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Abstract Objective: To establish the malignant peripheral nerve sheath tumor (MPNST) stable cell lines for over—expressed SUZ12 and
knockdown SUZ12 and explore its significance. Methods: The full length SUZ12 gene was synthesized by PCR method,and three specific
sgRNA interfere target sequences (sgRNA-1, sgRNA-2 and sgRNA-3 )were designed and synthesized. Then to construct recombinant ex—
pression plasmids, 293T cells were transfected with these recombinant plasmids to package lentivirus, of which the titer were measured by
fluorescence method. The optimal MOI for lentiviral infection and the optimal dose for purinomycin screening were determined, and ST8814
cells were transfected to construct the MPNST stable cell lines for overexpression and knockdown. The expression of green fluorescent pro—
tein in stably transfected strains was observed by fluorescence microscopy, and RT—qPCR was verified at the gene level. MTT assay was
used to verify the proliferative activity of SUZ12 overexpression and knockdown groups. Results: LV-SUZ12 and LV-SUZ12-sgRNA were
transduced into ST8814 cells and stably expressed green fluorescent protein. The results of RT-qPCR showed that the expression of SUZ12
overexpression stably increased(P<0.05), and the expression of CRISPR/Cas9 knockdown strain SUZ12 decreased significantly (P<0.05).
MTT results show that overexpression of SUZ12 gene inhibits proliferation of MPNST cells. Conclusion: The stably transfected cell lines
with overexpression and knockdown of SUZ12 were successfully constructed, and preliminary validation results indicate that overexpres—
sion of SUZ12 gene may indicate the growth of MPNST cells, providing experimental basis for further study on the biological function,
mechanism and diagnosis and treatment of SUZ12 in MPNST.
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10%~15% 1) X575 Ji, MPNSTU, 55 41, Firvyed 00
K (TP53 il pl6o™) i3 2k FIAE K IR 2 (5 =
(14 EGFR 8¢ PDGFR) 2 BE UG 7 22 21 4983 1Y)
AR RS EEAEA . R, TR OCHK
MPNST f5: 28 R 2 0F 58 R 248 TR e NF1 R
BleJe LA & TP53 Fll CDKN2A/p16 Ft K (Y e 26 |11,
SR TN 5 0 Y — S8 X MPNST 5 A A ZH IR AR HEAT —
R B o 45 S 7R, 78 MPNST H' PRC2 A9 4
EATE SUZ12 F EDD [ 9848 2 i 11 Jag 4 & = 5
. PRC2 W] LATR T A T H3 19 27 A58 - A 2R
=H3AE, T SUZI12 /B2 PRC2 AR HEH
4y, AIPAGEE RS PRC2 B A RLRIE H3K27me3 7E
FMB AL B B TP DB IE R R

CRISPR/Cas9 J2 71 4 g A1 ity 28 1 vh e 30 i) —
PRI 2240, @ ad crRNA 5] (Cas Y
AT B PR AR AR, DB R
JHESRAIR , A PR AR AR I S TR S
TALEN $Z AR F1 ZEN R , & 88 —F 2 370 L A
S THU-M, R, O T 25T SUZ12 FEA
FE MPNST PR, 28 2 00 18 0 2 2 AR 1 2
SUZ12 335 & CRISPR/Cas9 il [ MPNST f4 &
AffIkE , AT XT SUZ12 78 MPNST RS )24 fik
YEHIBLTI AR 12 Wrin I 7 it — D i e 4 gt 1 5
B A
1 #R5HE*®
1.1 2 MBAXA ST88-14 4 bk i Kyt =
PBER A8 B B i 5 2= 15 5 293 T 4 i AR
FER ARSI AT IR LS (DMEM K370 H
%[ Gibeo 24 A 18R FE A R S (GV492 .GV3TL
pHelper1.0 . pHelper2.0 ), Lenti—-CAS9—puro 25 514
H B E AR Bobimid i &8 3 Promega 23
T) s TOP10 2% 52 2 40 M W H Genechem 72 7
FastQuant RT Kit,SuperRealPreMix Plus 14 [ K AR
F);SUZ12 519 b 5t R ARG G MTT 3108 &
T HREEFAA
1.2 @mfa3zdc  MPNST 4ififl & ST88-14 7£ & 10%
(AR ZE IS A 1% A XY DMEM 58 @R 73k i
3%,37 °C,7.5%CO, A H I E .
1.3 SUZI12 AW Ak ke M
1.3.1 SUZI2 HAYIER PCR "1 SUZ12 J:[H
PCR ¥ ¥45|9), IEM 514 : 5'~AGGTCGACTCTAGA
GGATCCCGCCACCATGGCGCCTCAGAAGCACGGC
GGTG-3", a1 514 : 5'-TCCTTGTAGTCCATACCG
AGTTTTTGTTTTTTGCTCTGTTTTG-3", ¥ 34/~ ¥) N
2261bp, PCR 1A Z W 25198 °C 5 min, 98 C 10's,

55°C 10,72 °C 90 s, fE¥H 30 ¥k ,72 °C 8 min, "3
SEIUR L 1.5%3 AR WHEE I v Dkl o 45
132 A RBHAKMEE B GV492 ik H
BamHI/A gel Bi§Y), PCR 7Y 5 #AA AT 54, F 3t
A TR (% B — AN SUZI12 B By FORAE Ay Xt
MR ). S ok it A A B SZ AN R A A E
BRRERENTA L, 7837 CH M IR
W, ZJa AT H ¥ PCR iy % 5, 1F X4k .5 -
GATGTTAATGAAGGAGAGAAAG-3', [ X4 :5 —
CCTTATAGTCCTTATCATCGTC-3', P2 1.5%3%5
FWHBE I FRL UK , B CBH PR e R A T Ak, BRERT, Bk
i, AT P4
1.4 SUZI2 38U E ARG H 22
1.4.1 sgRNA #0467 i myiit 54 76 NCBI HH
s SUZ12 FER Y CDS M X8, PR 3 T
22BERY CRISPR ¥ 1 T H (http//crispr.mit.edu/ ) % 11
3 %} SUZ12 £ 1) sgRNA ¥4, FF-78 H 9 3 i A
Bbs 1075, FFAN W3 1o 51R JIE s AR R
ity Y XU , 7 B 200 £
F&1 334FRM sgRNA 551
Tab 1 3 pairs of specific sgRNA sequences

Z R JEHI(5'-3")
sgRNA-1 IE X4 CACCGCGGCTTCGGGGGTTCGGCGG
seRNA-1 JZ YAk AAACCCGCCGAACCCCCGAAGCCGE
sgRNA-2 IF X4 CACCGAGAGTTCTGTGCAAAAATAT
seRNA-2 J7 Y5k AAACATATTTTTGCACAGAACTCTC
seRNA-3 1F Y4 CACCGGGCGGGGGCTGCGGTGTTAC
sgRNA-3 7 L5k AAACGTAACACCGCAGCCCCCGCCC
142 sgRNA R E: K GV371 A Bbs |
ML), 558 O BOBUEE ) sgRNA TRA , e & fE ) 1%
e OV AR R AT, BEVIK & : Vector plasmid
(100 ng/uL) 1 wlL, Oligo XEE DNA (0.089 wmol/L)
2 wL,10xBuffer Tango 2 wL,DTT(10 mmol/L.)1 wL,
ATP (10 mmol/L) 1 L, T7 DNA Ligase 0.5 nL,Bbsl
1 pL, H,0 11.5 pL ¥ Bk WP EF PCR 1X,37 C
5 min,21 °C 5 min, 16 °C 30 min, 3t 6 MG K%
e WALz TOP10 /B2 4 rh  HeRh 2 5E Amp
PUPERY LB BRREFR3E 1,37 CH A . Bk
L BRI, HEA T 4
15 BREFaFLEEnNT
1.5.1 EAEESE B GV A FUR  pHelperl.0 %%
TR ITCRE .pHelper 2.0 2 (4 Uk 4% IR — 2 LA (20 gt
15 pg:10 pwg) M%) 2.4 mL ) Opti-MEM £1 100 wL
Y Lipofectamine 2000 5, H:[r]4% 4% 293T 4ifif1,37 C.
5%CO, R TR FR . 48 h S UEE 293T 41 _F i
W R B O R BT INATR TR ORI, SE 015
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1.5.2 12555 5E TR BEAG I 0052 /T 24 b, 3P 293T
i H] 96 FLAR (4x10* 4~/FL): 7E EP FH A
90 wL AYTCIMIGIE TR, HURFDU A EE R 10 wL
TNAZ] EP & A5 Hi B 2 B J5 — 8 5 57 25 293T
ARG FEIE, MIA 90 WL R B A 7 1A, 37 °C
FEFRR 9% 524 h RN A SE 355758 ,96 h J5 WLgE
SOFIER I RIA TN

1.6 2 N% g A B F 09 E MOL, AR B &
(Puro) i 1k 89 s A =

1.6.1 JRYLTRSCE  ST8S—14 A IAER BB YL AT —
T, ZAMICATE N 20%~30% ; 5 7 T VK Ll
b AR UK 157 B B 1x10° TU/mL, 1x107 TU/
mL, 1x10° TU/mL, W E5FR MG 1 S AR g
SRV, TRAT  AREERE R 12 h S 1 HL SR, ks
FEF% s B 72 h 5 PO A SR A
1.6.2 W E R G A E ¥ ST88-14 ZH
ModEfp T 48 FLA T ,48 h J5 il A Puro HEAT I,
Puro ¥ B 46 B % & 0.0.5.1.2.4.6 pg/mL;Puro
ARFE 48 h 5 4 AR AE T Y B 0 25 4 e B A Sk e
VERSE MR 25 1

1.7 12 %R fe ST8—14 2 it BAL T tm Bk b 32 5
1.7.1 i RBRERGME  HIR% )l 3~5x
10* ~/mL Y ST88-14 ANE , BHfL 100 wL $EFR %]
96 fLAR 1,37 “CHEFR 24 hy i EE oK Rk , ARk TS
55 MOL{HIEA TR RS s WS IG RO AR 75 SAH I
YRR, TE 37 °C.7.5%CO, AT HE, 12 h J5 ikl
BRI SR AR SR B T2 h JR L A 2 pg/mlL
(1) Puro ik 48 h LA I ZJGFEAIK Puro MRFEEH 1 e/
L, PREEXF AN T e A 8, W] AR A 5
I RT—qPCR #6301l

1.7.2  CRISPR/Cas9 mfBpfeE ROV L il 45 % B
4 3~5%10* 4~ /mL HARAEAR R, REAL 100 wL 42 2]
96 fLHR 1,37 CHEFE 24 h; Cas9 S TEVK AL, 1R
P TSI MOL B YRR s e BE FR M A 75
FARN G5, £E 37 °C,7.5% CO, A %
FE, 12 h JE el R R A, AR RE SR Y 72 h
J&, A 2 pg/pl B9 puromycin i 3% 22 /1> 48 h DX
b 453 ST88-14—Cas9 4Hififl . Kt ST88-14-Cas9 4
s 6 FLAR, 5 1 pg/mL FIHE 1Y Puro B 5821557
HEIEFE R 30%, $i FRT S 50 gL 551 oy S 3 4
sgRNA A9 Lenti—sgRNA-GFP J%§ 7 , 12 h J& & [0] 3
BB IR, Y 48~72 h Ji5 , 7E 56 Wi s WLgE
LRI PR TEN . I 1 wg/mL {4 Puro BY5E
EREFREEY K TR ARG P TR

1.8 SUZ12 id & ik Ao SURAL TR 09 2.

1.8.1 ZHEMENE H& 1 pg/ml Puro i ik
P85, FHE B 5O 0 U M SR 4k (A 0O ER I 3R
IRECR ITHARE,

1.82 RT-qPCR %% H TRIzol $2H SUZ12 1%
ISZH AN B RNA , [ f% 5k #5.51) cDNA , ##:47 RT-
qPCR K& W ,SUZ12 51 ¥ J¥ %1 Ky :SUZ12 -F:
AGAAAACGAAATCGTGAGGATGG;SUZ12-R:GCAC
GTAGGTCCCTGAGAAA . PCR JZ W {& % Hy: cDNA
template 4 pL,Primer F (20 ;.Lmol/L) 2 pL, Primer R
(20 wmol/L)2 pL,SYBR qPCR Master Mix 10 wL,
Rox Dye 0.04 wL, fIIZKZ 20 wL;PCR SR 4544 :98
°C 2min,98 °C 105,68 C 30s, fEFR 40 ¥K,95 C 15
5,60 °C 1 min,99 °C 15 s, BRLHSLEMAI TR 3 K.
1.9 SUZ12 & & A Fo SR 40 2m 0L 3 58 75 14 49 0
2 JHREEE A LA, VAR R 1x10* 4 mlL,
1FL200 L E2FPE] 96 FLAR; 439 7E 24 48 .72 h &
7 L3, MIA 90 pL 5E A RFFRFEA 10 pL MTT %
W BEAR N AR ZE 85 5 4 hy 358 BT, BALINA 110 pL
DMSO AW , #EGRE T 10 min, 490 nm LI WE G R
R4k . A ST A 3K,

1.10 it a2 R SPSS20. 0 AbHs i, 241
()5 LU R 7 25 081 . P<0.05 A Geit=# 5 .
2 H#R

21 WxRAFHEREHLETLER HERAEHR
Wi SUZ12 % PCR P-4 28 B e W 56 1 v Dk Ao il /5 15
F|—A~ 2 261bp MIRES ST , STUHAR/N—3K, UL
Kl 1, GV492 #1K % BamHI/A gel BV 5 5 SUZI12
FEPRFg s E A TR, AL A PR R 2R T PCR %6
FE , BN HEEE R HL UK 43 AT, 7551 469bp 1 BH 4%
b7, WL 2. BEDI S B 0 s B2 T, 45
5 NCBI H ) N\ SUZ12 £ H (1D:23512) i#E47 F X,
J¥ 534, Fe B Feak F A AR AL

M SUZ12

5kb

3 kb

2 kb
1.5 kb
1 kb
750 bp
500 bp
250 bp
100 bp

2261 bp

1 SUZ12 EE¥ G KE
Fig 1 PCR amplification of SUZ12
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1 2 3 4 5 6 7 89

10 11 12

469 bp

L BAPEXS R (ddH,0) 520 FIPEXT B (23 380 1 2 X B2 ) 5 3: PR

(GAPDH);4: Marker, F_E Il R4 5.3.2.1. 5.1 kb % 750,500

250,100 bp;5~12: SUZ12 1~8 L4k F

2 EARMK PCR LT R IR MR B IKE

Fig 2 Identification of recombinant vector and agarose gel elec—
trophoresis

2.2 CRISPR/Cas9 & A B ARt #sE Ry T4
B, B IR M T 3 4% sgRNA #7471, 4k
GV371 (U6-sgRNA-SV40-EGFP)Bbs 1 WY , 43
SR KRR 3 A H I B sgRNA EHE R, 5
1k TOP10 JER3Z A8 40 Tl Pk ok g4 L6
JPUEE o MNP A R R AR B BT 9 53004k
(R TE) SUZ12 Jy5—3%, WA 3.

A

\ Ll
' M {in

‘\H
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“ il ‘W ‘H ‘J .I\IHHII u‘

\
""

| U W i )\
\' N ‘ il
i 1 1l I L_I L
A. sgRNA-1;B. sgRNA-2 ;C .sgRNA-3
B3 sgRNA Rk kR T R T T I E
Fig 3 sgRNA expression vector positive clone transformant sequenc—
ing peak map

2.3 JRAEFE AN EEE DO W T
TS [R s B A5 B30 22 I W 1Y) 293T i 2 3Rk
TR , DG I Bt 3 A0 A B 3G
TG Al Bt FR 18 7 M 3 Fh Lenti-sgRNA
F4) 955 2 9 B 3 91 R 5%10° TU/mL ., 1x10° TU/mlL .
1x10° TU/mL #1 1.5x10° TU/mL, W& 4.

AL

i

: C. 10 pL Ji s

E 4 FEHBREHMIEFREBE 293T AATHRIEER(x200)

Fig 4 Fluorescence expressions of 293T cells infected with lentiviruses
at different dilutions (x200)

AL 107 L 58 B. 1 L3k

2.4 1R R H 09 R iE MO Ao B & if ik 09 &
R F TEAS RV R e ST88-14 4fifd 72 h
J& , R R SRR B LR 80% A2
A A A K R T R B MOT B B AT AR R e
SRIRYL S R, B 72 MOI=10 &7 CRISPR/Cas9
M B 1Y) A AR R L 25 MOI—lOO it Ik 0E e B
HI AL S, WIR 5. 15 ST88-14 4iiffik K &
70%~80%H¢JJMKIEJM%§H@ Puro, i€ 48 h LA I,
4 Puro B E K FEEF 2 pg/mL B, ST88-14 41l jifd
AHRFET, TG E Puro Feidi i &8 2 pg/mL, UL
K 6.

2.5 (BumAH g ST88-14 ity 4 R |BNGTENE
Y ST88-14 ZHffL 2 JHJ= , A& 50 i U #E 1 7L
N NN ¢ S Py i = W S E R ik
AR AT g gk (K 7).

2.6 AE Rk AOE IF R RS R MEEFR SUZI2
1o FR K Uk M g B 43l IR e ST88-14 il )5 , 4
Puro ¥ifi 4 #8175 Fa 0 A Bk, £ ML RNA i 17RT-
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200 pm

A. FRTEREE A 1x10° TU/mL (MOI=1); B. FETEM N 1x107 TU/mL
(MOI=10); CJR 7 E A 1x10° TU/mL(MOI=100)
B 5 SREBHERBEEG TARKERSBEMLRILE(x200)

Fig 5 Comparison of virus infection efficiency at different concen—

200 pm

A. SUZ12 3 3k 18 5 85 UL 2 B. Lenti—sgRNAL P55 85 B 4L 41 C.
Lenti—sgRNA2 18955 228 Y 2H; D. Lenti—sgRNA3 185 75 YL H

7 1BREREL STS8-14 HAFIRERIZZBIHER(%200)
Fig 7 Stable expression of green fluorescent protein after transfec—

tion of ST88-14 cells with lentivirus (x200)

trations in the same infection conditions (x200)

qPCR Kl o PT-qPCR 45 5 7R 1 % ik 41 SUZ12
mRNA FZik & BB AR (P<0.05), miisidl
SUZ12 mRNA &3k i AH Hex FEZH B B /D (P<0.05) .
S LB, SUZ12 1 A AR Y ST88-14 FaE 4l
JRERA EE S, LA 8.

200 pm 200 pm og 45 1.5

& . T
33 1 &

0.5 T

mRNA A%}
1

oamwa
mRNA HI%T

L——._

0.0
BIFEXFERAL  SUZ12 ikl PR XTIRAL sgRNAT sgRNA2 sgRNA3

A. 0 pg/mL:B. 0.5 pe/ml;C. 1 pg/mL; D. 2 pe/mIE. 4 pg/mL; F. 6 pg/ml A. SUZ12 133234540 ; B.SUZ12 FmZH

Bl 6 AFEIREEZKEERFE 48 h J5 STSS-14 HIAARIRES 8 ERIAFNENFE SUZ12 mRNA X RIKER

Fig 6 Cell state of ST88-14 after 48 hours at different concentrations Fig 8 Relative expression of SUZ12 mRNA in overexpressed and

of puromycin knockdown groups



434 A EBKREEB

525 &

2.7 SUZ12 ARt fokdph] MPNST Zofesg7a  SUZI2
i IR AR AR E MRS 58 S, MTT 50
KA IG TR AR . MTT 255 IR, i %5k
201 4 B 2 B 1 S T T B ZE AR L B S R IR
(P<0.05) , @8 2H 19 4 M 34 5 9% 1k -5 ) 1 %o L AR
LU B S 3 (P<0.05) o W] SUZ12 KPR it F kil
MPNST 4iebg5., WK 9.

MTT
A 04 *
- Lenti-SUZ12 -
~ -=- NC
£ 03 L
= * .7
=N _-n
102 T
e
0.1
I
=
()0 T T T
0 24 48 72
s )/
B s MTT
’ —o— Cas-sgRNA3 .
£ 041 -= NC
=
S
303
g
=02
#
E
= 0.1
00, 24 48 72
Fsf i) /h

A.SUZ12 i3 F3K41 ; B.SUZI2 misidl
B9 s FRiAFNRRR EH G ERNE
Fig 9 Determination of cell proliferation activity in overexpression

and knockout groups

3 g

SUZ12 2 Z sl 254 2(PRC2) Wb AT 7D
(LGRS 43, e mT LAGE o 45 41 B 1 R DNA F 3
B S L B AR L LIRS E PRC2, fff PRC2 192
AEIEH A Btk 2 4h, SUZ12 i8] LIS 21 25
=W AL E , 2 5 EED-EZH2 B SRS RENT
BRI, HHFTEFE SUZ12 78 B S5 O AL
I T R LR U O 4 g S g rh 2k
SRS TS AL, I HL,SUZ12 Fak RIS
PErm T MR AN T RS . R R B RR T
Wi 7 R TS, SUZ12 16 bR g vh a5k &
B0 AR T MR 00 K J SR LA IR R SR
P22 J TR A5 Pl v i) 96 K B A e 55 A1 4
X R SUZ12 FRak it st fie 8 1 bgd i A Jig
[F] BRF 5L P9 (A AV RS20 PRLTT, SUZ 12 76 e 1

A R RIS AR AR T R P RE

AHWFIEAAERF 12 1) MPNST 4> 35 [H 20 17 1%
JEM Y J5 &80, £ NF1BH PR R P MPNST H
SUZ12 FE R A R B RS, X R TR AT SUZ12
AT RETZEHL A PE MPNST () & A= & i R i 31) 156
BEVER . Andrew S5455 T 44 I 15 BA S 4 73
Br TCGA AR A TFEE | LA BT iZ 8505 BT LR
PRSI, A Hr i3 T MPNST f5 55
[H 978 3R 4351k NF1(56/64=87.5% ),SUZ12 (69/
123=56.1%) ,EED(40/123=32.5%) , TP53 (29/72=403%) ,
CDKN2A (54/72=75.0% )5, HilE 52 7E MPNST H1 K
ZAFAE SUZ12 JE I Bk O o W 9% & B0 K £ 4K
MPNST 3 HE7E PRC2 AR 2H 43 D) fiE 3t 2 1 58
AF, i SUZI12 Fl EED [ R 2% 1 298 28 SR Wy 1
H3K27me3 ) H AL UERE, 530 H3K27me3 Bl
51 PRC2 Yo BT 7 55 B R 1E 2, 58 & 7
10%~25% 1 B 96 Jtides . B 98 R0 28 s o e vh % B0
T H3K36me3 f 4221 1] H3K36me3 YLK 5
20 it JE S0 G A 05 R 56 3 IR A FE D IR BOBE RN
WEEI i1 5] AZD1775 % H3K36me3 k2% it 41 it
FEOAUER R, A UETA 22 % 43 5] MPNST (#2121
FRATE T e Ak Ye o, & B H3K27me3 7E 65.11%
1) MPNST 83 rh #4182, 1] H3K36me3 fif 2k 7] LA
YE N F 25 ¥0 5 ok i PRC2 41 43 28 A8 BT8R
H3K27me3 G R4t T — SRR 1L 7 16
I7 AW

ATRABZEL T FH (7 Bk R 0t 28 8 T AP 2 A, i
P22 20 M EA AT 2 SRR, EANE A B A
Pl PR, 18 7 2 1A 2 P N SIS A i B o 7
(HIV-1)ekis Ji Az, B BRI BRI R B2
R RRER AR e 2k HonT YL 43 R FIEE 4 2440 B 1
FERL, DRI IS B 2 AR SRR B T AL
CRISPR/Cas9 /& —WUH X4 iy B K gmfHoA , A A
RISk, B 92 I I A5k R 2R T i HLAT
W5 W], CRISPR/Cas9 BRI A #4720 5a pe i 1 ,
LIP3 A SR Sl S E vy G e A N M 3 1]
L08R R G A T SUZI2 & 3R Ik R
CRISPR/Cas9 mJs I8 aE, 7 nlfE 4y ST88-14 4 jiy
J& , BLEARTS T RERR e Rk G IR 1Y SUZ12
1 FEIA AR A LR , RT—qPCR 945 SRt ik B
1t F K4 SUZ12 mRNA % 1k 5 B i 45 % B8 4 5
(P <0.05), FiiliZl SUZ12 mRNA FEik A0 vk I ZH
BB/ (P <0.05). MTT 455 @R, i k41 20
i 88 5 5 B ko B L AR HE I 8 B AR (P <0.05)
e U 2L P 200 6 14 5 0 5 9 X 2 LB R
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#(P<005). HULHEYT,SUZ12 B KR AMHIMPNST
MRS T
25 bR, 2835 0 e AR PR RN At S 59 2 Y

WEFE R € T SUZ12 JER7E MPNST 4k T 6k

SRARAS T H3K36me3 ik 1T LA Ay iy 7 s L 0y

PRC2 ZH /iR S AR BT B H3K2me3 SRAGHR L T

RI7 RN, NI EH R T SUZ12 i Sk MR
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