 41 (nuclear export sequence, NES)!' ",
HDAC3 2% Mtk i M — Ml o 22 5 A% 52 A 40 |
“F (nuclear receptor corepressor, NCoR) B, H: #}l 3%
ZA R IR 32 AR F YR DT ER A 5 (silencing mediator of

oK &1 EYFINEE NEPSET
ClassI  HpAC1 B 482aa {HFEREIRRREE. AT BepyeR
HDAC3 [ [T 428aa W o, 4 FNBGRRRIL, BRI, SERMOER
ClassII HDAC4 1 [ 1 ]1084aa IR, KAE BIFURREE. sk \
mpacs Nl DD EEEE [0 oise  E i
HDAC7 [l [ []912aa FLBIS 1. FRERP BREHALE
HDAC9 | 1069aa BERBAZAE =IpE /
Class I SIRTI .| 747aa ERALERY BREEERESAE. RRERIIE )
SIRT4 [ [[] 314aa PRERAERRITE. BRBERDW IR, FEERS
srs [ [[] 310aa RS, RHIEPE. ERALER FhyE
SIRT6 [ _[[] 355aa RAE. DNAIR{A. 4EiAT B, OH%=IB /
L Class IV HDACII 42008 ETREESES FEER, SRS
[pac NS [CINes oo [ s [ Rossman #78s;

&1 HDACsHJ5 2.

LA E C B LB IR B E M F T RE R AR X R m
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retinoic and thyroid receptors, SMRT) 45 & J& il 5 &
Yk RIEER M. B AT SCEk RS T E e 3 Aoy R
i HDAC3 (1) 2 WAL B a1 < 265 298 o7 i 2 R
T HE AR (Y298F) A4 IX 3 11 7 A 2 2 1 ke 3
HI34A N1 HI35A %48 (HAHA R ). % LIALHE
10E 45 K48, (deacetylase activation domain, DAD) [/ #t
BRI FAE (K25A)"™ P H AT 5T % W] HDAC3
TEPIE SR AW AEFESE 7 AR 3 B AL B s
Hz5,

T ST ALK & P B R 7 KR BB 4% BT e
A 5 AR 1 S . — T THD 98 SR i 8 30 T AE A
s A7 I BR AR, RGP RLRE, NG
bRz MA L, AT EeREE. 55—l
o P ) S R N 2 S EUIA AR FRE . BIKGRFERE
. FIAR, EHZE COVID-19 25 () & 4 oS, A&
VR A A0 i IR PE % 1 ApoE ™ /N BRI RE Rl T 1 &
(LA P9 R AR AT I 5, R BLS CSTBL/6T /1N R
FH, ApoE” /NEREBNKH HDAC3 F£ik i, {2
HBEJORE N R A 5 HE— B 5 Rk B HDAC3 g% 1
141 75 RGFP966 fit % ik 4 ApoE " /Iy B Al I % Py
R 4 M 98 E B B, 36 B HDAC3 % 5 ik 56 A fdifk,
ApoE " /IN BRI P9 B 41 M 98 RE S L 6 11 A4 6 T
FCEEEE U BTN DR S R 0N B 4T
HDACS3 B8 B, HDAC3 B A s i s A1)
W IE T BE, 7E LPS 5 5 1% W 20 i 48 0 2
N, HDAC3 BEREMST T2 A ME AL BTG 1 5 ATF2
SEA PSR RN R R R, KT X Lt
ARG 3% T 3 BV b 5 ATF3 454 401 Toll £ 5% 143
5, PRI 0 E D) RS 43 HDAC3 BCH 7% R
G PUR G PR R -, JGH 2 HDAC3 Jlar 25
RS PR AR R D Re R X e R E R &
KEZ P, O R R B, HDAC3 @it %
TR A0 1 A X A € i 7 A 3 0 S A
PR Y

TEARWI ST, FFIF HDAC3 k2 S 30U I AL
WEFL NI RE N, 1 HDAC3 2 LB AL B2 1% R
Ak K25A BGOSR AT AR 35 EL,  [FIFE HDAC3
% IRAL G 2 15 K] Y298F R4St B 7R 1R KRR |
TR AR . HHULEREH, HDAC3 75 o (1) 20
BEASE M T L 2 WAL BEs 1 12 A, WA
R I K25A DL—FPAK A 2 2 Bk Ak Bl 1) 5 = A i)
BRI, X8 HDAC3 135 24X B 35 1 i
hieth R RIE M, Bl E B A R
RE, "EILIE B Lo WAL R 5 S T R L A

PUAIIR#E . Song 55 ) RIS IEH/NRAHLL, HDAC3
il 245 (1) NS-DADm /) BRI H B B LI 4 1) =278
NG U ST RE I . IR RR A AL N, 123
A PERIOR D . 25 SO TR o AR W (1 AH 5%
FERFRIE LIRS, LR RIER HDAC3 )2
A TBRAX R A AR A 7 FEF I B B LA W op R 45—
EVEM .

BRULZ 4k, Yin %5 P B FE K B HDAC3 4] /s
B SR 4 ek B o) IR (R R Rk, TR DB 2445 R
BSOS B RS R R, R MR AR B 4
KT BAs, S E HDAC3 7E 05 22 5 JA A0 B
PR B RO . (EH ] HE R AR Y HDAC3 il
WS, HEAKAN HTFHRE S RATEE
ZE5, ULBH HDAC3 2 £ h A0 B 5 1 55 52 i i ok
NERAETERR ST, ARKETFRAEFTLFER. fH, B
FLAUESE HDAC3 A2 Z Ak Bl R A0 5t 1) o A0t 2 %
O B B07 TR TGF-B1 347 R WA 5, i
TR O 58 OISR B P —TEE it 9L
RO, 5 RO BE HDAC3, S 8o pE
Wz 4 0 A A A LIS 4 0 A, (D vl = R K
- Tk s BB B 50 R Bl HDAC3 il 5% 3% 58 78 14
K25A AW I 1% HDAC3 it i 5 250 5 0 .0 JIF 2 fiE
MR RH, HREREH W =M R, R
HDAC3 75 4t #¢ 0 L4 7 AT e bRk ¥ 2% L AL
B VR, T e 4E R HIh = Bs 1 Aa e Jr T K
P2 QLB AR A . B T 25 ZBRAGER 1
4b, HDAC3 it B A5 G ML igvs i, HEAE
SR A B 4B 1 S A A I LA L I A
FilE AR, K B I A A B B R R A b
A — M B . B 9T R B HDAC3 1R 4K 4R 7] DL
Z KA E S WA B PV 25 B S B i AT R it
JERG T4 4k, 3R 04 2R 1 B 5 A A A e 4
PG T4 R Th e JEH B 2 BT, Fellows 2 P 1
T g L P R A R SRR IE, FErfE T2
HDAGCs f% i HDAC1. HDAC2 1 HDAC3 J& 4% [
FEGEALR EERITE . T H, ARIE HDACI
Al HDAC3 %t FHE 4 A th B & B 2 ik a1
W P,

H AT C 7 7 L HDAC3 25 Z Bk Ab i 1 o e
R Z3TmIE AR AL, B 0% i A b 28 47 PR
IR R IA T 254 B 18 UL HDAC3 S4E i
25 IR AR, FRATTN.Z 67 HDAC3 (1) 25 2Bk
WEEIEMARAE T, R ke X #E 17 HDAC3 2% .1k
TR T TT R 25t 2%
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2 [ ZHDACs* Bt L ERERFE

%5 11 28 HDACs At 4f g i A 325 1 A |, 20 B
MaBEI bAI2 AW, 1T ak8iihs — B
RIX I, (4% HDAC4, 5. 7. 9 I b KNH WA
ANFEFIHEAG X, 45 HDAC6. 10. %5 1128 HDACs
¥k 7 HDAC6 F= BLA7 T4 fa o7 #F, 42 5K 0% i i
5 40 Jf 5T A 4B A% Th 3 B A IR Z B R T
HDAC4. 6. 7. 9 {2 Z WAL G AR a0 1 454
TEMIRE . B BB SR T B AR
2.1 HDAC4

HDAC4 1) C w3 1 AN B A 2 CMAIEPE R
% CACTE 25 M350 1 AN B 7K 1 NES 7581, N 3
B 1TNE SRR /R IR NLS 751 BA S & Fh
T AR IS A B

TfE ¥ % 52 /& (androgen receptor, AR) 55 | %] iz
IEH KB LI 4ERr 2 A v 4, W5 K3 HDAC4
I E3 2 FEFERE I 0 AR 1) SUMO L&, 47
il AR B 4% SRis 14, AT 82 17 1) M e 200 e o
R P XA RATH a7~ « AT AT 51 IR
NN B MR, rfadmitass
HDAC4 (1) E3 7 R g E, MM 3G 58 AR
(1) SUMO 1k, iXE¥6I7 HIK, XA R RPUEAY
WERARAE T . BR T ¥ AR, HDAC4 1% 24
T A Tt S A A A P O T 23 R et o, 1 ARl
JEIZ I B e — PR a5 1 B2 I BB dsDNA i &, A
WG E 25 RDE. MR, EEEEREE, E2
HIU 28 SEREIR,  ICPO 2 1% 9 2 4w 5 1) - W 2 (1
2, FFRIE AT DL ) 4 5 DR JUL 4 i 0 a1 2
(myocyte enhancer factor 2, MEF2) i ®*2Y, Lomonte
2 POV 3 o o S UTE AT GST pull down A&, i 52
7 1128 HDAC4. HDACS #l HDACT7 ] N A ¥ LA —
FRARE 2% 2 B AL B (177 2055 MEF2 AH B H 3E40
FILIEE, HEMIEHE T R Bl 20 55 1 IR
2.2 HDAC6

HDAC6 & [ 1 215 MR LRk, HE%H
SERIIALFE NLS. AR ST E & 2 & B2 1) NES1
FAINES2. PN HRBER) 2 AL AL X . & 2% -
BRI VURKEE X LEEfaditl, Hrhikam
X OB TEYE F B C b2 B AL X R 58
Ji% B, 5 HDACs 5% ji% (¥ At i 72 A i, HDACS
()2 QAL BRE T AHXTL S, {H HDAC6 B A Mks
Mz REATEME, ZIGM AT AT 22 AL B
5,

HDAC6 % £t A4 i 44 8 A FH 7 280 v
1 H B4R HY, Magupalli 25 ' 3 13 W 2% caspase-1 % £ .
Ft Ak, PR I 387 1 DA B TL-1B )23 ik, R 3 HDACSG [¥)
2 O E 1L T 1R H216A/H611A W] % NLRP3
RIE/MAE, Ui HDAC6 X —IhBE I AN 75 B 2 20k
BTS2 Y 3 — 205 %I HDAC6 Al T2
RO AL TR 45 K38 5 NLRP3 %8 5E /AMA (1 3805 %
VIM K. oAk, 7R W 74 H R 44 1) HDACG 411
#1]75) tubacin &I, HDAC6 /S T i E 40t
AT E L OB 25 B,

2.3 HDAC7

HDACT7 H 952 MR LRI Ak, H Cimf
NES XM Z BB LXK IR, —BRIERE &
ZJaA BA L OBNEREYE, S5 2 AR
WY, A HDACT 38 9 A Jy e i i F R A0 v 1t
RIFEAER, (AASCERE A, 18 % CBAEg S b
BT, HDACT W5 —E1EH .

FSCE 2 PR A3 A SO R A i R At e
VIR, A58 e f R ARG &6 HDACT 22
RIRIRIE AT FURAE, I HDACT LA 2 2.
FR AL 5 M RUNT M OGS R T 2 76 Al
G0 P R SR T, A A A A 4k B
N T BGUE HDACT 4 28 fR 4 1 A2 75 A LA AL TS
ARG, Ma 2 "Ry T — 4 58 &8 = HDAC f#
5 R C iy a8k 4 45 /4 # HDACT, R I ) R
HELE:, C i) HDACT 5 45#) 5284 ¥ HDAC7
HHAR 2 TC AR E A 2. X BB 70 3R B AE AN
T 5 CBACEREE R 0, HDACT i B A — &
(PG S g R RN 2R3 T
2.4 HDACY

HDACY 4K H 23 Mwtdsh w12, nIElie
EA 1069 MEIERRRIEM 2K, 450 bAFEE—
AT Z R R 45 A 10 N Ky, ZAR A R
SN LT IR R AL, R R AL B T/ F HDACY
() A% i HE R0 SoF B R A 4 ), HDACY = 24 b
H3. H4 fdE4E AR % 4kfe B,

Chatterjee % " Wy 7 &K A 2 2 WAL
GER IR, (43 B> C SR AN 3 ) B A HDACY 45
FfAk, Ho HDACY (1) C %y & 25 LA R &5 3,
1M N S i 45 /B 2k . BF 72 &K I HDACO 56 3 45§y
AR N s 45 R AR LE 0 1) g 25 R 2 38 7 vl LA AR [
YER, AL 2 S S5 38 C o 45 A AR o D Re
WL 2 AT &5 R 3 7 TR % i W T BB I o
5o 1X Ui B HDAC9 % /b 434 K 25 L e AL I
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TEPE IR AR R, AT AR B HDACY J2& iR g
SACEI SRR R IR ANES, FIRB 51 a 28 HDACs
B8 57 A 4 B A o A ) B R T R X W
—&,

3 [IIZ6HDACs*k ZEH L BsERE1ER

#1125 HDACs /& NAD™ fB It 1 & F ,  1%
G K A AE 25 K b 1) B B+ 45 /) 1 Rossmann 7
Bk, FLrp SIRT3. 4. 5 /A F4ekifk, SIRTL. 6.
7 FEEN TR, SIRT2 M| EAEAHF . SIRTI.
4, 5. 6 HAM T % LW ALERSHERIER
3.1 SIRT1

SIRT1 & —Fh s FE LR 57 [ NAD™ At P 2 4 1
1l HOR &5 I & — A Rossmann 7 & 44 £F,
JE%EH: NAD'/NADH [f45 0 X3, 5 /N gs F sl b, 35
6 25 MY FIE e M1 o SIRT [RIMIE 12k 5% v i) 5 <F 1)
B X, REfEL & NAD' [ [H I & $E M 1L 1
FI Y SOk AR T A A H355Y 5% AR 1A 1 i
SIRT1 % Z A Bl v 14

b JZ 40 A 4N B ¥ i T8 (epithelial Na' channel,
ENaC) A% Na" BEAT 2 [0 5 AL 12, R4 Py If K i
5 R AR O - T o Rk 4% EE B B . ENaC AH G R A
9 A% Ty R O R P e 2] T 184 22 L s R 1k v T
JE A — E M T, SIRTT A 30 i 4 7 Bk T
AT -1 R & A H3KT9 oA, Wi F ] /N
B, PN BE 4R A 41 D e ENaC #5555 3k — 25
SIRT1 % Z Bk AL S M & I SIRT1 3X — I RE () K 4%
AN L 2 WA B S 1 5 SIRTL s R PR T 5
ENaC J3 3 FHoC B G 5 )51 h H3K79 1 F3EAL, FF
A& H3K79 1 — H &4k, [K 6 SIRT1 & H m #g
HH BRSO,

3.2 SIRT4

SIRT4 A5 R 57 (1 25 L WE AL B 25 # 35k,  SIRT4
BOGH R BLTh e ML ADP- FER R, HIX
e Hoi E A RS 1 .

SIRT4 i ik ADP- #% 4 5 54 7% Bty 1k 14 Dy e 410 1)
B A BT, PR R 20 P ) 2 B A Y
15 o- R 3G IR IR AR BRI/, 2R AR N =R B A ER
AR g, ATP R4 et 2b, 00 b 83 4 o 1 AR
K B, P35, SIRT4 [¥) ADP- % 56 5% £5 B iif 1 it
BRI ity 4 B b E- 25 0 B B 1 3Rk DL S b R TA)
ek, TR0 R A0 B B B . TR AR R T,
ifi H SIRT4 1] L it ADP- A% 0 35t 5 5 18 1 R A 4
P JU T e R Wl i 1, AT 38 000 S- I R R 2 R KT

e AL R An i 355 . [FIRS, SIRT4 XA &
o Jc A SR A R 0 A AR 2R R A Y ATP (1 4R i
WD TP A B R 2 S R I IR AR B 4
e I = A s BV AR, SIRT4 ) ADP- 4% i
Rl DRk n] LAE R T8 15 22 5 i . ADP/ATP
FEIZER A, BTS00 R ) S 2R i B
[Altt, SIRT4 ¥ %@ it ADP- A% 0 JE 55 32 i % 1 1
AR, T e IR A A 8 % R B 2R A e A R A
YER, dEmszmifis . BRI SHRm IR A RIE.
3.3 SIRT5

SIRTS & 4 H ] Zn®" &5 4 35 A1 Rossman 7 &
WY R Y NAD' (25 600 s TR 45 6460 5,
F223., 1227 1 V254 =B /K Bk 2 #4 1 Ik A0 0 2 R
PRI, A EBK RS Y102 FiT R105
RS PR TN A7 LA (IS SRR A, X PR
FRE R E T 5 2R FEAM EL, SIRTS SA5E45 &4 —
FEIE . BERAIE I AN L L 540 B R S B,

SIRTS 12 LWk AX Bl A A i 1 A AR 1 2 D7)
HSE, BHEFTIRAE SIRTS A i 22 5 WA it B 3ok iy 22
SR ¥ W R FE B K280 07 A I B AL K T
W, (et RE B, T H e hE T I P
T M B A R BRETIR G AR . M2 B A i R
T (pyruvate kinase muscle isoenzyme 2, PKM?2) f#]F%
HABE AL AT I S AT S T, 25 R4 8 &) 0
A8 BT, SIRTS ) 2% 1A 10 S Mgt 1k A ML AR £ R
tht K% —E DhRE, SIRTS Fila S8 4E G B A 3-
T T i 2l S ) PR — e A K S B S A, Bl
WM TR, D0 A BE A B Zavileyskiy 25 B
WF 5T 48 7 1 SIRTS Al 2- 48 02 — PR i 0 I ok 3% 31
Btk / 1% Witk 2 5800 R AF .

ItAh, SIRTS mf i@t i B lgEgh i PKM2 (1)
BREAMEAL KT, Sem gt NI T R &, [%
I B WA A 1) Ak s R 1 b e it 53403 94 e A2 2% 1
S BEATLA, T /N 2 0 200 PRI R Ao 8 98 SR 7 i e .
T A B i B OCE ENEM . AR
SIRTS Z:BRFIBEALAB I BE 1, 51/ RN R
I RS AR R AR 26 A R Rl T A AL R
A SE LT RS .

SIRTS 0] i i A ALY B AL 1 (superoxide
dismutase 1, SOD1) 1 K123 47 s (38 3 Bk AL /K,
{233k ROS (175 B . SIRTS i& BE5 it 2 T A7 68 IR it
S 2 1 K413 A7 s I R EA e L, 5l 3 o P
BIbE -6- WM B I e e K, {23 NADPH
A BEH RBP4, R g R e sz Atk dn s
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Rardin 25 ™ xF EUAIF 70 7 85 42 BURT SIRTS ™ /R
JFFJUFE P 2R AR 2 B0, STRT'S AF Ay 2 A7 5t 2 TR B
BEAL I AR 7, AT AR B s AR R 3- ¥Rt -3-
LIV TR AREE A G REE 2 BRI, AT R A
P AR () 2B
3.4 SIRT6

SIRT6 HH fa AR 57 I AZ O AR X . N s 28
F ZEALBEThRE X DL K C siA% e s T4, i
LS P ERIR S5 44K« NAD' 45 447 5 LU 7K
1481 Rossmann T 245 MBI R A4 68 5
FAth Sirtuins 2% B R AN A /2, SIRT6 LA H 42 i
LEREUR T RPN, mE RGN NAD 85435, b
SERE AR5 Z L ALK 58 5 NAD' 454,
AR RF B B s A 0 wE R R B, D63Y Al
D116N ZAZ ] H IR SIRT6 % NAD" H 552 Atk M i 78
BRI 2 4L ThRE ;s oAk, B el T 5 NAD' i)
Bk 485545, HETT 4] SIRT6 2 2. BEAL B i1 7%,
7] SIRT4 #H{EL, SIRT6 4 & BLHI 26— N Th g
J& NAD" K #i ) #— ADP- A% SE B R Bis P, M
Hed B — @ M RE B ES 1,  H9Ek G60A
TE LB 22 WAL BEE Y R, CREE T 2R BE1L
BT o

SIRT6 2: g BE AL AN 2 FiE A — e A, AR
EFRE AT NAD' W KB IR D Bk Ak, (23t
JUR I BT 24 200t rP A1 2% RE 40 R IR 7 (4 i 1 B4k,
SIRT6 5 41 34 5 A5 o, I Uik B & 1T LK Ras
MIZE A 2 BRI S C skt b, 3 3 e o 140
PSS, AT #9041 90 AR 5 4 HEK-293 (385 7,

SIRT6 2 Z, WAk B FE 1 46035 1 75 DNA Hi 45512
2. HEEEREPYRE—EER. Mao %" kI
TEAAL R 2 R, SIRT6 B £ B B e — ik 1
iR AR 1K) KS21 {7 5 1% 5 ADP- 1% Bl 5L 5%
F W 1, 1T AR 3 DNA SUBE #1515 5. LAk,
SIRT6 {2 i3k 46 22 2 25 F HE il KDM2A | ADP #% Bl 2
1, BEf{EEE H3K9 =H%qk, 1%3% DNA 55 ™. &
HIEFR SIRT6 1] 5K 7] Fg sc44 1 (long interspersed
element 1, L1) £ £/ 5'-UTR FIRZ 401 2% 11 KAP1
(1) 5. ADP- BP0 454, M| L1 3% 5 5t 5%
JBEF i, X AR S A L T

SIRT6 [1] 2% £, Bt Ab Bl A A0 i 14 A FH (R0 4 B o
WA —EHRFR. Van Meter 25 ) 1 77 % BILEI0E pS3
M p73 155 G B 40 R yE Tk B e, SIRTG ()
ADP- ZHE IR RS PE L AT /b . GATA4 £ GATA
SRR T FOE R, RO R B AR

Peng %5 " 2 B SIRT6 W] i i i % GATA4 ik /b i
HERFEIFMOMARET, HiZERMBLTHE L
PRAG B 1 . RS0 5 = B A ST
29 R TR R,  E ™ B 1) 551 5 AR 1 o JE 2
VERE S 2 BIPR, SEP=E 2, RG]
I S0 LR MR T SRR O T s, R E
MG B AR TS B . XU R R 72 W A6 D9 TR P77 B 5
FI0NEEE SR AL FERE A0, AT A AT 205
ZINH .

4 [VZEHDACsk ZEH L EsIERIER

%1V HDACs (U — 4 it HDACI, F#
fr FAu iz, 5 HoAf HDACs A 53 () [ 96 FE AL
PERAR, AL T4 8—3. HDACII 1) LBk
g AEAORVEE F SR EE IR gy 2 R M R ALRE A e i
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