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HEAHIKIHEN S LMELBTREFRIKE

HAF?, R E, ERE
(T RFHAFEFEHMEF R, M 310058; “Hit KF EF T2 EERLE K E RS AF,
T EChEMANEFBEGLIALELREE, M 310016; “Hiz kK FahdnF £z a4 ik 4
FAY B AT, M 310058)

WE: "Hilah SR A F -S4 F A B4 F AR A/ R 67 KAEHRDRAE. RARERZELES
Mtmfp by KR FARF REETZWARERN. ARXEREY, AFOFEANRABED T ZHEN
BAESMZ —, £ AF aH3H36/2 M A B (HIK36)8 F ARSI S AR FRFEMX, ARILT $
E R LEH P R X B, HIK36F ALe9FaE < 5 ArBafe A WA TR #rh, QLiEAK GO T L
B(BAR “writer” ). EEOETF EABEAR “eraser” ) T ALMAF L L EHF(ELAMAR “reader” ).
H3K36F AL eiv 2 A%, BEAER, SHEALNBZEHAFTFPLEZEN. HIK36F AT AL
BEAF AL MEBN IR & R S AUIE R A £ BRI F B AT St E R R R AR R #AZ, ALER TR
AH3K36F AL E ol F kAR EREFTOER, TEANETHIK36T A#48H3K36E T R ILEs
S R R AR T E9EA

X H3K36; A& G FAEBE, AROLTFTEANE;, CAEAF; Sh¥iiH

Relationship between histone H3K36 methylation and
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Abstract: Heart development is regulated by the transcriptome of cardiac-specific genes enconded in a
spatial/temporal precise manner in mammalians. Epigenetic factors play an critical role in regulating gene
transcription in cardiomyocytes. Among these factors, histone methylation is one of the important epigenetic
modifications in eukaryotes. Methylation of the 36th lysine of histone H3 (H3K36) is associated with the
transcriptional activation of genes and marks the open regions of the chromatin. The homeostasis of H3K36
methylation is synergistically influenced by various enzymes and regulators, including histone methyl-
transferases (also called "writer”), histone demethylases (also called "eraser”) and methylated histone binding
factors (also called "reader”). H3K36 methylation plays an essential role in the development of the nervous

system, adipose tissue, heart and other organs. In recent years, numerous studies have shown that H3K36
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methylation is also involved in the development of cardiovascular diseases such as cardiac fibrosis, pulmonary

hypertension, myocardial hypertrophy and abdominal aortic aneurysm. In this paper, we reviewed the role of

histone H3K36 methylation in cardiovascular development and diseases, focusing on the role of H3K36

methyltransferases and demethylases in the development of cardiovascular diseases.

Key Words: H3K36; histone methyltransferases; histone demethylases; cardiovascular development;

cardiovascular diseases
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I () AN ] 2200 ) T 8o A% P e e, IR R 3R R A
N AR 77 2UAE O ML R B AR A ke 3 224
F, AEX S8 4030 XU BR 3R 5 20 4% 2 2 TR) R B R i
ATERE . IR, FOUEAE 2 3 35 B AN E —
EFEE LR TR R R DNAT YA KRR
PR AR YO0 T B DR e i 4 5 PR DR 3 TR FR IR AR
Z R EMBE AT OFEDNAF R, AEAE
i ARG P RNA R 2 A e (i AT, #f252m
FEDR (205, DT {5 240 o3 A0 R D e R A B AR
o, R TS AR WD AR R AR . AL B B A AR O I
EREAER, WA RO W2k &
O Sy aE v O WUAEJE L ey I A0 S Fk 5 5 A AL 55
R AR R R T AR .

R B 8 AR AL ) — AN T
[l & WL 4H 8 B #E J5 12 1 (post-translational
modification, PTM)E4%: H J:At(methylation).
21k (phosphorylation). ZMtfk(acetylation). HEE
k. (glycosylation) Fl7Z Z 1k (ubiquitination) 5, ‘£ 4[]
A LA T DNAFIZH 25 [ 2 8] R 55 F0 ) DL 3s e
JoT G AR (R /A0, 22 PR s st Bl SR ) A R Dy 2 Rl R TA
M RN Hod, BRI 4L E A PTM
Z
HE E(FE A H3) A 3 R A 7R 2 TR
(Lysine, K). Hi%& & (Arginine, R)FIZHZAR
(Histidine, H)¥RIEMIMIEE . 765 2R 1 F 1k
&M, H3K4. H3K36FH3K 79 I EALE 3 55
e [ ) S WO AR G, TTH3K9. H3K20F1H3K27
(1) R B — 5 B TR 1) e Al A ) RIRER
[F) — 5t 2 R ke B () AN [R) PR B AROIR S, T R R A
(mono-methylation, mel). X{H J 4k (di-
methylation, me2)fl = F Z b (tri-methylation,
me3), 75 G i pR A A DR e S 1R 42 7 T o] gy

BANE .

H3K36H Bk A 2 5 2 AN 0B 4n i AR ) 20t
FEIHAEZ P NS P RPEEEAE, H3K36H 5
AR A 28 5| R A8 T2 %3 . H3K36
R EAL(H3K36me D FOA N RIS, JEAKIE
FEAER; A L (H3K36me2) il = H 34t
(H3K36me3)1E Ao A JE A [FY . H3K36me3
AT RN X, MH3K36me2f77E T 3L K 8]
X3k, PTG i X IR H TR
S5 8 It x4 B B0 1 o R 4 BT A B LR A [
B2 A HE B A B, R R BN
H IR TH3K36F AL fe i, IR FIH3 S &= 150%
JiAi, TiH3K36mel FIH3K36me3 A4 5% 45,
BIRCAH KREFEE Y 72 5H3K36 H A 1R E
3, AHRERTHIK36 IR AR Bk, T
W 1 F WU S R W2 A e R g2 . AL
VMR Bl PRI 76 A I/ ZHHBK 36 FH AR AL AB MR 7
VAT O LS R A R AR R e ) B AR A

1 H3K36FRE (L RYEI=EEFNIR A E F

H3K36 H A 52 A [7] 28 3 il A1 2 00 BR] - 16
B, WL KENAFRAEHTHREL DA
“writer” “eraser” Fl “reader” . FTiH MY
“writer” ML E TR B, RI4HE
H B L FE F i (histone  methyltransferase, HMTs),
M “eraser” MIFATAH R IThRE, /- H IR %
Fr, BIZH%E A 25 B AL (histone  demethylases,
HDMs), EA13L A 4R & B H AR HE H R {L
REZ WP FHE (D). 5 =2 “reader” &
H, EPHIEGAEAZEEH T, BRI E
Bt 5 2 EAER .
1.1 “Writer” EH

H3K36JHMTs W & —SETZE M3, It
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/,
SET1-mel/2/3
TRX-mel SU(VAR)3-9-me2/3
TRR-mel GY9a-mel/3
SET1A-mel/2/3 SETDBI-1/2
SET1B-mel/2/3 ASH1-me2
MLLI-mel/2/3 SUV39H1-me2/3
MLL2-mel/2/3 SUV39H2-me2/3 £
MLL3-mel/2 GYa-mel/2
MLL4-mel/2 GLP-mel/2 E(z)-me2/3
SMYD1-? SETDBI1-mel/2 EZH1-me2/3
SMYD2-mel PRDM family-? EZH2-me2/3

SET7/9-mel
\_ PRDM9-mel/2/3 )

H3 tail '
K4
[13 99 JARID2-me3
Eraser E E | UTX-me2/3
SU(VAR)3-3-me1/2 CG31123- UTXome2/3
LID-me3 CG15835-me2/3 s
JHDM1-me3 CG33182-me2/3 UTY-me2/3
LSD1-mel/2 JHDM? family-me1/2 JMID3-me2/3
LSD2-mel/2 JHDM3 family-me2/3 K‘:}?FI;‘S";CZ
-ne.
NO66-mel/3 PHF family-mel/2 _PHFS:me2

JARID1A-me2/3
JARID1B-mel1/2/3
JARID1C-me2/3
JARID1D-me2/3 )

MES-4-mel/2

SET2-me3 s 2 © \
SETD2-me3
NSDI-mel/2 DOT1L-me1/2/3 PR-SET7-mel
NSD2-me1/2 DOTIL.mel/23 SUV4-20H1-me2/3
NSD3-me1/2 SUV4-20H2-me2/3
SMYD2-me2 ~— SETS-mel
ASHIL-me2 > SUV4-20H1-me2/3
SETD3-mel/2 \_ SUV4-20H2-me2/3 /
| SETMAR-me2

H4 tail
K36
( PHF8-mel |
PHF2-me3

CG11033-me2 LSD1n-mel

CG15835-me2/3 (M.musculus)

CG33182-me2/3 g
JHDMI1 family-me1/2
JHDM3 family-me2/3

Ell (AEAH3MH4 W EEHSEREWALS X EHMTsHIHDMs"

S-JIRFF i 2 R 1) 20 2 A H3K 36407 o5 6 F8 38
H3K36 AL — MR ST IS AR . ZERF B,
HA—MH3K36 H AL, WISET2, mEZY
MR F LAY B = HAL ) AN B IR TR L)
Y, ARIFECRSHEZZMHMTsHZ 5. K
#4r FTHMTs B % (i /L H3K 36 FH JE b B 20 B XU
FACRES, o A A R BE A R e —
A I TA B = RIS .

W% A 454 SETSE #3885 1 1 (nuclear  receptor
binding SET domain protein 1, NSD1)i#J#iE X
MR E B R AL AT, B O A H ik
H3K36FIHAK20 F AL 7 . NSDI1X{H3K36
B R E BB R R O H Ak Wl T, R R
H3K36mel MIH3K36me2!"" ", 75 H Al g {14 1)
H3K36= F 34l I 72 ot UE SENSD WA 1 B A ¢
BAEH, PTREANSDR] BAAY J5 4R I B A i
)7/ R NI E U2 R4 S DAS EN () L]
I, NSDI1i&n] A 41 8 (A H4LL 4L & T H2 AR
H2B R A F AL,

FER — e, ARG & SETH IS E H2
[nuclear receptor binding SET domain protein 2,
NSD2, X F#KANMMSET(multiple myeloma SET
domain). WHSC1(Wolf-Hirschhorn syndrome
candidate 1)]R 4 £ 5] Wolf-HirschhornZz & 1iE
(WHS)!'™, [K1 2 5 WHS 14 5 € A 5l 2 T i T4
JE . NSD2AFEM A EE A, —Fh B AT AL T

P, AR T8 SETSE MR, S E% IR H
SR EEMEDT. 5NSD124L, NSD2 1] L
AH3K 361 . F AL FI X B4R R BT f
WF LR, B B ) T e A XU AT A 2 B
b kAN, Bk A, NSD2EHE A
H4K20. H3K4FIH3K27"'2, xebz= Fal e i
TSz 6 s S R & ARG R . INSD2 5
A%/ FE ELVE B 32 B 70 M H3K 36X H AL, 1
S EA/\BAEILFEERR, NSD2E % H4K 44
HEAT SR FEAL . NSD2 5 1% /M [ 5 & 23 (5 4% /N
P AR IE B X I IDNAFT -, MM fENSD2/#)
A G5 Kb $5 47 N B T TR DN A X 38 5 41 25 1 )\ R 4k
Z [N NSD2 1 F ML 2 @ i IR A H3K 36 /)
PWWP(Pro-Trp-Trp-Pro) 45 i) 5k H £ £ 4 X JE 4L
) IX 3R A HE AR F A o 3 Tl &5 W I AN R A 5 e
B LMEAR, R RS RIS
JR A AR X 33 R AEVER . ik, 5NSDIAHLE,
NSD2 ¥ £ (¥ 2 R4 AL IE R W ThRE, A2
A5 ST R SR F R e R g0

i1 R 5NSD1MINSD2 B A 7 41 A AU )
SR, AngrandZ5PTVR I T M 2 AR 4 A SET 45 H45K
5 H3(nuclear receptor binding SET domain protein
3, NSD3). AW 4 RiEsE, NSD3fEM . O
i oINS ST S v v o o S N 51
5, NSD3F KA., 4 A RMIWHISTLE = i
R, K(1 437 aa). JH(645 aa)§FlIF AL EL A5 AH [F 1)
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A AT, (HAER G Z B TS SETS,
Wi, Hees & o REREMHIK36N !,
WHISTLE & £ 7 — /MG BRI SET 45 k4 35k 1) £ 55
7(506 aa), WHISTLE 1% % 5H3K4MH3K27 (1)
FH LA B e el AR 520

BENSD XK KA, &4 H fh — 2 5§ v] DL
H3K36/# 1k HH3K36mel 5/ X H3K36me2. H i
SR, B /ANEIL R 1E A (absent,
small or homeotic 1-like, ASHIL), SETZ5H4IkA
mariner’% FERF Rl A 3L K (SET domain and mariner
transposase fusion gene, SETMAR), SETZ:MJI K
F3(SET domain-containing protein 3, SETD3)#ll
SET-MYNDZ: 445 & [12(SET and MYND domain
containing protein 2, SMYD2)#i & Ji#5H3K36 H 3t
RS G . IX LS T H3K36 A B i i+
P, AT DO A R P2 B i ASH L X
H3K36me2 L HIIL RS BEE 1, (/2 ASHILA
B[R] H3K 45 52 o7 75 3 R I3 IR ) 3 i X A 7).
TEEAASHILIIE O T, APk N H3K4me3/KF
FEfk . MBS AWHFHRERM, ASHILIEE XTI
H4K20", [ 7 40 FH3K364k, SMYD2itw] LA
A H3K4FIEE 4 2R 1R A (G p 5 3 R0 AL 1949 s B 2 i I8
B A HEALE, R SMY D2 25 BLAE K ALy
JIfE R 2R TE A TE /N B0 LT R b 4% 18 R
SMYD2JFEARE WO NERE , [F ISk 2k X)
H3K36 FF AL 3 AR KT AT ™

FIHAT ML, SETZ#IE H2(SET domain-
containing protein 2, SETD2)/& M AL 344t i+
SNFIME—H3K36 = LR . ST HEEREH
JEPISET2, SETD2HL 7 —/NSETZi My, JfF IR
T 5RNAE AW I (RNA polymerase 11, Polll) K
P EB 1 AR B AR A 7R i S Al AR
SETD2fEWSH T 45 4 Pol 1 fUCTD “JBE” #IH 5
F\Yetr 5 b, FER/IMEH3K3647 5 A = ALk iE
Mi(H3K36me3). 3X—1& i it 36 55 5 i 1 R0 A
TAERSRAEM . RNABTH:. DNAR AL DL X DNA
16 5 % ok #2 v R I <A 1 E MY . SETD2
Wit 5Pol I WK EERBP KA B /EH ¥
H3K36me3 5 % 3 2B 45 4 k. gil g A oA
YR N SEI FIRSETD 2 % BV H3K 36me3 /K F
EEE‘F %[47.48] .

1.2 “Eraser’ TH

AR T AR E A REARR R OR S
Z IR R, D20 EAE AT DL E R A b A R
FIA IR, BITHDMs. IXLEHJE T JumonjiZ
%, BREATE A LT RImjC(Jumonji C)fEfL
% m iﬂi [49,50] .

Pt RE A T R RE S 25 BRHBK 36 F SE10 i = R
L HRALBF(Lysine demethylase, KDM) KDM2
(JHDI)FMIKDM4(RPHI)™"; Tifemi ALz g,
H3K36M 2 HEMZ BB HAEARERE——
JHD1/) H & FIJEYKDM2A/2BFIRPH 1) H. & [F]J5
YIKDM4A/4B/4DSHL K . KDM2ANL T 41 il #%
H, GBI ZF-CXXCE MRS R F 4L ICpG DNA
gEAPY X TR R RS B E B, fE
N PR EAL TR T, KDM2AZRIEFIAY)
IR ZFAMB R Z M . p300 7] ELYEK409
L ¥ OELKDM2A , 3351 98 /> H3K 36me2 1) 25
H AL IR 5 p2 LRIPUMA B 36 5%, AT $ ) - A
AR RN RS 5 B A AT RE UL I AMPK A
518 % 15 FKDM2A N T FIH3K36me2 2 H 4L
M P2 AR r RN A 6 S5 A 2, Ut 8 40 i 1) 488 3 4
H3K36mel/me2 3 I #: 4L HKDM2A/2B5E ™, i
KDM4A/4B/4DXfH3K36me3 A 451, (HiLfE
W AE F T H3K9me2/me3>°,

HEAWEMLN “writer” EAM “eraser” &
35 [ 4k R 4 8 (SR AR AL BT ROR S 2
I BNAS AT 2R T AR H AR 2 18111
B, SRR T EFL 3N R B BE A5 1 1L
A2 BRH3K36 1 FAL I -

1.3 “Reader” ZEH

H3K36 3 A5 F i I 4 € 53 o (4% /MR Th
REBREZE., N T HPATIXNIIRE, H3K36(5 5 440
g% 8 5 4 DR R ) . TEH3K 36 H Ak (1) 1
T, “reader” HHBHFHHFUTEMBZ —:
Tudor. PWWPH{ChromoZ5 #3!. 4n frik,
L RWBAEBWN “writer” F A WA LUE R
“reader” R ORIF 7 05 2 BR Ak 2 HH 2R AL 1Y
TR

B 7 AR BIMNSDR AL, A Y 2 HAtl
EHEHM, BFEDNAF LB (DNA
methyltransferase, DNMT) DNMT3ARIDNMT3B.
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NSDI., NSD2, NSD3, mel  NSp1, NSD2, NSD3. me2 me3
ASHIL, SETD3, ASHIL, SETD3,
SETMAR. SMYD2 P SETMAR. smyp2 o m— %O
-,

KDM2A, KDM2B

KDM2A, KDM2B

@ @

KDM4A, KDM4B,
KDM4D

E2 MELEN PRI APRHIK36 R B AL A"

Z 5DNAEE M (mutS homolog 6, MSH6#Flens
epithelium-derived growth factor, LEDGF)#l
H3.3K36me3%F 74 “reader” & H——EMYND
g5 #4381 144458 85 H (zine finger mynd-type containing
11, ZMYNDI1)# 6, & PWWPZEHR . A8 4[R5
45 #J3kF6 5 19 1 (plant homeodomain finger 1, PHF1)
FIAE ) [F) Y5 45 #4135k 48 25 11 19(plant  homeodomain
finger 19, PHF19)#{f 5 Tudord: i3, 52 Him
#l&Z &¥2(polycomb repressed complex 2, PRC2)
HEAE {2 H3K36me3%*"), H3K36me3 1
“reader” £ FAMORFHH I 15(MORF-related
gene 15, MRG58 —>Chromo&it4ik, nJLLE
HAL R B AEAE K 1 (WKDMSA)H EAEH, LA
YERR e S X SH3K A AL b, B DR A S A i
qﬁz&[()o]o
SETZ# & A 7(SET domain-containing
protein 7, SETD7)&HI# % & NH3K4mel [1) F I
Y, W2 5T DNAF AL, et i E
AR RS2 AR, SETD7E A §4%-Ff
B T R R A T AL R T A L AR L R T
AN . HEWHIFLERY, SETDT S
H3K36me3. H3K36me2. H3K36mel. H3K36acHl
FASHTHIK36 LA B i A0 4 gedh, L
S R e B T UE LR UESE T SETD 7 M
H3K36me3 2 [A] {AH ELAEFH, 2= B0 JUL 40 D )
SETD7MIH3K36me3 2 [A] 7776 5 HLAE .

2 H3K36HENSLEREE

U I 2 R A A T v e R T AT A T e
T2 —, ENEERRY LERNEDFL
FEISSL O IER B AR LA B o ARG E
AR, XL i — 4% 0 O I e s R - B
I ) A0 2 8] 7 AT T o O I SR A A

B BB 2 B A BEAE AR O E R B
AR ETEER . KE MRS &
1B 15 i (1) 7 5 3R 0K B AR AT 5 SO iR A T B R
PEC RS, I 5 MR RS o JUE 0T 9 2R 1 R
Moo BB Bt 2 Howit 7t 32 B H S8 H3K36 HMTs Al
HDMs*H O R & g2 eI, BRI A LR T
7> SHMTs FTHDMSsHH % (1.0 & & ShBEHTE AL .

21 HMTsS5 0 EE S

NSD27EH3K36 F 34 ik 72 &k 4% £ B I RE,
BE AT LA S H3K36me2 e it i i, ik mT DL
H3K36me3 il TiRNA V) & FIDNATR G5 E .
EAEYIZThEE L, NSD2i#IH3K36me3 45K~
W LRI NKX2. 5T 2 0o i 5 8 AL UL i 417
WHS 2 HH4-5 e A4 50 8 5 o s AR sl kR ), AR
SIS . e RO MEBRE . B R B BRAS A
S KAl (congenital diaphragmatic hernia, CDH)
JRUBG 18 920 For gl R A O R BB A 455 5 TR B
A0 = H [ B35 (atrial septal defect/ventricular septal
defect, ASD/VSD)'”, F ZHNSD2 )k 2k 5
AL NSD27 /N BRAE R R 3 55 155 % A ARG 2
H3K36me37K-FF#MK, /NERRIH A KRG IHAEL0
KRANIET:, tEHASDAIVSDI KA, Xubsh i
KW, NSD2Hk K FEEZAPAIRG GG, AFHWHS
o IO R AR, IR R EUN AR AR A
T2, BRitZ A, NSD2A 3 IH3K36 B AL 75 i
Wi HZUR & A IhRE R AL S BEEF . Zhuang®s!"!
(I 9T BRI R FINSD2 B H3K 36 F L4k %k O i
RE R, AHH S F A H3.3K36M R AL 14
ANERFTAE N AL H3K36 PR AL I B2 T AL,

CVA SCHRRIE, 4 B RBRSETD2/IN RATE R iR
WE10.5 R A A IR EEE, (HSETD27E U i A
FH M ASEIR . ChenZE 2R I Mesp1-CreXf 22 fir . Il
EOMRE R, 0O LA M I P R A i RGN



WA, 55 HAEAH3K36H AL 5 0 U8 R H SR 55 & - 669 -

IS 0 B A S P T il B 0 L7 R G R I SETD 254 [A] o
SEUGEAERR W, FHRRSETD2 5.3 MK T IR RO
H3K36me3 M 7KF, HAFFMH3IK36mel
H3K36me2[{/KF. [Al;, SETD26kZ 4™ & [HS
SR I T R FEO ENBCE A S, ZET
ESQY RS A i BV SR R P o =l
(chromatin immunoprecipitation-seq, ChIP-seq)#/l
mRNA-seqFE 2 7R, O AEAH R FR-FHE
5 [3(recombinant R-spondin 3, RSPO)FIE & 4F
e R R R & R B I B 1 2(fibronectin  leucine
rich transmembrane protein 2, FLRT2)FJFKIEZ:
NSETD2uk 400 F U . B2, W FRIEN,
SETD2 & IR fif 0o I FH H3K 36me3 i < 8 1 15 8 7,
F 8 3 A 5T ek bR I A TR AE O I R B R R G
fEH.

FEO LA A #E . SETD 738 5 42 5] A
[F) (%) 22 DRI R DX B HL B BURE S e ik . SETD74E1X 44
MBS A RSB R A o0, A iR Y
TR 5 SWI/SNF 4 €2 )oii 5 38 PR~ 0.0 JIE AHL 48 i 11
B P NKX2. 5 3E R K Bh H 6. RNA-seq
H13E Rl 7 2(gene ontology, GO)HT45 R TR,
SETD7 N5 B0 IER @G, ool
MWL R BFALEOLNHLAEEKES, [,
SETD7AEFHEIE R 45 & F ARG IH3K36, LA
BEPol T 1Y, RH (SETD7R A H T A K5
Tty LA B Zh it 8 1Y . SETD7AITH3K36me3 7E
H IR 20 S DX 3l 5 0 U 43 A ot R 1 6 BRI v
FEMSE, REHSETD 7R AIH3K36 F FEAk 1 35 1
DAl B % 53, AHL (IR 3R R B SE TD 7568 3 38 5 A 1)
H3K36me37/KFi&A 0, Ui SETD 7R H3K365%
TR A A AR, B F L R )
HH.
22 HDMs5 L\ ER S

F-box Mg & = AMMEE HEH11(F-box and
leucine-rich repeat protein 11, FBXLI)tHFRA
KDM2AEJHDM1A(JmjC-domain-containing
histone demethylase), s&'& ¥ JmjC&h 5 1)
HDMs. FBXL115FBXL10E A tHALHSEH), *t
H3K36mel FTH3K36me2 H A 2H &5 [ 2 H AL B
Yo FBXLIT/INGRAERERAHIZE10.5~12.5 K 84
PRRE SO, HAETE G BRAEA M = A KR

R 25 BRI, FBXLII /)N B IR O E B AR T B
TR AR, AR E T A B H B0 U A BR
e

A ImjC 45 M8 M %A= 8 1 i 66(nucleolar
protein 66, NO66)tH & —FHDMs, HXTH3K4F!
H3K36 B A 2. NO66XT /N i & & i 72 o i B
BUEBFENR I ERSEEEEN, HisdiE
TEEE R ISR ST R A A/ R A M ) £
2 DS T RO G B R R IA SRR B TR . 7E
Prx1-Cre;No66" /N, H3K4me3 ATH3K36me37K
SEHEIN, {HJE % T H3K4RH3K36 H 2L /K -F Al G
% 2 Fh L AWHDMSs 1520, BLIE A AS# ENO66 2
B LM HDMs, WAH ENO66H KA F (1)
H3K4me3 FIH3K36me3 4 fif & 75 2 4 il H 3 o 42
U LR — R B L, BARMER IR
FESCHERFINOGO X LI K B s, (H H A 5T 45
TN} JE S AANO66 5 O HE R B Z R X R H A HE

3 WBK36RENSMERE

P Bl ik FORT R 3% B2 11 B 41 I 9 ZH R
15 2R Gt A IR i R A 3 R oo i i 4 AR ek
I FEAE T R o 4 I A 0 R 2 o LA fe
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WAL, AFEIEMISIRNA. DNA R AL,
B AR AR RR A", AR, BA1E
HIGEH3K36MHMTs 5 L K & Z AR .

JVR Ji6 AL 5 ) T R T LB ) I i R T B A
MRz —, X—dREHEEIRAKEZ. O
ARSI R, S8R ) LTE R I8 B % SO )
R BET Y, = 4% B £F 15 B(huntingtin
yeast partner B, HYPB)tH##X HSETD2. HSET2
BIKMT3A, & —FH3K3645 5 1t F L i R g™
HTHEASH3K36me3 (i A EH3K36mel fl
H3K36me2)3z45, FHEG T B4 1M HHE EH UK
H—PWMnERE, SHEMG. REEMEE S
™ I R BB, HYPB /N RAE IR
5510.5~11.5KH H IR EER.
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4 H3K36HE {5 MEEHK
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RESEFETHEERNZ —. F#. WM. B
JHE R PR R e I 5 DR 2R 8 4 1 O ML R
IR o BRI, O L 78 R SE T2 R R A BE 52
VPR T X e G R R, B R W A 58 5 ek
ARLE P ) AR A G DR 2% 78 30 4 R A O I R
R E B R R R AL AR FEDNA H A
thy HEABM. FEMIGRNALL K& 2 ERNA B 7
s CAEMILAE O AR R Y, a4
EAFIE, JoHRH3K36H 31k 2 HAH EHMTs
FTHDM s 7E O L8 55 T I Th e AT A e e 4
I, A A A LR R 5 H3K 36 H R4 AH G 1
HMTsFTHDMSs/E Ca L 505 H IR H
4.1 HMTs 51 [N & &Ejm

NSDI1FE R 4RASHMTs, 38 i i 5 4 o i 5 9
2 5 R . RN R AR 2 T
SotosZi AL i B R K 22—, SotosZE Ak L
JIE SR HE 5 R MO R S4BT, G R s s R A A
W, FUCA R RSO L ALO AR 5 BT SotosZE
B AE O B AR 57 1) R AR 2R AE AN [R] B F 58 R A i
R, M8%H23.5% R, —dergkifiE, H
4 5 5005 (A B e B Bt s ik PR L TR O L
A E BB GE = R AP, BA—eRIE R T
SotosZE A fIE OV R, AHLCVER 2R 1 R AE AT
EbAH 5% (1) 45 R SRR B0 LR 2> o RIS, SotosZE &
fE 5 #0205 R M IR IR 2 e OB A
KPR G RE BOR, fESotosLEAiEH, AT
PHDAY B 11978 G 0% Jsk /DNSD 1 555 52 H FE A0 AT 55
(H3K4HMH3KO) K45 &, FFi il 1 (nee s B
NIZP1) M54, —FHILFEEHFEEHE S RER
j%h;%'[%]o

A CHERE , NSD2[HFRIE KPR O B B
o T E O VL R S R R NSD2 B R
H3K36me2 1 IEH3K27me2 (1 F 5 R, h4h,
NSD2EEH F bR T 95 O B EAPREIR, $E7RNSD2T]
BB RN O 2 F A AR TR TT (R T e 5 T

TERREEME O UUIE K gl R, RS -
JIf 2 (isoprenaline, 1SO)HE R 155 F NSD3FK ALK
PR, OJINSD3E — M EZE RO TIRE . S5
A DL AR JEFR E0 5 FIEN K1 (atrial natriuretic
factor, ANF)# 3% (1) HEBEFIERH T . NSD3RIHTE
ANFJE BT F A% FIH3K 2 7me2/me3 & i AEISO ]
BN, (HANFIE )1 HH3K27aciB MG . 48
1M, NSD3 it 3k vl il i 5 BRD4AA B 1 A 41l
ANFJE 3T IH3K27aciE i, MTMREISOH T
oL HE R
4.2 HDMs 5\ I &SR

IMJID2A X AHKDM4A[Lysine (K)-specific
demethylase 4A], A&JmjC&E MK ERIMIDRL 7t 2
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ZhangZ= R T SE RE W, ETACF RBA 1,
O LA i IMID2 A 7 IS - LIM&S i 48 8 (1 1
(four and a half lim domains protein 1, FHLI)JA 3+
AbH3K9me3 [ 2 H AR dF T BE R s, AT B
Bt 2 50N R R EE R KL . IMID2 AN B
TACHSFHLIAZ 1454, FAFHLIFEZE, T
H3K9me3. JMID2AJE T/ FSRFALOALE i
FHLI, 3 HFELEHIEACEE . FE, E&
RILIMID2ATE N AR JE AL L5 3 B,
PEAE BT IMID2 ATE O LT KA 56 356 K] 26 4 A2 5 2
RIEHERBEIER.

H #i 6T 5H3K36 H F:ALAH ¢ THDMsHIF 78 AH %
B/, {H 2 HDMsx At A7 50 B 3 40 (1 BF i 3% B
H3K36 H 0505 O ML 3 IR i vl e BB T2 1
W 5E 25 ]

5 WK36HENEREF5 LMERKR

Br 17 BB 5.0 8 K& B AR A DS T HMTs &
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PR VI . FEIME 55K % 1 (angiotensin 1T,
Ang [1)iFH S CUUE RS, PHFI9MUKEEW
FEAR /o 0o ZE 48 2 77 2 (fractional  shortening, FS)H
FeU ZE Y 7 (ejection  fraction, EF). [AHY,
PHF 19 AIE M 1] 7 Ang [T A5 (14900 fE 384 = A0 UL
NEIR, FFREAK 140 o5 40 P JDROR I A Jok &5 00 UL K
pRid e R, ML T, PHFITEMRAME R
IEERE T Ang 175 SO NARBRAE R . 3t — 2D HIHL
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I DNMT3B/SP 1 #4171 il 5 18 7% 52 AR B R i 1
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