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R a4 3 ) S N 4 R R AL
— ERM AR Y IE S GRS R AT
W RN KGR TE S AU . S FNp 2 3R
P/ A FSI PN VI S R ot VAU A W S L B U R N
Ha5g  (long-term potentiation, LTP) FIH R il
(long-term depression, LTD) P~ i R0 b 2 >J
SIERMFE ML TTZ IR E L, I EIE S il 25
FFNTRE, 0 RA b el AR R i A O o I SR A
SRR E A A N, UK B R S AR N — &R 51
EREE e O @ AR S R S i
(epigenetics) & # FLA# b DNA J7 9 A & ok
AR AR O R R T e a4 M S R A T it A AR R
FOBAL AL AN TEAR AL oA N e 7 ke oG
FEARATER . B R, R AL LS AT A
TEA 225 245 AR 2ot ¥ 2 2 e 5 R AR 5
FERFIR M, IFRERFESZ AT R R B SR
X SEAL il HAA A fn] 52 e pf 28 ST D BE IR 8 g i 2]
AR ARG . BT 2R M e #0240
A5 R e ) FH 2 s A ALl 55 7 7ok AR 28
AT A A 2R 5L A B R (8 R e 25 3R M it
2 R AR 1Y) R S, 456 PR ap2 it
A, ARSCHER T2 20 RIS 5T 1)
BUEIE, JERR T SR AR 2 ML Aol i S
10O ARG A R, DL a2 2
TCI B T FE G0 ST G5 R NS i A B2 K AT
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HRAAEY) SR, IO B I TR RS O B A
AT AR R | 2 20 R T A )3 P
TRBEREE, EArdEZRNERE SRR
W T R FL S R B B S S B A
Z5Ky, Bliss % 11973 4E K B, FEIF L CAL X,
B ARG N-H HE-D-R A ZPRZ A (N-methyl-D-
aspartic acid receptor, NMDAR) 1] 7£ % filll J5 175 5
LTP, fdif5 5 fl s BE 7= A KR, LA e 58
fif i 2 SiCI e . s, SR il a5 % LTP Bk
HIETETE B BAEE AN 2D 0 C Ry A AL . LTP
AR AL Al LU 2 S A B B, — AR
L MR AR BB, S ARG SR AN 1) 2
R BL. 20025 T LTP AT, 7E2# 2 filid
PCUE T A EZAEN, HET Ik, KA a5 ER
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L PIERINICIZIE A 45 . Kandel ' & 3016 5
LTP HA By Bett, FLU LTPAUA¥4E 1~3 hI3f HG#Hr
RS I BUS , LTPRYIEMIRTE: (L-LTP) fF4E%
1 d, JF H AT P A e s VBRSO
cAMP JC 14 45 & % H  (cAMP-response element
binding protein, CREB), fi£ i L-LTP [y &K F ik .
— Z 5 2 /F A 738 i 0 NMDAR 5 i 3l
LTP, #HE Ca® AN, o 5 MP0es,
HENR TR AMEEE (adenylate cyclase, AC), MM
TS cAMP MR M & 1 B (cAMP-dependent
protein kinase, PKA), PKA #:iz Z|40fit, 2
CREB # 21t . CREB & —Ffi7e KMl )32 3Rk 1
Fesg R, Tl AR R, BRI AR
WA I D R B OCE AR Y AR
e, PKA TEZ0 A 5T rh R AR T A AR 28 fk 1
W, SRR IICIZH, PRA AT IS &
M A%, fif CREB-1 B AL . — B K EwEIR AL,
CREB 3l 23 554 Ho s LG I 1 CREB 45 5 A
(CREB-binding protein, CBP) 44 8 5k [ (1) §% 5%
JKF-. CREB WM REPE VTG P EGE R A ) Rk, H
WA FE 7 B L JE ) (immediate early genes,
IEGs), CCAAT /%R 724545 HEH (C/EBP) 2
IEGs 19774, 3t 5 0 2 1A — SRR FH A 19 1
WIREFL R By 3k s LTP A4Sy, RIAn a5
I ] B HEAS DR AR B2 00 B 1 SR S R ph 2
HL . FE2E 2 Mt fE b, Ca ARG, — RS
VB RF S IE BR, 46 Ca /45 I8 & IR M 2R 1
fitf 11 (calcium/calmodulin-dependent protein kinase
II, CaMKII) Fl%E H i i C (protein kinase C,
PKC), J&& WA PKMCAFTE T L sh#yife S,
TETC A HE 35 301 (8] AT 5 2000 M . RS0 S £ 1Y
PKMO X T LTP Y ZEFFI 503 Fb A5 1) R
LTP F1 LTD f£2% > A4z o /e AT AR b T4 i
U, R DA A T Y L AR
mRNA % 5% | BT H BT A B A e 5 ik 7K - 1Y
A LRI FH s AR AR X R T B A TR E AR
FKATRENS M TR “ICILIRIE " . Nabavi 55 2
FIRD GG ARR S ik, T LAHBRZYRICZ,
A DVEHnE 2RI C A2 L X — R BRI DOk B0
R, BV il m] 3 M R A 2] 0 A R DG B
R XA T OGN TR R, IR
IXLEGRIGAT B T i B9 2 e R, AT Bl
Jii R 2 Hr ez 2

2 RUBEFEFSFEIEN

TR v N RSB SR RS T = Dl
RNA, W #5338 0 U3 Xt 122 2Tl 12
ZORHEE RGN R —Fh S0 5FHLH, AT
DARE SR AR L 5%, FRA LR G FE 5%, B
UL R 2058 A UK HDOG i Fllini e . R
Wis A% — il e 9] 2 H Conrad Waddington €13 19,
USSR A SR WA Z RIS SRR, %
PRI R BURRAERER A 22 st % i
AR SRR AR . ETERY . JETT SRR R 1 AL A
b, HABM L shaS BTy . AL 50 ok ds il L R 3%
RS 1) F Mk AL BLHI 2 LT JLZE: DNA
AL . 218 B X RNABISE .

2.1 DNAHE/

DNA H SEAV & B M52 e )12 I 3R W 35t A% 2 4L
il Z—, ERIHA ARV RS HLH], S5k
B AIE RS2 ] 306 15 1 . DNA H 34k /245 78 DNA
HAb#20 (DNMT) {145 DNMT1. DNMT3a #il
DNMT3b FIPEH T, 7E3EH CpG A% 11 R At g i
5 S Ak R LM LS & — N LA > DNA
HIE BT FAIR & Bt PR E g . dih i
M BG & B B oCHE 2, e/ B i bR ax 34>
DNMT H AT fu] — A0 2 & AE IR BO8E L il
S PR . AR LAY DNA H &0 2 -
F L mEnE (SmC), DNA HRALEMG & sh 2 Bl
Wiy P BEEIER 7R g icaE v, DNA H
FEAUBR T T L R A 2 B (R A7 AT S i) i PR
ik, W] IE AT LTP/LTD BIAE R, 76 i H 28 fih
APEAVETEY | JOIZHREL, OO AR 2R 2] R
FEOCHAER 2

S5-I LM mEnE (5-hmC) 2 VT AE BT & FLIY
DNA £ H b, J& SmC fy 3R IELIE L 2,
HAEAL T 10-11 {7 i (ten-eleven translocation
enzymes, TETs) . 5-hmC 7¢ 5 AF A B9 I HR e
Fak, TR L o0 N 4L R R 4R 2 TS BR Y
DNA L HILALER, RSS2,
Blanicia kd . HEHERE . FEHEHEE (genomic
imprinting) . X 4% {4 4 5% 1% DL Kz G 0 5T 25 A4 I
P B 2R ) A SR DNA B3R L i oeas, IR
Al DNA 32 4L, 300 DNA FF AL Fn 25
H 3L A S S5 il nT SPE RGO R, X Fhs)
At RS T A2 PR AT BT 26T
AR .
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T 25 RO RY AT A5 S Y B s A P
HIMRAN AR, PRIAE M R L a5 2 1
IR AR F I AL 2 AN 2E IO Z M B R . £
TUARAMIFFE B 2, DNMT 36 P 2 28 firk o] 3814 fir
W B T Rk DNMT1 HI DNMT3a 25 50
LK ZH DNA S BB AT R, 5 S [a) — 28 finh
LTP %%, LTD #5&, /) BiC 12 34T F 32 B gk
B 78, g DNMT3a 4 33k AT DL % 5 22/ )N
FUAY 25 RIE A2 B pg 2 AE AR 1 4% (lateral
amygdala, LA) K7 )2 F s A 4155 5 LTP
7 22 DNMT {if P . Maddox 4% ' & i£ 42 7 L
(memory reconsolidation) %)% [T 5I7E LA
S P AP AN ] ) DNMT #1551 (5-AZA FIRG108) ,
ByaT4m il DNA AL, I8 35 Wrae ZY RS2 iy 7
YL . TR K HEERIR  (Alzheimer disease, AD)
ik P DNA G ZEAE7KF . DNMT 8 H &5 KF
FBEG PESA AR o R DL AR5 R DNMT
T 185 R i 45 7 1 2 fioh ] 98P b B ORSFAE I, (E
DNMT T HEZ I 5 20 DNA & F ALK OF R AR
RG] FEOCIZ BB AN A | i U T EE 21
5T K W% DNMT 4nfof 52 i 56 Rk, DL R Wi
TR DX A 2 7 57 DNA HH SEARAIL i 52 i e K

Halder 55 ' 7E 25 A 2HHICIZ AR TR B B, X
L5 HIAY 40447 [ J2 Bt (anterior cingulate cortex,
ACC) ki XY DNA HEEAL b AR AT 4 R D 4
AR HT (genome-wide complex trait analysis,
GCTA), &I DNA H AL e T I LI 1)
[ 2l As , AHCAZ my 4Ede B Be Jo 284k, 1T ACC I
AREAFAR R, Hidig E CA1 X T i 12 E
WEREE, 1] ACC X FERALCAZ BRI 45
REZE . X UL DNA B4 5 2% > 122 1 B AR 4
BRI, JCHARRRAR A ) TP i A
KR 5 P9 {3 5 DNMT #1551 zebularine 1] fiili & i
J5PE #2828 5% ] ¥ (brain derived neurotrophic
factor, BDNF) Jt[A DNA 2= B Ak 3 BH A% 25 - 2L
HICAZILE , I H bdnf HIH 1 CpG A7 3 FF BEAL 1Y
U JE LA 3 bdnf 5 TR R BRI i R
ik A ARSI W BRI O T T
S AE R R IR A K )2 12 5 . Miller 58 Y &
B, T 2 2 AT DAAE R 2 5 RS R R R
A, 720 e — > H 259 Eefb 240 3
KIICTZ . DNA HUEAbAE P2 i B sh A8 FG DCRR
PRy, ZYEICIZ T 5 24 h N, 1S9 DNA H 3%
o R R T ESITRE v 1 B S5 S I (11,8 =3 i)

DNA HIEAL B iT LIZERR B

TET1 & 4 &4 T DNA 3L B, sas
TET1 W FRIA S MIC Y it 2 47, et
R FI LWL S 55 10 PR T B ARDE .
F N 540 29575 (adenovirus associated virus,
AAV) FETFE D 238 TET1 S 7R kK25 5+
W2 55 mT S RN CI LI AR DG B SE L, )
Wi T BDNF [ mRNA, 485 7 HAh IG5
M5 P IEGs B9 K, A5 cFos. Arc, Egrl 5%,
BDNF HIIEGs A5 il A g 5 2 fil nl #8% . LTP
DL RS E N GERE2 UIAH DG . AAV A3 By i %
ik TET1 FEA 8 R e Al rh i K e, A
om0 42 . Rudenko 45 7 OBFSY e IH, A
Bk Tet3 A] 3§ 88 ¥ & LTD, {H NS LTP (95 %
Tet3 BN FRIRZ M A TTIG S M P87, Tet3 U
FikiFES L (synaptic downscaling) , i
ik Tet3 W) i# & AMPA (o -amino-3-hydroxy-5-
methylisoxazole-4-propionic acid, AMPA) 2% {K
GluR 1 FRIETKT- N PR U il s g o . 55
Tetl FERIFRYA S, RiTA B2 P ) Tet] mfliR 23
SEIEACIE ATIH IR . R, S5 D DNA 2
AL RO W) S B st AL P45 R -

FH L -CpG 45 & % H 2 (methyl CpG binding
protein 2, MeCP2) J&5 H 3 k DNA $F 7 tE4E &
YRS, FTIIHI ARG 58, 5 RNA BT
BLEIAI S, 7T 5 microRNA (miRNA) AHHAEH,
FE Y-+ 4 28 70 58 fil 2 O T HL AT Rk U fg
MeCP2 73 A ] ¥z, TERMih &Lk, S5
2 RBPIN TSR A E (Rett syndrome) % V) A
KB WSS R MmN R R BB
i3, REHEAKE A T2 R 5 MeCP2 1)
REMES . FIADFSE R0 T B RRLR B IR 2 oT i
RicHikERT, {21 BDNF #4352 AR 1 )2 iz )
P SR i e, T AT 2l MeCP2 2 A A /)N
SRR R B RNAF 15 R 5 . MeCP2 J& KW iC 2T 1y ir
WEFy, I eGSR S ocee
P 15 S U Y . MeCP2 28 78 /N BLURL7E 2 JA] i
At R AR ST A 1) S 2 2 S A B o R
FEAR =, @R MeCP2 B LI RE T AE 2 S0 M 22T 1Y
BCARZERIE I, 3K LE 0 W] BB B R R B AR
H U2 B DRI A 9 L R . MeCP2 ik 5 DNA
HEAA T FEIERSL, SHEA B
YEHT.

PAEATFERI], DNA &1t DNA AR &
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HIEE S5 T R Mln] SERRAS IR, ey
ICACIE AR F . S flAng T hyad f v B 2
A .ORRTIA, HREGH T DNA H b2 5% 540
TCHITFTEATIIRAE FRE A BB, AR TR EE IR AR
G Rt R P I i LA G ] 52 ) R [l 6 R A 2850
(R S 7 B LA AR S E A2 i
22 HAEAEM

BRI ShAS A A 20 Z PR D RERY F A
oy R pTEE MR BE Y T, RIS
BHL(E Bt . DNA 912820 35 1 AR UL (4 AR
ZH R EAAE B /M, 1% 48 DNA £, 32 75 4H 4 1 H2A |
H2B. H3MIH4 (FA4~24) JERUR/\RIRSE . 4
EH HERIE 5 BRI — A NIm RN, AR
HILAFRIE, XL I IE 0w B S BMG ( Lt
o/t 2 kAl . FRIEAR/E 364 . 2 R Rz Rk
) MIRY, A EA BRIz .
HE B A AFTETA 25 2440, i Bl A7
FETA 2257 245 WA Z ot . M Shi 45 B & 31
S — AR 1 2 TP AR -4 S R e S M Y i 1
(LSD1) &4, EABHIE 29N LU
R LA Nz — . ZWR RN, 415 [ BT
PET IR AR DG IE R 3k 1 B sl i i) =

4 H & Bt X % B W (histone
acetyltransferase, HAT) b £ MBESE (n) 20 25 10 5%
BolRAEA O, HMER TR BYE
R MAHE A L LWL (histone deacetylase,
HDAC) Wil 8 k& Lmifk, MR IE B 10 5%
SEHUE P AEICAZIE L. LR AR o R R
HATs FI HDACs 2 [ i AH B AE F XI5 e 1A 56
FHFGR L o

Wi FLsh 4 TP A7 7E 11 Fh 42 8 HDAC 2 A,
H:r HDAC2 F1 HDAC3 X F 9 15 2 ik ] 38 14 A
TG E 2L, AR A LB 5 = e
SRR C L R )R o 7 L R AR . I D ad Rk
HDAC2 2651 3 ¥ Th Mt 1 B AR 2 2] RN 2 ] 2% 2] il
125 M, W5 ThEE% HDAC2 (/N BRIR AR 2 ) Fnzs
]2 ) EAZRE T8I T . kAN, Fh R R
5 HDAC2 11/ BRI R S8 8 B . 2 it A
Sl T SEPE A RRAR T HDAC2 B /)N BRI AR 5
P RS B0 W E R L IR HDAC2 3 T
AR Ao, XPEHEBRA 2 I T S5 WA, iR
HDAC2 AJ fig 23 5 5 A/ H T A [A] 4 2 2] 25 0 1)
HDACI A] 5 HDAC2 JE il —A> “FF&7, i IF 4%
il 5 fik ) SR DI BE DT RS A P 22 I 45 114 B

PORAS ' A REC T IB AR T, A [
¥ (central amygdaloid nucleus, CeA) HAYJ HDACI
FIHDAC2 7ERMH 2= 2] J5 i, HDAC1 7EiH 1R %
25 L VAT HDAC2 ANAE | RV 24 2] Fidiic 42
AR 5 A e AR 77 {7 4% (lateral CeA, CeL) 1
HDACI1 |4, ifii HDAC2 Fi# . HDAC3 7E 1 &
Il O, AT AT 2R 2T e ) e
B HDAC3 A58 K 1042 . HDAC3 BN WS 5T
NPT S OME B2 T B &R 2 R (glucocorticoid
receptors, GRs) fF5lg, S 5KUHCICIE,
ELABLED 4 75 B B 7. P300 FI CBP Ji 2L BE KL 54 7%
il 11 5% SR T, 5 W m T 9B A A T BIL R A O e
P300/CBP #H & [H F (P300/CBP associated factor,
PCAF) 7L MAbR, 7] QB b8 A b e
MR SR A, DT H S Y (5 T 2548 . PCAF iR/
SR A I 1 K R A B & R K e 12 s
T, X R S R AU 0 BF ST R, DNA H 3
k. HATs /HDACs il CREB J& A H. 511 [y . HDAC
48 350 0] 38 A S CBP % 53 52 G W A G 1 G i 3
(R Sk B85 1012 ™ . HDACs il NMDAR 7£ AD i %
A2 FL R R R 8 A 5 . NMDAR 3 4057 AT LU F
bdnf B JE BT IX L 1 OBk, ATy 3A
S fih 3% 22 () 5 BE T iR 58 il R 4 L L
HDAC2 FIE R AD S AT B 4L RS, HDAC
IHGRALEATRI T2 R B A 2R T B 5 |
REIANFIBERTFI RV T, AT LIRS IA R R 1
INFIHESRR 7 R AR, R HDAC R
Aicte  EARDIRE M R, O B 2B i R
SR I, (B R Y S R LA
HDAC =52, PR 7 2590

20 2 1 AR R R 43501 P 4 8 1 R R
M (histonemethyl transferase, HMT) FlZH 2 1
A B B /i (histone demethylase, HDM) %5 Bl 5¢
BT A LA T IR P B, il B
FEAL WA X AR, U = S 7 R
H IR A TE A S R R B | EAEAH,
HEE H H3 AR 4- = H 54k (H3K4me3) &
5% fil AT SRR Y H3K4me3 S 5 5 SR A
KHbRic, AD & iGN H3K4me3 54 & 7 ™,
2 75 il b H3K4me3 ARS8 1 =58/ il
T ERE 0 . AN [F] 8 3R W st A AL il 25 i [ 4
HLLEAT22 201012 . 15 09 H3K4me3 7R 155 24 IC
FZRER R 3R Y R H3K 4me3 BSR4 %
fifg ML 5% M112 25 11| 55 55 58 2L 2 12 i LT 2
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Collins 55 ™ KB, THELH~ > Fic A2 L B Hh o 5
() H3K4me3 IEbRic, If HARBEEH IR T g2
et #2, 5222 FHCAZ A 5 /) 3k R H: H3K 4me3
PV B TE S 0 . SC I BE BN T i S Fn ACC
H3K4me3 196K, ez il & 1 51 ACC
MAEA 4 Fh i DNA | ShmC Fhg B, 600 R
e PR I A 093 A2 B 3 R A R U3 A ML 2 ]
k2 A ), E SR DR PR A A DX 3T &

LSD1 7E R & & ] /5 #2250 /A i 1E 1]
PR, AR KN LSD1 nf S8R iy 5 Filiks
X T2 A ICAET: . M40 LSD1 5/ i
F Barnes 2 5 o 36 B 45 8] 2% 2 042 BB
G9a/EHMT2 FI GLP/EHMT! 724 BBk 44
JEH Y0 5 b H3K 9me ] F11 H3K 9me?2 A2 F B4 I
L A OISR B S I v
H3K9me2 7F R fil 4 Bt R rh s A ek A, (R
N AR S 2 il UK 75 2 EHMT1/2 25, EHMTI/2
A5 H3K9me2 1 bdnf R i 8l 4b & 1
BDNF ™. G9a Fl 34k 1 A 455 il 410 1) 2 14 pS3 7E
WY JLRIEE AL 1, R AE VR TT T S A 25 P 4
b . B FOFRIE R GOa/GLP FR A 2 fsh m] 34 11 XL
TR, 7E LTP (2R B 0 e e 4 b & 5
PERR 9 e RS T 3abE, 7E & & R
LT, (45 T MRS M S HIPE = ]
BLUFPA7 . vk B G9a/GLP 3157 BIX A 5 o IR
i ]2 (entorhinal cortex, EC) ®I % Jii i %
(perforant path) , {H 7] {1l fi| 6 & Schaffer-CA1 i
58 fi &b | = A% ) 3 (high frequency stimulation,
HFS) 530 L-LTP 4E4F, HARH AL A9 BIX AT 0]
G9a/GLP B W17 HANE 520 Schaffer-CA 1 38 28
fik rr R R LTP 19155, ‘& LA NMDAR Fl [T
A A 4 5 20K L] LTP 3958 R FF4E 4 h Y L-
LTP " . ZEiCfZILIE Y], G9a/GLP 25 5 451 2 il
EC 3L HFL 5%, 78 EC AR S il G9a/GLP
3 30 2 AR 8 fh vT 98 B I SR AR R VIR I
12 %" . G9a/GLP &5 W) 5 2 Fh Al ¥R AR G 8 11 ot
LR ARG OC, 4245 BDNF, PKMC. IEGs fil
Arc. T 45T 0] R AT FEARAR A% H3K9 H Sk K
F, G9a I RGN AR B AZ il 28 0T I AR 98 R RT HEE
I AT R PR AR ) . G9a L4 M 28 B S
DN L EIN Y TR U ST PR i i O
ZEREW], G9a/GLP &AW Al LA i 1 sh AR |
N AR AR S 1y R R s T P A S R PR 1Y)
Feik, MRS Mk mT sk )

R e s e e TR 1 =8 B2
e L AMRARZER, WARE ISR . WA, 4K
P S s A HL R T A2 A 4 A 45
FRAE, B R AU 8 HORHCAZ B9 . 5
Ah, WRELYE 2 T AR B TR 2 e
HERT, AT Re 75 PR E JR DA SR Mgt (%2 A DG
T 5 28 MU SRERILTR 2 TR A T IR X g3 1)
2.3 RNAf&if

RNA DI ZFIE A5 8 15 FI DNA 45 5 75—
JEMIEAEH, 76\ DNA B [ A5 B AL ok
ERZ AR, JE 4IRS A AN w] Sk Y 2H LR 4
EHEZREEA A FEREN ST . DNA HELERAE
AT RG], EEAAEY TR . &
FaE R MG RIL, SR UIAEOC . AH L
ZF, AMTXFAS A RNA fh2f 846 0/ B LK 45 F
RNA &4 8 110y 17 i 214R 2> . DNA /9 24k T
1925 44 & L7, {HJ& RNA 1 B 54k B 5] 1968
AR T YRR F B R, Bl
FATDR LA U F A4 M 67 50 2 L/ RNA B
i A HEAE LT B A7 28 81 RNA, A3 46 t(RNA
rRNA. mRNA. srRNA. snoRNA. snRNA #
IncRNA. Y24 K 1k, TEZHI RNA i B 4% 5 H 170
LR . 41D rRNA FIHRNA B w4 DU
A2 3D 454, AT A AR T B A AR 11 o
PR, MRS E EA PT RO, 5AKEE . F
JIERYE W R R A A DG 00 T S AR T
(mass spectrometry, MS) . mEREE PR . R
DIESS A A 2E AR 1 0 st & AT A o 3%
A SR RNA B A AT g, 380 T X 22T RNA
MR T RNABIVER TAEar i 41 T, 7
i 15 A1 E 2% A% RNA  (non-coding RNA, ncRNA)
H, XA B ERCER T e (E B E
11, FEOFSE IR B B 3 R R A R 7 i R 2k LA S
RNA B AR AE S 2T iC e /R ot
2.3.1 ncRNAf/fi

ncRNA J2& $5 )\ DNA %% 556 {H R 4 1% 85 [ 11
RNA, & ZMIGEARIM RNA A, T2t
7% 4 P 7E miRNA " FK 4% E 45 #% RNA  (long
non-coding RNA, IncRNA) Ht "1 ncRNA E K
i R A, s RS 20 I S SRR R AR A
£, R0 mRNA YJHE . DNA HE AL a2 4
B SHe S 2R B a8 10 R A A R S
FAE/IN BRI 63K 1) 849 Ff ncRNA  (FE4 1 328
Fl), I H R 2805 R i 2 il X8k . At
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TRl IV 20 X 28 AR DG 07 i 2T T S R g
EE AR, [FEENREMEMEITTZ L, M)
AR I Sl A 1 e B 35 PR e AR R I R AN 2 i) I
FEOf R . mRNA ZEA2 21 58 fil I LUTE AR 1 T =X
P il LS A BHPR A R XT TR AN RE B, X
LR mRNA 117 53 4 Wb 251 28 18 28 45 2 1) AT 400 Jif IXC
B, AR X R T SR AR B . neRNA 2 5
mRNA BHPER S 2 R FE , X FpJE T T o Re ke
SR ITIE R EE, X ] B E neRNA 78 K
o Ik 0 R R 2 IR g B, 28 il AN
ncRNA 2 [H £ 765 AR PR T . neRNA 4558 it
T2, RG2S R neRNA [ 3635 . 4
W HE iz I AE 1 ncRNA B H#E AR A 45 28 fi 2 14
BT 2R U AR AR 5 U Y A R
a3 10 BT R B AR R RS S LR A A DX
R AE R RE, S 5Ma ks . silnT
PR 2T e A B R s T

miRNA J& I8 95 4 . 74 19 ncRNA, 7] i i
mRNA [ fift 55 B 40 6 ok 108 58 R 3k
miRNA &35 58 0 5 e 10 & 8 s FEAH O 1L g
miRNA 75 22 K 3¢ 38 T[] B 9] 15 22 b 48 i A
S FE%, HI, miRNA ] LUTIVEZ B BA )T
B DR T A 5 mRNA B 0 8 6] 98 4 4h
miRNA I8 8 [ B Fk et s ipa s ok 2
IBF5E R, miRNAZS S5 KINET . S flnT 84
Rz 2] g4z e

TEMZIEH, miRNA B 7= A FIE 32 s 40
TEPERITETT, XARE T T miRNA 36 P X 28 fil )
RERR A 2 oeEZ Y A2 miRNA R sh T HA
sk NI 25 A0 a5, miR132 /7 T CREB 3 19
T UiF, 38 3k BDNF A&t 1 F1 CREB AR 8 R AL |
P&, IFAE PN Ahi Y BDNF FI K35 5 09 2= i1k,
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Table 1 Regulation of learning and memory through epigenetic mechanisms
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