#35% 5] G Vol. 35, No. 9
202349 H Chinese Bulletin of Life Sciences Sep., 2023

DOI: 10.13376/j.cbls/2023129
XEHRS: 1004-0374(2023)09-1177-08

HEARENNFME T EETIRER
EIERFTRARER

7{%%? 1,2,3’ §K ﬁ}l,zg’ ﬁgz,z’ ‘]J ﬁﬁ2’3, )% f;‘]l’m*
(1 e R — IR R B & B BT O NRERE, OIVENE, HE 443003; 2 K200
SEWEICHT, H B 443002; 3 Wb S MO I BOR IR R E S 7ty BB 443003)

# FE . MEFEUIAA (vascular smooth muscle cells, VSMC) J2& Al ik i & (1) = FA ML 73 2 —, HIEFTE
BRIk IE R E . FF4 ARG E AR EERZ L. k2, VSMC ERIRE TR EL. ®
RO FEIE TN 2 SRS KA 240 . IR 7, 2H 8 R B I /E VSMC Bk, TS
R FE P RYE T KB REIEH . ALl THE AR EME VSMC Shagkm i EH, &
FEGE. b, IR ANES T 5 RN, BRIT T AR A S R R & 2 IR RE X VSMC I
REMIZMT . FHF VSMC ThRE RS 2 S BUME I R A RUR &, R Wik A S4B 0 (1 m] g Mo 3 T4 R
F AL T U5 R4 T BB RIE . A GBS T AU A EAR A S0 VSMC ZhAg rs 5k 5% i
Pl Z (AR, CAIIER N HIE 78 20 85 1 PR A 7 10028 093 v 1 O S FH SR A4t
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Research progress on dysfunction of smooth muscle cells

mediated by histone methylation in vascular diseases
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Abstract: Vascular smooth muscle cells (VSMC) are essential components of arteries, responsible for maintaining
normal arterial development, contraction, and repair. However, under pathological conditions, abnormal activation,
phenotype conversion, or excessive cell death of VSMC can lead to arterial damage. Recent researches have
unveiled the significant regulatory role of histone methylation in key processes such as autophagy, proliferation,
migration, and phenotypic differentiation of VSMC. This review explores the impact of histone methylation on the
dysfunction of VSMC, specifically focusing on proliferation, differentiation, migration, and autophagy. Additionally,
the effects of different histone methyltransferases and demethyltransferases on VSMC are discussed. Considering

that VSMC dysfunction contributes to the development and progression of vascular diseases, the reversibility of
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epigenetic modifications offers potential for intervention strategies targeting histone methylation. The connections

between histone methylation-mediated VSMC dysfunction and vascular diseases are also investigated, aiming to

provide conference for exploring the critical role of histone methylation in the pathogenesis of vascular diseases.

Key words: histone methylation; histone methylase; histone demethylase; vascular smooth muscle cells; vascular

disease

ML 748 VL4 ff. (vascular smooth muscle cells,
VSMCO) & 5l ik IfiL & (1) B B0 fa 4 43, H 3= o Am
TRt M P, AR BORASTT S 4R B ik BE 4 A
HIEHE &4, H#2E5ERRERGEE. F
I, VSMC H KB AT 8 7 W i AL 78 2 3 B sh ik
BEZ M GBI LR, dEmFSunE ke, £3)
ik S 2 LA B Rk PR L 403497 4 I8 s B R A . i
e, BEAE R I 5 5T o A SRR A I
WERF R N, KEUEE R, DIHE D R
W NAER W R M ALABMRE S K A A kA T
WEARA, T ICHE SO T TSR B IR T A A
Sk RERE L, AP 4EL S A 1, pAh, 1
AN T, AR R R B R U S 5 VSMC
IR E VR SR A B AE T B K VSMC 58 T A6 B
R BTEIT R B R B DA 5%

1 HEAREAEYFRMERINEE

HEH L KE RS A, R
HAX 4> T & R/ F 2508 - HIL H2A. H2B,
H3. HAP, B2/ Yo 657 1 3 AR 20 i 7,
H2A. H2B. H3. H4 WHJE A & H )\ RAE, X
i DNA JESRALER (I % /IMA 7 T2 2R 1 R
g —RFERAEAMAEED H3 5 H4 E IR
BB, HARHE R AR B LS BT, #
M L DR B s 5 k. Bt A H LR R
(histone methyltransferases, HMTs) Fl1ZH & [ 2 H 2t
1k, (histone demethylases, HDTs) K 1E FH, >k H fit
R R BE A T 5 2 B A N i P B R (K) AR &
IR (R) WL R A GG ek g G, s Je a5t 25
oy, S B B R DR o AR ) T R 5. Herh, A
HAMERRIE T RAE— . ZH 3, MR
FRhkEE B W e kA —. “HEAY, —BinE,
HH AR R A T 0 R 4 RS B TR IR e s A
i, AR AR, HFEZESBNA S A
HE P EALBIMEE A OC. AR T s E 28
S, AR 2R s, 3 WA A7
MALHE H3K9, H3K27 5 HAK20, JEALAL & A4
H3K4. H3K36 fl H3K79”. BEAEWFL &M, WIE

YERIAL S 5 5 M Z 5, HMTs ] KE07 i 2 iR
FIL AL (histone lysine methyltransferases, HKMTS).
¥ 2 2 H L #4 #2 I (protein arginine methyltransferases,
PRMTs) #2%, Hdt HKMTs X H58 SET 45 #4131
SDG & H A% SET &5 #3 [f] DOT1p, X Py
U BEHS A S- B3 EF FF AR Z R (S-adenosyl-L-methionine,
SAM) g FREE (AR s HDTs JUI60 55 28 BR R 7 14 25 R
Akl KDM1/LSD1 }%2 & Jumonji C 4% #) 45 1) 2= H
AL IMIDYY 4 H LA R 1 AR A A5
BB AT A SRR E 1 pos Y AR
IR E E D R R R Y R g5 M &
R Qe g, LLEA T DNA il & 5 5 5
W BEAERE USR], (E 2 Phm R AR R
I KE THEAF IR ERSEMS, FETRE
S R RE, DR, 38 O R e AH DG AR A Il 1 3
K5 EME, A A A B B R
RE, BT 2H 8 H AL TR S50 (1
B RELE

2 AERRENEELE T EINAMRIIEE

VBRI B S A 2 5, VSMIC X T4k RE
EFAMESERMIGEEXEE, FIEFEHLT,
VSMC i} IfiL 5 R 1 K45 540 (Wil BTk 2R
PR 2R 55 ) it T, 4 i) I 1 7K AL o ek
VSMC 1] DI & FR AR AL 5 i e B2, BAZE
FRAH A B IR ARUNE 2. SR, 7ERLefE i T,
Wi . S Rk AR AL S I R R, VSMC |]
ek LV, SRR EIGE. TR, A
SEUNAE IR L . TR AR I, H
T AL T Do i 2 Ry i $E VSMC [ Rg.
Hodr, f oy EBEMHL R 8 7R R R S 37 X 3 f
T B A, R Y 65T 1) &5 R A RS E 1
Fot A B AH DGR DR [ e RN 3R IS
2.1 AEARELIBEMEEBNEL

VSMC 1ER—F 2 ThRERIRFIR AR, /A2 BR
AT, A&F ALK GE R, BIELE S
R R R AL AT B . @ H ST, VSMC £ik
f16 35 R RN B 1 TR TR 4 ) I A e 4 A e ok AR P e



oM

My tk, 5. R A IR T AT 1 LA B 2D RE 2% R I AET O Fh I Tt fee 1179

KDMS5A: H3K4me3
SETD2(KMT3A): H3K36me3

KDM2A: H3K36me2
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PR-Set7/Set8/KMT5A . H4K20mel ~—4
SUV420h1/2: H4K20me2/3 repression
EHMT2 (G9a): H3K9mel/2

SUV39H1/2: H3K9me3

EZH2: H3K27me2/3
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Bl ERAEAFENL SR ES I EEERE RN

BAEAT, B aE A i A gk 7 R ) 4 B AR
1o BRI, TEREDIRGES T, M5 &K VSMC
KAV —— R “fiedn 7 KAV m) & BT
e GFE ) “ &Rk ” KA, I8 B B AR S
VSMC B (1) e 22 & £ VSMC 458 5L # 6
(A U, VSMC HIor b AT BRI A5 4L, A i
RESEPH—AEERE ", AR, #
S A0 WL ZR AR~ 3 UL 4H 2 (smooth muscle cells,
SMC) 734 A 7 40 B DR 1) 3 0 4% o R 48 G B A
AU wr R, JRARK R E Bk SMC A f14 E&
125 H 5L ALl IMID1A w] 1) TGF-B 5 5 1 14 U5
PP WUVLER EE B E AR IA, [FRAEBE SMC 74k
b E W FE A A 8) 7 Ak H3K9me2 (&16 3 i, BL KO
WL AH R 8% 5% K7 -A (myocardin-related transcription
factor-A, MRTF-A) Jz X 1 SMC i 53 14 5= R 58
IEREPE]  IXFRH, SMC b br SR Rk %
H3K9 H AL T, I H O WU A 5S35 R+ 1l R
W FE4E IMIDIA £ SMC 5 57 1 3 31 I 75 4 5%
FERIFRE Y, HFRFEH, VSMC R 8 F6 & H
PRISM j& — K H Z R MG = A1, Halisnk
RS MBEEEH R O PTG G9a 34 A
RO IR 3 VSMC =8 546, UTBR PRISM A B T
YFF VSMC bR A U, it fe £, &4 SET
A MYND 45 #) 32 1 #£ F 2 (SET and MYND domain-
containing protein 2, SMYD2) /& 2H £ [ #i & FiR H &
Mg, TH SMYD2 it VSMC R A, Jf
Bt 3 5 AR R A a1,
22 AEARENBELET B AAMEIEE

IEH R VSMC (1) 34 58 T 457 20 24 - 47 DL 4

FRIME A « AR E R R 53 VSMC i &
WEBA R, TG AR B BB AR AL L I P S
P I &k AR T VSMC B4 B Th RE BE RS 4§ 5
VSMC $aygi/b, fi M ekt ® mrakm,
M A AL R 1 Zeste [FIYEY) 1Y 581 2 (enhancer
of Zeste homolog 2, EZH2) At b 21 25 [ H3 2 27
P R — A4k (H3K27me2), = LAY, (H3K27me3)
S RETER NS 5 VSMC 858 4% Y. Liang
2 PO R0 R B 1/ NRATAE A2 K K7 -BB (PDGF-BB)
i 2 B8 H3K27me3 Al EZH2 ik /K F, i EZH2
1175 UNC1999 3 i #1 i) EZH2 3 4 3 11 . 2% 4
#il PDGF-BB i 5 [ft] VSMC 1451 % 35 2 ik 3R 4 477
Je B AR N T A, FEALI R X VSMC 3 5 B AT )
il VE P 1 O Bl 200 A R 300 B P A ot e e T ) 7
pl6™ N [ Sl R B FCIE R, (E i S,
EZH2 215 iR 3 80 Tt 2k ] H3K27me3 211
KV T, ] ple™t IRt VSMC 1
JE. 2022 4F, Yuan %5 P76 /IS B35 B0 kA0 0 1
R 2 8 R e 5 PR 25 FR R AL 1 (lysine-specific
demethylase 1, LSD1) /£ 4= P9 IE i A A FH B
I, % PDGF-BB b3 5 i) AN/ BRBE 45 30 ik 9 s
VSMC LSDI FiA 840 5 [F#), LSDI i & 24
il 7 A PN BT AR YR B, R T 444 PDGF-
BB 5 31 VSMC #4585 #— P 50 & 3, LSDI
fi 5% b p21 Rk H ] VSMC #EE, X5
LSD1 /- SFH4LE A H3 28 4 S iR i) — H 34k
(H3K4me2) 1&1fif <. [FINF, #F7E KRB, H3K27me3
A1 H3K4me2 i85 4% Myhll, Acta2. Cnnl I Sm22
&Y, Veam-1 [F1361k5 2 5181 VSMC Ha5g 52,
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23 EAERBFRENEENET SR
A0 H A VSMC D Re 4ERerh K s EAEH .
22 B RIBORE, — U7, B R K B ACOR 3 B
VSMC &7k D fig WS 4 Dhe S, A ik if 55 2
s —J7 i, I EOE VSMC /B W 5 ik
VSMC 1E% & A i A, H25]k |t
g2t I8 NI BTSN =7 e & P = o D8 i
EGE R H W VSMC B ik, E S
ik U, VSMC B Mgz 2 FHLE R, SA TR
R, HEAH AL VSMC B WA k3% E5 2 AE
. e EZH2 3 i 40 ) B A R B AtgS.
Atg7 il MEK1/2-ERK1/2 {5 5 i #% 1 47 H Wi ¥ 40
MFET:, B E sk )zE . AE R,
gLt i 2H A AR 2L B B 2 (euchromatin
histone lysine methyltransferase 2, EHMT2)( t2F5 > G9a)
& HAHE L AR PR EEYER S Su (var),
Zeste M55 1. —fi (SET) &5 M (i, il
T AR [ AR B0 TR BSR40 i) VSMC (1) 1 W 1 4 Jifd
FETo. BFFLRIN, 4 EHMT2 ik 5] A2 142 5
& Fl 15 SQSTMI Fil BECN if %A #f 3¢ P, JIB-04
A& Jumonji C 45435k (1) 25 FH BE 4L g IMID (1) 410 il
A, JEd R H3K36 FsAL, 55 N E B k-FIE
W4 (human aortic smooth muscle cells, HASMC) 4]
SRR T Gy/M 3], BEi ] HASMC frI$ 5 |
TR R A R AL, Bk4h, JIB-04 3@ i N i STX17
AT RABT 1) Wk A4 03 A () B, T A0 A
HASMC (1358 . TR AR, B A&HMmHE A
PTG, B i i s BT
24 AERAFRENEENEFSIMARTR
VSMC [FIT# RE /1 2 AR AR L ot . AR KR
Nish & A% R Z 52 . VSMC 1852 2 UG KR
R, WK IT R G ATAE N I, 5
VSMC JiR BG4, TS BUM B AT . i)
Jik~F-#8 L4H L (pulmonary-artery smooth muscle cells,
PASMC) HJ3L#% e I B A ) £ 2SR A . BIX-01294
& 0 A R Tk R A Bl G9a 1 H R A, H
BIX-01294 4b ¥ 45 2 /it )L PASMC W] #)1 il 1fiL /N A 77
AAEKETIEFAMRITRE, ZdEAERE p21 Rk
Whn s PR REKH, AEOBERFEL SR FE
)L PASMC iR A2 B 3 — DR T & A
T PR A TR A2 ML A 0 it 30 ik v o S5 0 ) VB 97 B

3 HAEHFENNTSHNMEFEANINERSE
SMmE &R

LA Y995 72 48 52 M O Ji I/ % 48 1) &% R
BAESIMKAEAL . T O I S o I N
VO I I B 5 MR B K A AR P Th RE I 2, T
SO L R ERRIL . VSMC &2 I BE HH
FEAHMRAY, HAA AT M EAR A I Y B A
. VSMC ThieRfs 32 20 i o b A A R e . {2
A 3G 5 AT A% A5 07 20 UL T AR A R AN AR
SEPEBEHTYE R, AT AE 25 L5 5 90 1) e o ke 5%
BAEM
30 AEFREUNSHLEFBINNERASHE
FRImME 5

B PR LA 45 A0 VR B8 IR o W RE, 27
SURE PRI FET - FR BRI i = UK P B TR B,
B PR TR 0 fa IS BEAE S R A R R AEF T
2 i A 2 LB A 2 0 Ok AR AR AL 5 3 VSMIC T g
VA, o3 T S I B 8 A e A e A M A B A
DRI sbls, O PRJPS 5 = 1) I A8 403 495 R i ALl 5 VSMIC
DR R B VIR - B M50 )5, VSMC H
“Weds” Bie CE R BUEAL, AR R B ) 4
M Ah L B FFSR1S I AT A Re S s RER 7 W
TNF-o. IL-o. J%2F 45 40 B A= 4 B 7~ 21 (fibroblast
growth factor 21, FGF21) £ VSMC 45 5847 7=
4z, [AI I PIBK/AKT. NF-xB %55 5 3 B 4 505 &
5 A i RS I A ARE P A, W RER A,
W TR T e o RIS 0 428 i) IR S5 A7 2 4 88 O AR 98 RE AT
LA I RE, 3 306 PRI 175 3 10 1L 453493 Y8 977 T Il
EPkA

— IR AL AR B, R SR I 45 4% 5 H3K9me2
RFSE 2 A B B 25 H R i KDM3a [ 3R 15T+
FIAH G s i ik KDM3a A {2 i VSMC 5 A1,
T f fk KDM3a I BA & 40141 VSMC 3 58 FE 8 B4
UL ER7R, R 2H 2 ARG KDM3a 7] e 2
TSI B R I 453493 1) — A AT SRR TT SN
3.2 AEFREUNSHOLEFBININEERBSH
kS E

Jiti 3 ik &1 & (pulmonary hypertension, PH) 72 &
A R PR B il 3 ks 7 S 5 T v R s e B
APREREAE, AEAEMEPR BRAGAIA O s AT, B
A RECA L EE E R Mish Bk E 2 PH [ E
TR bR, T PASMC F 3 B8 B AT A U
I HE A ) EE R . H R PH BR YT R e AL
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SRR, RATIS A O, Fik, HER
FEHTIIRTT S0, LAB 1k PH 3E i 5 B 47 /0 2538 B
AR 76T PH #E SR 50 R B, VSMC gl
A I A R i SETD2 [ Bk = w] 411 1] H3K36me3
B, IRERERAGORIgEE . A0E (0= +
B ) [RVALV+S)] & LA sl ik 47 56 B2,
b3 e/ BB AV 5 1 PHIPY. (R, 0 g 40 1)
SETD2 W] g2 Im PR Fills A i 97 PHIEAE TG IT T7%
3.3 PEHPEUNSHMEFBIINGELIES M
ERT
330 IEAE

MR R AR M N, FBUILEIR
BB MR E > R EE R, TR AT
RES| R A8 B ThREMRAG, JEHG IO M 0 A A IR X
5o B AT DUR A AE SRR AT — AN AL 1 I8, A
FEONE KW BWE. B SEARsh ikAFE k. 3
Jik i FE g4, (atherosclerosis, AS) 5/ AN J& B 45 #&
1 T IR AT 18 WL R

AS B —FhLLeFgEsi A, B RORE. BRI
RV 8 BE 92 25 EL AR AE R B E SR R . fEBE AS
HARRE, e RS R AL e R B Bk TR T B B 4H.
2, PREHCH B2 ok 3 BUE R B K E s A A,
MM 55 FECAME O M F . BFFRIL, AS N—
Tl FWE AL OGN0, 52 B 22 PR WE A& ML) (4 1
7, HEOBmNHH P EER—F. FREH,
VSMC M B 15 F A 45 35 0 314 R 28 78 AR 8 018 11 2
AS I B HEB R Y, MR RY, K8
A 4 i RNA GASS i AT Ji i P& A EZH2 v P A4
HIRE A FEZ & 11 ABCAL 1120 85 1 F B84k 140,
T R 4 L] )06 [ 2 3 0 ) 4 9 R R P AR
%, WZE AS P, [FI, EZH2 1 gE i 2
TR AS 955 3E 78 A0 V6 o7 4005 BV B R e,
OHVE 0 HES A E OB R AL SMYD2
M EAER, MR SMYD2 # 554 31| SMC Y 4
FEFE BT CARG XK, @it H3K4 F L4045
J& ¥ JA Bl G e T BOIRAS . SMYD2 fE S —F
FIHEAT VSMC U4 3R 8 B RS i R 1, W]
RS —ANEBAERIBIT AS 51 A I 8 30 75 i ey 1

I R RAREN NIBIT J5, JRA DAY 5K
) AL A SCE I R IR A A e 5] RS LA R A (1)
FEHHHF AR FEME M2, 5 R KE R
Y M =) 30 SR AR IR, AR A AL T E R RS W
VSMC 4k Ry B A Bosmd i . iR 68 ) B 4E Thie
TR “ £ F R VSMC, VSMC )55 W yE

MR 5 S B — RIe A5 1) BB FEH LA
T ) — Tt 7 ) FH A 1) 20 2R R R AR AR A 0
RXF 25 & B A E B H AL SO AT T
e, BT HHH AL H3K27Y : BE R,
H3K27me3 J EZH2 7K1 3¢ 71 % 6 4 fifa v B 2. 7
1, H3K27me3 75 pl6™*" 5 e 4 A7 21 I [X 48]
()& 40 T ple™ R IL, {2 T VSMC (134
B4 s T EZH1/2 #i] 771) UNC1999 U i 2 35 1 #% 1%
B, WA pl6e™ N FRIA, M 0 i i
VSMC 1458, ZZff &M, ik, EZH2 /31
H3K27me3 55 i FE A 7 AH G, 10 EZH1/2 41711 771
UNCI1999 #2697 L& P8R BB AE 25 o5 — T
W RN, AEAHIG O MLE BRK 1, H3K9me2 /K-
N RE R 5E NF-«B F0E & H -1 (activator protein-1,
AP-1) S5 R 1 55 € RNE [ VLR ) 455, 1
58 VSMC 1 [ 2ORE S M, $78 H3K9me2 2 5/
VSMC £ R, [A I, H3K9me2 ] Ay 78 (1136 I7
BT, PRI B R VSMC RIE R T 13RI, )
il VSMC #4958, SeE AR JE 510 e fgess
3.3.2  EhlkiEAR

F Bk ¥ )2 (aortic dissection, AD) #& — F DA
R U A e KOIFROIE 2 N Re AU I R
AD [ 95 B A= BLL FE B A%, VSMC T b & AD
B HE AR A M. WF SR W, EZH2 @ i 40
ATG5 M ATG7 & H 3R I& ] H WM KITE G
T BARR 32 B0 kT LA i ) 1 kP, gk 4 i
WSl RERIAET:, 4] E B kEE VSMC (1) 55 J b
[ A, MEK/ERK1/2 {5538 B 45 ik B 2 5 EZH2 Ay
S VSMC H g fE P, gkAh, 7 AD gL
FHIKFEA G, H3K9me2 F1 H3K23mel /K-F FifE, 1M
H4K20me2 7KF i *. 1R EZH2 Ty, 2
KRyt AD $efit TENKE . AR, EHMT2
L A AT O HE 1 SQSTMI B¢ BECNT [k iX
A 4 e 1) S8 A7 o) 9 R AR A,
1M AD BRI T #AR

T kI8 (aortic aneurysm, AA) J& 15 7% Fh J&
SRS E S KB ) RS . Ik A, SRR
RIRFENAOT R, HATHIOAH AT R
W LR BB A TR 3 4 D s i 32 B Ik JEE (thoracic
aortic aneurysm, TAA). JiZ E#lkJ& (abdominal aortic
aneurysm, AAA) & il 1§ = 5 ik 8 (thoracoabdominal
aortic aneurysm, TAAA), TAA N TGF-B {5 518, 4H
A7 358 5 R o T UL 400 L B 1 i SR AR A O ) L R
I . TTA RRHLEIR S, A3 VSMC £k, &
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T AR R = Bl ik R R 3 o A Y B
FEW, TGF-B {55 S VSMC 41t 4Lk 555
s 22 53 = 505 49 HDAC9-MALAT1-BRG1 17
B ZE A YRS, B H3K27me3 &
o 0 ) WAL 4 R ) 3 TR R 5 I i) MALAT] &%
HDAC9 Fi& n[ K & W4 B 3Rk, 3 oo £ 30
ik EE 25 A, P h iR AR K B AAA BR LI
FEEARIR T : VSMC KI5 40 A 03 S 1 B4
M RAEFEA R . R, BEAERFFEER, VSMC
S5 LR E M, HE A PRE AAA RER
R BAAEEER . M7k, 75 VSMC H1, PRMTI
nlaE st E O LR S 3T X k2 2 1 H3R3me2 &
WiZKSE, TR H3K27me3 &4 7K,
YRR M E H AR T RE s PEBE AR K, PRMTI
SR, FEVSMC TRk, MR AAA™,
FWBAL B S 10 VSMC Dy RERERS . 4H i 4 JE
JiR B il 2 TAA 2 AAA HSE RIS Y. 3280 ko
BRBHLEIE 2, UL ERFRE R T F 3 hoRAE

VSMC D ek H) R WAL MA@ 4, 9 sk
AR T BT THE R

4 REERE

EMAERZSRES, DHEAFEL. 4Bb
J: DNA H AL AR 1R WS AL AS 1 R 3 T 0
YERL, S RCNH G S5 TP A ST T,
HE E H AL S VSMC ThaE AL K VSMC
WEE. A, ITBRAEREAYFERE (KD, I
5B EERRRIERE (R2). Fik, Xt
VSMC HIFLER] “ RMIBALILIL 7, RN &
F S T/ VSMC Th g 2% 1 78 1 0% K 2B
REHIIER,  BE T 5838 I8 00 1 R WLE A% 1 4%
HBAR R, RN IS B0 B TR B R 7 St 1R
B HE&ER.

9, REHAEAFEI. VSMC HEEk S
IR A8 2 (B [ R B 218 BB # S, B AFAE
— 8 ) R AR QLR AR LR S A, G

<1 HMTs. HDMs5VSMCsIfjaERI X R

s B i FH R4S 1 VSMCLjfig S SR
HDMs JMIDIA H3K9me2 | fRBE 7k [17]
HDMs JIB-04 H3K36me3 1 T E . I TR [27]
HDMs KDM3a H3K9me2 | fRIEE . TR [34]
HMTs EHMT/G9a H3K9mel/2 | . TR AW [26]
HMTs SMYD2 H3K4mel/3 1 A, . BB [19]
HMTs LSDI H3K4 me2 1 TRk 5 [22]
HMTs EZH2 H3K27me2/3 1 e Bk 1E5E [21]
HMTs SETD2 H3K36me3 1 fEdtsasE . TR [35]
HMTs EZH2 H3K9me2 | it B R [25,41]
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