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Role of Epigenetic Regulation in Cognitive Dysfunction Associated with Alzheimer’s Disease
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Abstract Cognitive dysfunction is a prevalent neuropsychiatric disorder, commonly observed in patients with
degenerative diseases of the central nervous system, severe trauma and post-surgery, with complex mechanisms
involved. Epigenetics is a genetic variation in the regulation of gene expression that differs from genetics in that
it can be involved in the regulation of many physiological functions by affecting numerous gene expression
profiles. Increasing evidence suggests that epigenetic regulation plays an important role in the formation and
maintenance of normal cognitive function. Key mechanisms of epigenetic regulation, including histone
modification, DNA methylation, and non-coding RNA regulation, are associated with the development of
cognitive dysfunction. Correcting these epigenetic regulatory disturbances has a mitigating effect on cognitive
dysfunction. There is a close relationship between different epigenetic regulatory mechanisms, and their
interaction regulates cognitive function. This review focuses on Alzheimer's disease (AD), a common central
nervous system disorder, and summarizes and analyzes the role of epigenetic regulatory mechanisms in
AD-related cognitive dysfunction, which can help to elucidate the epigenetic regulatory pathogenesis of
AD-related cognitive dysfunction and provide new ideas for its prevention and treatment.
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DMEERIR ) N BB AR & A Pl EEEAE, Ibsh, W is %
2R — AT I A AT 8 i A A RS, Sk AR e R
1A e Mgt A& IR AIL I 7T BERE L1 5 Fh X #1128 2 58 (central nervous
system, CNS ) F 9 AH G AN T B B9 (14 & A=, DA% Pk A7
XHPERIBE -

FAT /R 2% I6F 2R ( Alzheimer's disease, AD)J&— M LAEFTPEIA
HITIRERE AT A FRIE A P 2R PR, Rt 5 b s LR R
IE o AD HH JC I\ 1 ) B B A9 & ML 2 B BYE MY AR ER
(Amyloid-B, AB) 55 UL Tau £ 113 EEREIR L 5 20k 26Tt
Ui %, 16 AD SRR, DLWt (g PR pLH 4G A
LAt [DNA H Ak microRNA Sy #8 &SCEA AR T35, 7T LA
5 AD FHIE I 24 S CACBBE . ARTITSE [ BT 3 4R R SR st (%
WHETE S AD FHOGIA N D) BE REfs v i/ P B S £E 6T SR 1Y
TR A5 AL X2 5 AD FHOCIA N T e B i (4 B v 9 B LA
EEE Y,

| AEAEIE

PO 02 4 FH H2A  H2B  H3 T H4 1 DLZE R/ AK, th
DNA L #I Bi/IMAE . HY i e L &, oA 5t i B e 00
AR IMA BT HER AT LATE N S R SR TIE A , X LE 1 1
A LR G (0 S5 1) = S5 4, 3 BRI Ay . AR (B
FEAARAE A LWL AL 12 R Ak RIS
1.1 4% &8 Tt

HEH OB E R AR D L B3 %8 (histone
acetyltransferase, HAT) AL 58 iy . 218 2% S WEAR I b 21 2
M2 ZBEALEG (histone deacetylase, HDAC) i fL 58 i, ZHE A
A TRAR T PR L 85 1 A1 DNA (45 A il e (o TR S5 A AR A , A
AL E LR 23k, MH R A K LB R ™,

TN BEAZ e R e SEE i P BRI L 36 1 Z Bk sl 2 2 Bk
A A Y 3 PR SR T, AT R T T RES ., 41 1 L
112 2 BRI I 3234 7K 7 FH HAT 5 HDAC BI85 084 . I Hr
FE 3, Tau 2R 5200 AD FUA 5 5 20 2R A Y g2
Yo R AR Y A, Tip60 HAT(MYST % ) /HDAC2 P-4 ()
MR 330 AD KB 19— A CEER) bR 25 B8 78 AD R h 38
Tip60 iJ LAYKSZ Tip60 HAT/HDAC2 (-1 , 3% i 22 3 WL igt 1%
2T AR DA 2 il BE R, OTK S KIS FA S RE 110, 42
75 Tip60 HAT (% /K - A] 3 4o H 5 3 By B 7 4K 2 11 (amyloid
precursor protein, APP)J¥ iU S5 52 A Wy APP 55 (14h
SR AT BENEIZ B BB , T A5 AD AH G142 > A A2 Bk
B, 485 Tip60 HAT 7K V-3 T 7 AD #2825 P 1) F 100 A g 30
WAL A BLE PR AB42 51 A S A Bl s , T AR Tl
AE™. 7 AD /)N GBS A rp B /N i 5T 40 it o Y HDACT
HDAC2, S ARG I, 38 A 184 5t /N g Jot 240 A 1) A B I
IIREMR N AIBEEASY . HAT 5 HDAC Y EhZS P i s 22 S 38U
SR M v H3 2T PRI, DA T 0 ol 28 T 300 A G R R ) 2 S
PrE RS BUN O DI RERR AR, X LEBFIE R  HAT 5
HDAC A RETE 5 AD A JCIA AT RERE R & A= 1 BRAIL I rh & 4
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FEAEH], 4EH HAT 55 HDAC 30 258 %) 1E IS BRI I
Y F B BB X, HL6 HAT 55 HDAC A figJ2 1697 5 AD AH
FINH ) R BRERT AOVERZE SR M o LR, P 210 5% 2 T HDAC 41l il
7 (HDAC inhibitor, HDACi) J& 5 AD A5G\ I R FRefth 4 18 /e
JRIFHE S . N M344 Rl HDACI, ] 1 i3 FRAK AR ik,
Bii 1k AD /N BRI 0 2 RE R R 0. 1k £ P HDAC3 #1951
RGFP966 7] [ AD & £ I0h Y AB Al Tau, I8k 3% AD /)
FONHTIEE™, {A HDAC Fi2s48 £ , ANl Y HDAC 7E 5N A1)
RETE BUAH S AN TR i X 3k | AT R FEAS [l AR . il
HDACI1 .HDAC2 FI HDAC3 [ 1 ] 236 12 A2 FIA SN T g, (H
HDAC4 Fl HDACS {4 il W] 25 3 B e A2 Ak A5, HDACT
HDAC9 F1 HDAC11 BAT # A2 47 /E ™, B 4K HDACH £ 5%
G ARG PRI I P 34 7R A o (E At B — 2 i R B
P, QAERE S I RON, | SE A REREE RR AN T0 4 2 4)
PRl A R, 2 HDACHRYT 5 AD A OGIA
T BERE AT T RE PR Z A R RV . I, IR ARFIE S AD
AN B F 15 th 4R 5 HDAC AV T T4 58 £ % e 138
T A RO B R L, R 1 LA A i
1 57] (inhibitor of acetyltransferases, INHAT ) th AT & 15 4 1 &
Ak 7KF . pp32 Al ANP32A 5 J2 INHAT (9 58 A 40, & 1
AD SR K B Sk 8 0 2 8 1 R AR KSR R, R pp32
s ANP32A 3Rl b 38 gl 8 11 2 Ak /KT L 8 S Al DG 2 11
HIZe35 , IE NI T BE", L) HDACI 5 INHAT Al fig 2 5
AD M A A RE R TR 16T 7 SR

DR AT HARE SR B, 1 OR300 B A R e 2 55 2 101 3 10K
B 2 2T 1EIC TR, 335 TR K B 2 XM 5 o 288 3R R
(brain-derived neurotrophic factor, BDNF) - [i% & /R i i B
(tyrosine kinase receptor B, TrkB ) {55 % 57 # Fl HDAC2 %5 [
F23k FRAG 56, 4 HDAC Fl TrkB 8420 70 14 1 0l 36 32 45 114 2%
I3 FR AL AT 4 58 HDAC A5 1 1 F{/ BDNF At 3%
K, (R 58 43 AS RV 58 2 B R ALC , DT S B8ORS /N B S A b
i, fili FH HDACi 7] 955 3% #6 FAR 40 ™. BDNF B/ ApXTf
LU, RS 2 2] e AZRE 1™, 1 HDAC i 2 5 BDNF
FEIR S 37 A AR R 985 BDNF B9 #ik, X S L FCIZ 0
— AT AR . 1ZE HDAC Rl nT 84 i 41 78 11 2 Bk Ak K7
JEIT BDNF-TrkB 3 [ (3805 , 5CRTG A9 200 R LA RIS 11
R A DI WICZ0, ik, HDAC 5 BDNF A] G841 B
YER'S: 305 AD OGN e At 19 & A= , HDACi il TrkB #3)
FUBCA I AT BE AT 5 AD HISCIAHI T AR A A0 VE 1 SR
12 4% aWiEK

ZHEE VSRR AT & A A g R s b (B2 0L, el &
AR R R ONGE I, & A EERI T — %A SET 454K
19 241 &5 11 W L 5% # 1 (histone methyltransferase, HMT) . HMT
AIFH S-HRH B A% &R (S-adenosyl methionine , SAM ) $i2 {3t (1 HH
FEXIAH N IR S AT F JEAb . AN MR % L vT & AR 1)
HSLALRR A TR, RS &R LT &k — Ak, i iR
b RA— T Wb AR AR R PR R s i A
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FA LA 9 057 B [T AT BT[] 49 4 H3K4 .36, 79 FTH3R2 .,
17.26 L) J HAR3 (K AR MR , R A MG 2R ) 17 8 1) FH 34k
X B PR e 3k HA B B2 00, 17 H3K9 .27 Al H4K20 \H3R8 \H4R3
V7 1A HE Ak X 5 PR ek LA T G e

IR FEiCICIE it B P H3K 4 H LA AR - 238
i, H3K4 B 34k H3K4 46 56 HMT (1l = #4253 80 012
FRIAT SRy A DGR BR B P, 7 WG 300 G M ] 7R 1 R G (famnilial
Alzheimer's disease, FAD) /)y U 5 ) H3K9 — FF 3 fk (H3
lysine 9 dimethylation, H3K9me2 ) F1 4 4 (o 4 41 85 (4 H 3L % 75
fif} (euchromatic histone methyltransferase, EHMT)1 2 EHMT2 £
A I Bz Jo b 3 T, HAR B I AD B OCHE A I,
FESEE EHMTI/EHMET2 M 51677 FAD /N EUnT 3856 20 26 1 =
H LAk, I S ERTAT T e SR Ch 73 SR 2 AR FA A% A P 28 ke
IRERIIRAE ™, {5 AD BT EHMT2 FTH3K9me2 /K- i 14
i, FHREREPE EHMT $IR 35 UNCO0642 3477 T i 23 [A] AR B
12 8B 2, e Ah , /N BUAY H3K36 = H 3L 4k (H3 Lysine 36
trimethylation, H3K36me3 ) 1 FL4% % iff SETD2 4 4Pk m B 2 {1
H3K36me3 7K F-REAS , TS5 B0 BUAL 23381 2% 202 45 IA
I fERE RS, H3K4 A0 HMT H B9 SETDIB (% SET 38 1b)
Xf 2B S il 28 5T i H3K4 FE SEAEKOT R AR 8 1 XA A T g
L H B, H3K4 = W 3k fk (H3 Lysine 4 trimethylation,
H3K4me3 ) 7E AD B FI/IN RS () i & i 5 o R A g o,
I H5 H3K4me3 HISCAY HMT KP4 i, X2k 518
NCAR AT I N2 Mk D BE 4 5 3 K Tau 43 BE R AL A 6, 7E 1k
PRIE I ] H3K4me3 A1 56 HMT )i , /1N BB (14 5 1 W R 1L 15
VIR N D) A BT B35 00, 414K 1 25 F S5 AL (histone
demethylase, HDM) AT LASEMATAKI DI 6E . 5 2802 25 FH B AL 1
(lysine specific demethylase 1, LSD1) J& — Fl HDM, % '] X}
H3K4 1 5 B SEAR RO JEAb 57T 25 F Ak, R LSD1 /N B
BT AEY Ci N )8 53 S D RO UL i E2 Y o W D W s R A S |
Prhax eAs b 5 AD B AR L AR, 1T H LSD1 5 AD H &
AEREFIPN R A YL g R AE Y LR E AL, T iE S 5 AD kA=
ML, XEERFSE R, A 9 HMT &5 HDM XA DI BE Y
R AN, 4R HMT 5 HDM 19 3h 25 V-5 5 2 8 1 S B
XPIEH AT RE B i S i fr A T2 L, 1 HMT 5§
HDM 1] f8J&AY7 5 AD A ICIAHI D) BRI AT 78 76 SR o
1.3 &Gz fesimmit

P FIE— R 76 MR IY/INE A A Cil — H AR 2
EL AR R R RS . 2 AT LS R Rk
Seie- s A, Iz 240, i ELE0E RS B2 25 G i E3 12
FIERERHEIL . H2A I H2B 24N Az i & P Ah iz Z k&
H o, H 2% X% H2A 532 E fk (H2A monoubiquitination,
H2Aubi) 1 H2B #1727 % 4k (H2B monoubiquitination, H2Bubi) .
TERE SEJHPE T, H2 Aubi £ H2Bubi HA MR BI/EH . H2Aubi &
LS RLNUTERA ¢, T H2Bubi 253 555 A 6, iige
B, AD £ 3 %0 17 5 of H2BK 120 77 2 Ak 09 KSR med . —Fh
E3 7 2 % $2 1 (RNFS ) 38 12 1 45 41 B 1172 2 1k fF DNA XUEE W
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ZB 5 KA AR A, RNFS Hide nl S a0 4 0% B 3
NHIEE ) P RS, —Fp B2 72 K454 (RAD6B ) il i 1444 H2B
ZE S5 DNA WK 245, RAD6OB X il 48 58 4 8 G
ZL, RADGB #ilt e 23 i/ N R A 2R A 718, DT H 30 B I8 7
R BE Y R I BRI, R R AL
(deubiquitinase, DUB) 1] A H |1 | Z3 BRIz RABM O, i & e
) 1R B R S Pk DUB #1571 (4245 USP7.USP14 Fl PSMD14 1]l
550 K R IR YT AR 2 P 1 — 2B S eI T RE T S
AD NI RE R TR

2 R P B TR A R 2 R A /K ST 1 A Pl B P R R B
Wl 2 Tl G ) 9 4 . B RO IF ST R A A0 A R B
(extracellular regulated protein kinases, ERK)-H3S10 (S {1t % 2
W) (5 Tl BRIk 2 5 T 05 5 I 1 ) &AL, 361
ERK-H3S10 {55538 BB R Ak nT St A H I RE™Y . HAS4T IYBEIR
1bAE AD HBE AR R3S I i, 1X 5 APP Il AR SAYALEH A
WRRR LIS IR AT 20, AL AR (172 F AL RIS R k4 15 41 26 1 R 0
B DIFHIC s 11U H3K 4me3 /K142 il 21 4 1 sk R fb K 7
B, FoR] R R4 AR R AL A 10 A G 5 . H2Bubi Al
35 19S & 11 il A W B RPT6 3 i H3K4me3 /K-, T i 2 X
H2Bubi (1) B 4 23 3 il H3K4me3 | 3 R 4% 5 I 22 298129, 1
AD SBF W RTAT B2 5T rh H2B Al HA 5% 560 F M0 K HA R 2
I Ak BA s /0 7 H2B AR FE 12 R AR, X e R (81 S
AD JRHIA 5, 7E AD 1R B HA R X, XN, A
2B B Z MR AR BRI, e AT v] ReAH B4R R R 1 4
KR A #E 5, T2 5 AD A E R ThfE . LA G
MR 7 EYT 5 AD AHSCIA N D RE AT 75 % BB R 412K 1 & i
Z AR E AR

2 DNA FEL

HRAL T LA R AR I MIDNA b BT, AR A3
TA A1 A DNA F L A0 # T  ae 9 4 356 R 2 55 5 Ml A 1)
fit. DNA AL EHE DNA TR HIHEBE DNA R FL i (DNA
methyltransferase, DNMT) F B4k i a0 72, 99k FH 5 4 1 i 2 2
CpG 1 CpHs (H=A, T, C) L BEBE . DNMT ¥ SAM $2 it i1
6 o B 28 N W WE 1 28 5 i BT, TR B 5- FR G i e e
(5-methylcytosine, SmC) o [ SmC 4, It 138 &8 T 55 — 4~k
FEIG F AL, A /I BRURT &R v TR 28 T, N6- FY 3 R I RS
(N6-methyladenosine , m6dA ) | (1 fid 80 7 FH 364k 15 356 K R ik
FICAZIE AR S 5-38 F L i % 1 (5-hydroxymethylcytosine,
ShmC ) & SmC #SUIN A& E AL E e Hp Tl o] T e ok )
Z: 57717 DNA HUREAL AL PR 3 53t 7R 1E 4 #2205 HICNS 1)
AER HEFrh 4B AR Y, DR A1 224 22 R P ALY
B B, IF HE AR RS 4 F B Ab/K T AD #l 22 T b
i, X 5 AB  Tau 25 11 RN HI 354 ™, 78 S¥FAD /) USRS
PP E 5-mC 1 B KT S-hmC Y REAIG, X S IA IR G,
I 5 ABULBITATY, € AD [ APP 2[5 5 3 X i FH
FALW D IR APP 5541 1A, 18 AD 35 pRijE
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A3 BE BT 2 1 24 /@ ¥ 1 (B starch precursor protein lyase 1,
BACE) )3 21 X3 HH Sk thgel /b, FCHH ALK 5 AB i fif
B, B AD BEMINAITIRE PRSI, @ sNES
ek SAM K- AT PR AP BACEL ) DNA H 4L /KSF-RTA
FIBREY, L £, AJE ADFEASH BDNF 5 ) FFEifE
DX B DX - X g J3E P A, IR 2 X 26 DXtk BDNF it 4]
R (A UK RS X SERIFIE 4R , PTam AL 157 DNA 3
AT S ik BN AITIBE . {(HYS AD B AR
[7] 35 [ FH 66 KOS 1T B AT i AN (8], ZE 33T AD AHIGIA KN ) R i
RS, T 0L ) 8 AR R PR ) Y AR

DNMT /2475 DNA HEEAL IR 158, HAUAE CNS (1957
BE W B R A5 e i ELAE AN DI RETE W Pl A mf
B, DNMT 46 DNMT1,.DNMT3a, DNMT3b A1 DNMT3L,
R, LK BRAK B 8] 9 2 PR & 1 25 5 3 DNMT1
AT 5 fd AT S PE TR 1 Reelin A5 SIS, I BURAE )5 (1)
TCAZHRBEA A8 FH DNMT #0750 o) e 101 C s i ™. 46 & & 1
Zk 7 1 /N RS AU v DNMT3a [ i 5 3500 BRI BREG , i T —
FHOBUIICAT 38 2o 348 i DNA H Ak i A e pa ™ i 48R, AN [
(9 DNMT XA KIS RESE IR AN ], #15) DNMT AJ BE21R Y75 AD
AH SN RE R0 1 0 1 SRS

3 JE4RES RNA (non-coding RNA,ncRNA )iz

ncRNA J&— B2 B AL B F BT RNA 431 Hi%
MR AT A3 A2 K KT 200 MZH R B neRNA , K
/N 200 AN 1 TR 1) 55 5% ncRNA . K Kk 22 (9 30F 415 36 B
ncRNA B 2 5 IR R, A VA G Sl i, IR g
M A AL
3.1 ##+> RNA (microRNA, miRNA )

miRNA Z—F/NE AR 18 ~ 23 MZ AR AEHE neRNA,
miRNA KA T oo B T i b, UL R 5 2 fili,
BT X BRER A LATE S04 7 RSB R 150 . miRNA 38 2
PRE i AR A AR G IS P | LA IR 5 BE A ek THI R AL
TEAEH : miRNA BE AT 38 15 1 i RNA 75 UUER & A A i B ok
o iE AT 5 3HE BB X (25 A B mRNA FRAR DTLBRIE R =35, )
A 5 AR o mRNA B3 sl o S B R 9 5 3l s A s e gk
PR 22 TR R FRAR R 1 R N 2R 3R, B — miRNA 5 T 424l 2 Fp
FEAYFRIR DTS2 e A (] ) I ek 72 (A 2T i 1e Dy g ) ™
miRNA 7EiCAZTE A A A e 5 2 G 2 /R Y, 2
INFT DI RE FHE AL TE B A 8 5 R 22—, A IR 58 % A [ 1
miRNA 78 AD F A I D) REREDS th 0 52 AT 1 gl R A
miR-214-3p, miR-302, miR-21, miR-200b/c , miR-207 . miR-132,
miR-188-3p/5p L } miR-873 45 & ik /K 3 M1 T # miR-34a.
miR-124 . miR-574 Al miR-191a 55 2k /K V34 7l i 3% AD AH
G EEALRIE TR REY, WA BFE I, miR-137 AT i
P AD H 85 B R[] 955 38 1 W H 3 0-1C (calcium voltage-gated
channel subunit alpha-1 C, CACNAIC) % 12Kk i % AB1-42 155
1) Tau £ 3 BERERR AL , iX A B T8 AD AHCIU P20k & M
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INFITRE J1 40135, AD /MU miR-338-5p (23K R, 7218 5
rfd 26 15 miR-338-5p Al /b BACE1 B33k | AT i A
ZYAE , IFBF 1/ AR 2 fuh ol 384 27 > RE A2 AR F )
1 FE L, p39 f& Tau PAREIG R 8 (A MO 5 (cyclin-dependent
kinase 5, CDKS) BYH#IG ] , 45 F miR-504-3p #4814 ] 3 = # [7)
P39, A% A R AR Taw 25 11 PRI AL AR B, Yl A 2 o TV
XA ZE TS, EAh, 2l 56 1) miR-135a-Sp 4l 2 53
Rl ZEEL A 12 B, Hol i ROCK2/P W& 1 1 (adducin 1,
Add1) 15530 BT AD (9 28 fil o 012 B A%, miR-132-3p AJ
iH 2 777 HNRNPU/BACE1 i, Jik /> SH-SYSY AU e i i 1~ , 3
W AD K B 2 IEIZRE I B ™, X SBF 5T 37K , miRNA
AT [ AN (] 4 R PR 3 2o 8 R 9 2308 5 i) AD AR S
FEER AT N D fE

FI I R _L 5 A7 TG 2 BHLBT AD 1ERE R 2454 , {78 AD 45
B B T TR 5¢ miRNA (1 2235 7K 0] A5 20 43R AD 19 & e,
TR, miR-331-3p Fl miR-9-5p 7E -1 19 AD /N T,
T7ERE I AD /N H EJH . AD /N BRZEREI I miR-331-3p Al
miR-9-5p MHFITAY I, ABIE RS &  IAHIANE SR T WEE
AL, miRNA TE AD AN [R] B B 9 38 7T e A ], DL miRNA
BB SVR T AD AH JC I I T BE BE A5 B 25 SR AD K [F] B B
miRNA [ ZRIR RO RNA YT (531 —Fh miRNA $l i) 514 B
Wr miRNA , I 1T b 98 56 A 4 400 1) 1) 58 R 76 51 X5 miRNA (1)
Il PR AR 52 AR H A 3, HRTE A 1+ 2 5 miRNA B X Fho5 i
T, HE ] miRNA 07 S FTRE 2 I6Y7 5 AD HGIA
I RE AT T TE SRS
3.2 miRNA 54% & TEAL

MR HIIE S H2 7R , miRNA 541 11 2 Wb 2 8177 7R 5%
YA, “FAAEAEH . miRNA e 5 HDAC 32k 3F54 0
418 A L BEAL , 11 HDAC A% B 3 n] DUJA 15 miRNA i 335
miRNA 548 1 LB EfEf 2 RGBT AH EAEH. HDAC2
IR FR M R MBRAL I ER , 72 AD H)/ N BUSR rh i
ik, 5 AR AR P Tau 25 10 IR (AT CP. EERH,
HDAC2 11932 Ji 3 3k 25 /b JH- 41 B 2% [HL -7 4A (hepatic nuclear
factor 4 alpha, HNF-4A) ) Z Bt AL , M T 40 1 55 miR-101b 5
1 XA 245 A, miR-101b A9 31 il 550 AMP 775 £k 25 71 3
( AMP-activated protein kinase , AMPK) 7£ %% 5 J5 /K1y ik I
I, DT 5 3K Tau 25 1100 2o B2 W R Ak RN SR 4, E TR 432 i
250 TR miR-455-3p Y 33k T L [l 410 il HDAC2 (4 7KF,
AT 40 385 400 495 P8 B 483 497 2 B8 000 . 12 B0 o RS 2 R I8 477
HDAC3 /& miR-132 [ B #: # &5, I miRNA-132 1] B fIK
HDAC3 (17K F- , DT A3 T 3514 AR SE SR % 2 flsh o] 98 1P 11 4t
0 HDACI Af 45 miR-124-5p 342 4 28 Ik Y (neuropeptide
Y, NPY) , #ill ] miR-124-5p s 41l il HDAC1 W] BG4 > 1212 R
6, XA HER , miRNA 5418 A Z B b 7F IE 5 A D6
HIE RS AR AR B L AR FEAILH B v AN e T 48, 55
BT . P, TR I e RIS 0 1% 7% 1S miRNA 541
S BR8] A A BV, miRNA 99 i 751 5l A 51 4 A
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HDACi BRG] B IRY TS5 AD ARSI AI D RERRLAT Y T 7
s

4 INE

55 AD RSN BE R it (9 R WLig 15 B ity 7 72 AD 2l
PR v E A W A, (HR 2 BRI AL AE iR P IR s BR T
YRR BN REZ A AR TR IR . AR R 3 AT
ARLEHINT AD HERE Y251, %5 I8 EI S AD ARG RERL AT 45 A8
FAPRME R AORMPEECR R R %2 ARk il
P AL A A IR AR MU T ils R . EAh, HAT AD 3
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