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Abstract: Lysine crotonylation is a newly discovered type of protein post-translational modification, which has
important regulatory significance in many pathophysiological processes such as gene expression, cell metabolism
and disease treatment, and may be a potential new drug target. At present, most of the research focuses on histone
crotonylation modification, while the research on non-histone crotonylation modification has gradually attracted
more attention. In this paper, we briefly introduce the biological function of non-histone crotonylation modifications
and their role in diseases, aiming to help to understand the function and mechanisms of non-histone crotonylation

modifications.
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B A R 5 1811 (post-translational modifications,
PTMs) &2 5 DNA & i, #x. 01t i 21
KB S 2 P A 7 o R I E AR U a8 AR 1A A L
Hi U, W BR EE AL & 1R (lysine acylation) f& —Fft )
AAER S 34k b B ORS1 1 8R E s B R S s A
PO 58 Y 2 POt = BRI A A T, 4% 2194k (lysine
acetylation, Kac). Ht{t (lysine propionylation, Kpr).
N kAL (lysine malonylation, Kmal). ] 4k (lysine

butyrylation, Kbu). % — Bt {1t (lysine glutarylation,
Kglu). E S ®E4L (lysine crotonylation, Ker). < it
1t (lysine benzoylation, Kbz).2- ¥23& 55 T AL (lysine
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2-hydroxyisobutyrylation, Khib). B- $23& T Ak (lysine
B-hydroxybutyrylation, Kbhb). FEHELL, (lysine succiny-
lation, Ksucc). 3.2 1k (lysine lactation, Kla)® #1 5
Y AY, (lysine isonicotinylation, Kinic)™ 45, [ 5k
MAE i A — b BT ELAE 32 0 5 2 RR Tk Ak 12
i, Rl DL T A AT RE, AR 2R
Il R OCHAE T, I . AR E
HIV R JEEE O NUm A S @ R R,
AR AR B B AR DS B e, IF HARA
EANEEBAEIEESS T LFIE A
AR R AR B Y. A AL L=
(R IT, E a0 AR R B S B B A A D e
FHOCH I (MBI 9 F AT TR 224570k, A T AW
e s SCHRT st 2% .

1 HERERNEERLIZE

L S LA A 1 A — gt Al b OR ST = IR AL
B ifio € i T2k B 72 iy DL IS S A
(crotonyl-CoA, Cr-CoA) {E N, H5 B E B [H1%
PR BRI AE B — MR . X AE R
AR L PR R 3 7 XA 9 1 X, s 2H AR AR
SR ST T R A ik I A R R K — AN R AR
A EE MBS KR IL . AR AR B
IR 9T 5 VF 200 B AR T RE A R 4 A R 4R AR
T RET RN, BuEA S HA R R
EAZFEER B RE, FEARIR T
Ik M, SR R 2 1) R 1 A 2 B 4 4
®Y, FHEACERBCR BRI, Xk
EOREWSE TR RBNARAEN IR, 5
0 M 0 A B D BRI AL R A VI Ok, DRIk g A
TBAE A EZ 250 AR, Bt siaRE A e
A AS IR e R T S A B i (Y Th RERIT FT AN
A AR M & BRGSO T A
TR EAKE -

2 BERLEET

U SR AT — Al H 85 J B A P = A 1 e R
I (short-chain fatty acid, SCFA). [ 5 R 7E 4 W1k
P A SR £ (crotonate) YT 2% 41 it Bl 4H 2R HR B .
B % 3 O T R A T A A R B SR BRI 2
(acyl-CoA synthetase short-chain family member 2,
ACSS2) He Ak N E Wi A Ao T IR #h AT I i 7
1% B- %1k 1% 4% (B-oxidation pathway) %1k T it 4l
fif A (butyryl-CoA), Jf il i 57 % & & R i &

(branched-chain amino acid dehydrogenase, BCDH) i3
— AN E G R AT, fE AR ER AL R R
AL T WEd A A AN D S BB A 1 R EE R =
P ok S 4 i A i &0 (short-chain specific acyl-CoA
dehydrogenase, ACADS) Fl i 5 & ¥ 3 1A ot 2% 4l 1y
A FE AL 3 (peroxisomal acyl-coenzyme A oxidase 3,
ACOX3) ik B2 PN IR JZ 50 A I 2 rh oG BE f1 E 5 1
g A e M FEHER (lysine). AR
(hydroxylysine) F1 {55 &2 (tryptophan) )2 J& FR X 41
Hr, R RS A S (glutaryl-CoA dehydrogenase,
GCDH) i 1k % M4l A (glutaryl-CoA) F 4k Jy 2
SRS A 1 CO,MY . G fh R A AR Y BE R St
14 - (chromo domain Y like, CDYL) 1 & B &k
NG A KGN, K ESHREE A 8 B- R
T HE4#HEF A (B-hydroxybutyryl-CoA), F:%} Ker 7K
AT S

TEE E AT E OB A R, RS
Wt F5 1 (lysine crotonyl transferase, KCT)( 155 %%,
writer) DL G BEAH B A /E VKA (substrate), K 2
SRR AR E A BT, JF H A YEATS2,
AF9. Tafl4 %55 —REHF R (LIS, reader) it
WAL B — &AM FEES . /£ PTM F 51
B o RN, KZHE T IR %
. S kAL (lysine descrotonoylase, KDCR)( 2[5 2%,
eraser) =& B, i M & A (trichostatin A, TSA).
JHE % (nicotinamide, NAM). 3% kK g 7 #2 f5 R
(suberoylanilide hydroxamic acid, SAHA) F1 Panobinostat
(LBH589) 4 ife £ 1 #1 7] (inhibitors) nJ 41 i] KCT
m{ KDCR H#7-EH (& 1),

H IO 2 R T Tt A #% il f 45 MY ST
(Moz. Ybf2. Sas2 f1 Tip60). p300/CREB % & 15
(p300/CBP) 1 GNAT (GCNS5 #f 3¢ N 2. I % #% Bl )
Fs U, WER 2 B S B AR LS HDAC class |
(HDACI. 2. 3 f 8) Fl HDAC class III (Sirtl. 2 F1 3)™,
O G AG ) B E e = A FE YEATS k. IR 45
FI 1 DPF S5 k38500, TR0 S e A2, M
AL AE BB ThRE 1T, BEE R4 B A R Sl
WHFRRIRN, KIMAEH E B MAE A B SRR %
S B AN S A B A RS (R 1),

3 FAEHESRCHEFINEE

W IR L IR S 5 T E A -
FFURT I AR AN s A s g, 1 B2 S Ak Hh AN
THERRIIE AT, R T EARIIRE. AFEA
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- a» colon microbiota
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lysine, hydroxylysine,
tryptophan

crotonate

butyrate/\/ SCFA

ACADS,ACOX3

butyryl-CoA

colon microbiota: £5[iE#; SCFA: short-chain fatty acid, fG8EHE/HHER; crotonate: LT EZEL; butyrate: T EZEh; lysine:
HE R hydroxylysine: ¥E#iZFR; tryptophan: (4% f2; ACSS2: acyl-CoA synthetase short-chain family member 2, L4
FEEA A R 85 K 512, B-oxidation pathway: B-%1bi&4%; GCDH: glutaryl-CoA dehydrogenase, & Pk lEA I S5 ;
BCDH: branched-chain amino acid dehydrogenase, X5 ZEFRIE M ; ACADS: short-chain specific acyl-CoA dehydrogenase,
SRR S VETE L AR AR A S . ACOX3: peroxisomal acyl-coenzyme A oxidase 3, i S ALWBH AT LA lFA SR LRG3 glutaryl-
CoA: JR_IhHHBFA; butyryl-CoA: T EL4HEFA; crotonyl-CoA: E S EAHEA; CDYL: chromo domain Y like, #eff[ii 4544
YRR F L0+ B-hydroxybutyryl-CoA: B-¥25: T HESESA; KCTs: lysine crotonyl transferase, %58 [ O BEH#41 ;
KDCRs: lysine descrotonoylase, iz g2 S iifLE; substrate: JE4; inhibitors: fIf|7]; Kcr: lysine crotonylation, %

[i{SASATR

El HErE IR REIERE

JoT B B2 S AL T RESZ I AN R A2 D Re,  an kA
¥, DNA2E. g, Ea sy, 4
e JEL B S G €5 1D 58 62 F1 MTORCT 4% (3R 2).
31 EEEZR

ER RS T8 B2 I A A 5 R 2 s R VR FH BRI 2
KAHEH, HAEHE D OSBRI A 1)
YEFF AR Z . 40 P53 & —Fh R s 2 A,
BB SIS EEAE DR, DT R 4 R A 4 AR
T- Il DNA &8 & B an i 72 B L5 (crotonic
acid, CA) 2xJ@ i #[5] P53 1) Serd6 175 5 H [N G k1L,
VS LRI R e S P A, dEA L
kLB 1 (histone deacetylase 1, HDAC1) J& T [ 2841
HEE OGRS L, e ] DU S Gt )i
WEAKEMBAER, MNZ5 LR R R A4
W oAk 255 B BY, HDACT ARAX AT DUEEAL W 20 25
H R IR L B G A, o Sakn] DUk A T Bt

fb, BEREE AT SOX-2. J\RIALE &N T 4
(octamer-binding transcription factor 4, OCT4) 1 Nanog
(3 , Tt by o et S DRIk DR e st
3.2 DNAfgE

Fr 7 DNA B HIHRSE A KR LS, Htefy
SR AN F B R G A A R 3Rt 4 3 B R R AR B
DNA #5455 ™. S 7 R0 %t K& A Py I 1 A 5
DNA $ifli, 20 stAe 1 A A2 ZE i B 0 i 1Y
DNA #5145 2 v (DNA damage response, DDR) [ 4%,
A3 BN DNA 45477 -0 T Ve 240 i 3 R 42 5 52 4%
DNA ({5 5 B M B B Bk s 4 ) 41 2%
R bRid 5245t DNA, $)38 DNA $i4) & B E &
£E%) DNA Wi i, MIMfedt DNA 25

Hiil|H [ A (replication protein A, RPA) 1N K
W40 P IR #%5% DNA (single-stranded DNA, ssDNA)
SiaHE, EREU R DNA AR SCRAER,
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*x=1 BEEEHMLR B 585 (writer). ¥E[REE(eraser). iEHIES(reader)

Ktk HArE A S R
Writer p300/CBP j HEEH p300. CBP [18]
NPM1. DDX5 CBP [8]
MY ST HEH MOF. Esal [16]
Esal-Yng2-Epll (Pciccolo NuA4)E &) [19]
NPM1 MOF [8]
GNATZ i HiEN Gen5. Hatl [20]
Gens-Ada (ADAYE &) [19]
NPMI. DDXS5 PCAF [8]
Eraser HDAC 1 5jte HEH HDAC3-NCoR1 [21]
HDACI. 2. 3. 8 [15]
HDACI. 2. 3 [22]
HDACI. 2 [23]
NPM1 HDACI. 3 [8]
HDAC TII5 % HEE A SIRTI. 2 [24]
SIRT1. 2. 3 [25]
SIRT1 [15]
Reader YEATS % 41 HiEH AF9. ENL. Yaf9. Tafl4 [17]
YEATS2 [26]
Taf14 [20]
DPF, 5 % MOZ. DPF2 [27]
RIL RS BRD9. TAFI [28]

2 FRERB B EDZINEE

VIR S S 5 [ ABE 2 S Wk
PSS Y RE 7R 293 T4y [15]
CALb¥R RKO/H4602H il [29]
DNAEE CDYLi# k& HeLaZ i [13]
Rzt I s 7% H12994H fit) (8]
TCAE A ik # F AR I [30]
NH4 "l Z /b AR [31]
| A BRI CAkb3# RKO/H460411 s [29]
NaCrib 3 HeLa4H iy [32]
S Y B T PR E AL NaCr/TSAAL# HeLaZtiff1 [32]
At NaCrib # HeLaZffff [32]
MTORCI1 i 2H i £ 5F HEK 293T#H ity [33]

U DNA Siil. BE. FFEEHSE. AZKRPA ZH
RPA1. RPA2 Fll RPA3 4 il I 5 I8 = F k. A,
RPA1 1 ssDNA 1 DNA X HH ¢ [ 1 () 45 & 1
M EAEM, F DNABEhREZEER, RPAI
76 DNA i F2 b 52 2 Bk . BEER ik, 2 =4k,
Kz RAE LR PTMs (193 P 7F DNA QU5
s, RPAL [ B & A AB MK P T, AT 3 5
RPA1 & ssDNA (1254, fi RPAL %48 5% %] DNA 45
55 845, A IS 34 389 98 RPA 5[] 5 8 41 i (BLM.
DNA2L. Mrell, NBSI 1l RADS1) fAHEAEH, If

it i3t DNA Fif5 24 R gn sy e
33 REhgE

H T GO. KEGG F Pfam #5048 £ (1) & 4 4 #r
R, DOl EAEZS ARG RS EE,
BFGEH . AT FE AN Bl 2 Ak A AR T
&, FErEEmEES 2R RS, A
HER . BUEAR . B B AR A G AR K A K
JEI AR M. NARBE AT AE S B R R,
KEMEEEA AR E QTR 2 AR R ki
HIEER, MHSREEEHECHE B E A 7E
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ANEAE T BT 2 R Y SRR RN
03 R PG 3 B 4 R (LC-MS/MS) 454 e R 3 1) 4
PESRRPUABAT A &KL, MR IEAERE S
B etz 5 7AW =RBIEF. Pl R4EY
G BIEFRAEY A K AR R B R 2R
fa BB A R I [R] f) 28 3 B A R 1 b R B T
40 FOANF P E G AGES, T HAETZEEERES
B3 T A AR R 2 1) B T R A A B AL
&tif s B
34 EABREMAT

I PR B A S PR S T, &
SLUETEHRTHENE B E AR R k. &
YifE BE¥omEn, BEEBMUEETEEAY, &
g A it #2 B Hela 41 i 48 2 5 FR 4 (NaCr)
AhER)E, ELGRHLAKCT E RN, B4R HDACI 1
HeLa 2 ffd o ) %2 15 AN 5% NaCr 8¢ HDAC #JI1]57 TSA
FTNAM XA AL B R 52, (H 5 R AE i ) HDACI
AHEL, NaCr 2158 HDAC S EE L, (i HAEL
BAKRY L1 % AR PR B2 sk, BE
WAL T B A% P53 25 B0aE M, AT 39 5 P53 A6 1)
B A 4 A DNA 32093 5 0 5 800 i g kg i 7
IXLERF TR T B B AE A T M T e )
T,
3.5 REERMNEN

S Y B I A R 2 PR A LA ] R T
ok, EEREERRENEH. FY 050 e
Xt 3 (R A2 K S iy 7 e R B O RS
R R R R BR R IE, S Gt 5T v i) B DR R IA 1T
HRAEERN, TAER R R B g M brid A,
Hplo (CBX5) it 5 L H R H 45 A1 S A 7+
et i, E S Y 05 R B R I IR e SR 5 TR 4y
TE A0 Y, Hpla (CBXS) Sk HP 1o
M e S B R e A R A T e, b TS
LAk H3KO [R4h &, 1 H3KO 78 5 Gt it b vy
A IO R et e A B AR B T R RE R
3.6 ‘mpEEHA

TERHER L OB ESGMMA S, ZEE
% B RNF2 Hl 45 4 i UBE2El. NCOR1. RBBP4
AR A L A, T R 4% G e SRR 40 A R 3 B
TEfEEsT, MCM FER R (MCM2, 3. 4. 5,
6 Fil 7) 7E DNA & il X H B il — AN 7S AR 2 & 14,
R E DNA & #1245 ¥, NaCr 4 5, MCM3
A B S WA AT T B A 5 ) MCML B 2 3
Pk B2, X B DNA & il v] 6 A2 21 2 19 5 5k

AR TN, 1T 52 M 20 i ) 3
3.7 MTORCI1#IFE

MTORCI 1 LR N & F7 4 Jo7 G He 2 2 Ak
1% B BB S Tl 2 —, I e R AL
AFEEY, Z5REZ AR KRR, s
M2 W] LAY 4% MTORCT F VA B A4 52 oz 32 171 52 Wi
TEIRE, &4 NIk KIS EE R R E e
15T 52 A FE V6 il A 3% T T MTORC 1 il 1
BAL W ORI SRR AN A 5 LB R A AL B
RS, RIS EE A (calnexin, CANX) J& 522
W2 4% 1) MTORCI J8 6 ) 38 2 15 R 1 = S &R
FIZFERE 1R IR LRSI 7 (lysine acetyltransferase
7, KAT7) /v 5 ) CANX Lys525 £ 55 f B2 & it 1k,
fli CANX A7 2 VA B A L S5 VA IR A A R I E E 2
(lysosome-associated membrane protein 2, LAMP2) &
&, i MTORCI ¥R fAF2 42, i35 MTORCI
WP L R RN B S BB I R R R
P i) MTORC BB A AR PSR Bt 10T (0 LA

4 FEEHBEMUERFTIIER

B[R S N Lz S ER E A NS S ST
A%, P S A AH G B B AT RE ARV TE I 2
R T B B — PR R I B R S A
HAEA R (4 Ok 75 2258 2 IR .

4.1 IEERHBEIRMLEIETREENER

W TR I, i AH O £ 1 T @ i CBP/P300 %2
FIE G R . @ L p300 4R E m A E
Jii 20 % ) B, EDRN #4f e 4.5% 1) A 2 ()i
AYbR B R AE R G 5 p300 #E ) ELG AL B
15 15 COSMIC Ji i 56 [R] P 5 2 K] 40 A 1) 5.9%,
Horb 6 /> p300 7] () B Sk AL T 1 OIE SO E
&R M,

BB EAE AR ALz RiE W,
5 FHYZ T Ker U0 AS [R5 A A8 5 AR A AT S e 4
fegets, RPFAR DS EAAKCTEE . B
B TR, M RCREE . . BEE.
it g R0 JoR e o S N 5 R4k, A AN
R R W S MR RS e
o W A, EGEE AT REE L 1 2 AME S,
TE bR R A R R R b R AR

#if% HDAC 850\ HDAC #4177 TSA w425
EL G Ak K P, 1 T 4 e 40 e 39 g RS A Y,
$#27~ HDAC T e i #% L & Bt 4k . HDACs »& —Ff &
BWEA MBI, 5EERRE®UAMEK L
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HDAC 4 B8 b (1) Bt [ I8 245 9 0 % ©8 B R ik 9 44
M. HETEH 5 A HDAC 407 g fit vk Er, H
H 4 F HDAC #7157 SAHA. Romidepsin (FK228)+
Panobinostat (LBH589) #1 Belinostat (PXD101) #%
TR R AAN T 48 B ok B8 DL % %2 O 1 B R IR (1)
SR NN

SAHA {f:J5iz HDAC il 3%, "] #i#] HDAC 1 .
HDAC II a #1 HDAC II b, #7697 KMk T 4if
ARELET YT, SAHA X Hopth iR 19367 18 F B 75 2
UESE,  fndE/Ngm o i AU Y eah, BN
RIETFR T — R A E G WA R AL S R n-n-n
ZER IR I . Bl ENL YEATS (135 $E 4 f
7 XL-13m 55 Py 514 ENL 454 Ji5 o] -4 ENL 75 4
R B S, A R MLL = HE S A s A
(g LR ¥, Btk BL, HDAC 1 2Ki 4 FiEH
(HDACI. 2. 3. Q) fE4ifi N R A HEH L Rt
s e, Jf H HDAC1 1 HDAC3 A5 4E41
A% B E B s
42 IFAEHBEIEAEIHRERERIIER

BTBR T~(+) tf/J ( faii#k BTBR) /)N ERAFAE H X #i
ZRGKE RGNV Z 7 W LR g8, Xt
BTBR HI C57BL/6 /™ i, ) B 5 fii 2 23 2 st 47 2
153 BRI ZE 73 AT A 0, BTBR /)N BROK I 2 J2 AR B2 6
B AL K T B, B0 B G A 5 M 95 05 R %
/N SR B2 BV R £ 70 kDa (18 A AT HR iz B S R AL
PUAIRA, F B D SRR E e P
43 IFAEABEIEAEIEOMEREHIET

JELERE 9 3 (tropomyosin 3, TPM3) {1 —F
WEhE AL & E A, EARRMAL ) ZRE D, X
BE I8 3547 Ker 42 85 A 4L 50 #r K 3, TPM3
ARG EAAL T P2 BRI =M ARRI, E
EFENAL T, BURAEERETRAE FRERT
A I s kS e, 2] B SR A AT e
MAEEF Y. HIZIE (co-immunoprecipitation, Co-IP)
SIS R B TPM3 f77E I S Bk 21 H I 3Rk 52 3
KE PR, $Eox TPM3 A] et B2 o B2
W, U A AR

P2 0 95 (ischemic heart disease, IHD) J& 4>
BRI ZMPE T 2B s . Ol fE, O
JULZH 1R 25 % A0 G 1) e i IR 2H 23 AR AR AT s s el 4
fi FECo LA LI s i g B 1 H BRI hr 28
(tandem mass tag, TMT) Frict (1) I S EAGAZ 1 2H 7 5
RS EVEGR I / PR (UR) #4551 &2 1 Ker,
Rl 2 5OV A as /S E e, IRk,

M SE . LR MANA PR R . X Ker 8
AT BIAL RURE SRR N D BRI UE R B, 2Rk AR AL
223 [ Ker 75 IR $ 495 B B vk -0 iif 12 5 9k
WEE, X HD 4 T —ANEER IR T B
44 FFAEREIEEIHTAAERIHRSEET

AR R 4E R ANRIE A8 1B DhRe St i
JH N 8 S AU S 51 R B T e i B 52 e 4 B3R &Y
20% N H o BRI A %L 2 (acyl-CoA oxidase
2, Acox2) xSt 1 i B EL i R, s
“ B JRYIMEAL DIRE” ( SCEENR TR AL AIE VR
HHEOP R “drg g (4E2E R B3 MIE G EML
B0 2 5 g0 AR A . £ B B SR A dlifb
(TAP-MS) # R K B, Acox2 5 H 3 [ o [k 4 g A
R AL (methylcrotonyl-CoA carboxylase, MCCC) {7
1E 8 E 5 BARE IE A i 1 s 2 — Pt R,
£ Acox2 25 RA/NR S 1, FEHEE B S
MK B3 TR, 3G AR DX e 0 2 S B AE
S E SR, THARBE AR A LA A BB AR
Acox2 4fi & JAE /N R R Y Ker 47 3 5 15 o A
MEAG SR B VIR G, 5 ) 7 JH 4 B i S A0 A i A v
Ehhadh. Crot. Scp2 %5157 & 40 B 1 T 5 itk Aor
e i G R E N
45 FFAERBEIHEIHIHIVAREINIER

AT ES TR, =37 & A 27 (tripartite
motif containing 27, TRIM27) 2 i i B2 5 2 5 5 3%
oA SR AR, T TRIM27 1) 52 Bt
Az i) LLE AT p100 223N p52, H5RIRLR i
NF-«B (ncNF-xB) {5 5 5% F i@ i, 3 1M {2 2k Jurkat
ATUL 40 ZAR . HIV BRI JEAR CD4' T 4
JfL AN HIV K e 25 55 &5 [ % S CD4A T 40 i b 1)
HIV R BT,

5 BERLHEESKEN

BIREGMIAE IR A AR 5 e I R IR I B R
L, IXAELG A B Z 5 A G LR, AT R
TR A B E B PR L, B H AT LR
PR B A 48 1) B S e AL 9 259 B, DR o A
HDACs. KATs H15 45 #4358 130 51 750247 4 )
9T ARG JIRIGTT #i% . R4 HDACs, KATs
AR G5 R 334 1 770 R 2R ) 2 OB 5 LB
K, HIXL YA G, FIEHEAE
ERA RS S T IR YRR A B AR Ak
P20 AR AT RS S A 2t 8 1) 2 1 o S S AR A A AN T
BAT BT KIRRIRYT, e T ERENT. FE
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# LC-MS/MS Ik J&, R4 5 1 B S Ak 7L S
TR R
51 WA

N T BA RS TR R R AL 1 L, Wei 2 1)
A Liu 25 " i A2 il 7 HAT BRfi{H HCT iEE e
f) p300 11935G 11 CBP 11432G %% %% {£& LA J2 HDCR
Bk = {2 HDAC 35 7% 5¢ # ) HDAC1/3 AGG-VRPP %
4R, 2018 4, Bos A Muri®™ i+ 1 — Fh Py J5 1tk
O BT EL AR, BN R BRI 7,
i B G BE L 1B 1. 2020 4F, Spinck £ P i H it
FEBRD Y & FHAS TR AT A B 3 FLIE TR A T -5'-
PR W R Bl (1) — A0 TR A VAL SO IR R S, fET
Brigit 7 HDAC-HDCR £ 5245, 2021 4F, Xie
a5 OO IR R Tl I 4 T PN SR A A8 i R PR A R
15 5 1 BB IR (9 Sirt2 IR A KTer- T filgh
HDAC3 iR 7] ) KTer- 11 ), KAl HDACs ]2 &2
S
52 HMMEREIR

2017 4E, Ju Al He'" ¥ it T 37 (0 4 5 07 &,
T I B A TN R G B EE A AT . 2020 4,
Malebary 25 ) 3 - 2 (9 i 5 51 0 B2 Ak 1 o A 3k 1k
FTAERFAE, Wb IR T B i A 1 o B S B A7 A Bk
WEIE. Ly & CUB 454 5T R AIMEE,. 5T 5
AP TR IR IE R 25 AT AR R, R T —
FIRFE SR T, T DA RS U5 R B2 Ik Ak
A=

6 g

FEH & A B E BBy — R 2 R
B, CHCESKAER AR DNA 2R . iz,
BRI T A @ UE AL 40 3 AT MTORCI
RS AL R AR, P2 5RE
FEIE NS O M R . A AR S AN
HIV AR HARA S B B E B Iy sz i a [ 5
AN TIRE, Ay iR 1 A B R MR SS 0 1 AR 1)
. BEE DR RBIR, RS, ADER
FRE AL AR SR IS 5 R, AR AL
W FC R 1) B 1 o R (0 29T Rk i — 28 T
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