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Abstract

ETS variant transcription factor 4 (ETV4) is a core member of the ETS transcription factor family,
which can precisely regulate the expression of downstream genes at the transcriptional level by spe-
cifically recognizing the 5'-GGA(A/T)-3' conserved motif in the promoter/enhancer region of target
genes. Over the past decade, a large number of basic and clinical studies have confirmed that ETV4 is
abnormally highly expressed in most solid tumors. It can not only directly drive the proliferation, in-
vasion and distant metastasis of tumor cells by regulating cell cycle progression, epithelial-mesenchy-
mal transition, cancer stem cell characteristics and other processes, but also reshape the tumor im-
mune microenvironment (TME) through transcriptional regulation of chemokines, cytokines and im-
mune checkpoint molecular networks, promoting the formation of immunosuppressive phenotype.
It is a key upstream regulatory factor of tumor immune escape and therapeutic drug resistance. This
paper systematically sorts out the molecular biological characteristics of ETV4, its expression pro-
file characteristics and clinicopathological significance in malignant tumors, focuses on the core mo-
lecular mechanism of it regulating tumor cell autonomous biological behavior and TME remodeling,
and summarizes the latest research progress of ETV4-targeted tumor therapy strategies, hoping to
provide a comprehensive theoretical reference for the subsequent basic research and clinical trans-
formation in this field.
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1. 5|

G TR L A A ERE B Y EE R A SR P AR MR, AR 5 A A G B B SO LA (IARC) K
A 2020 EAEREE ST T B0, AR A IR A 1929 FiH, FETME] 996 Fifl, FrhFRE 1)
HORABGET B B A BRE AL, 2000 5 B T AR R 23.7%F1 30.2% [1]. JT4EK, UL PD-1/PD-L1 i
FI AT f S A6 25 A 4041 79 (Immune Checkpoint Inhibitors, ICIS)IEEEE T S MR VAT k& ), {E2E
(R RN . B R SRR B S 2 AR A T, B B OR T B AR AR R 2]

R PRI S ) S R HIB AR 7K R R 20% 0B I 5, BB ICIs Y697 RT3+
ABIRLZE:, AR 22 B8 AP AE TR R Ve B4k M (9 S 2 VR T T 24 (3] T H AT 22 R T TR, Saedl
HilZ TME FITERL, 1B 2 S BUREEIRIT R0 ARIER [4]

TME J& /i 4 i i DAAE A7 B JR 3 o 058, e g it s s 4 BER4n i . Mg, i &2
R BT RS R R R s g . REVRIDRRIRTS, ELHEYUE TR
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G RN, DL RS RHR YT I N ROR [5] - 7E T A G2 200 i H1L , 5 2% 40 i G2 e A O W 48t (Tumor-
associated Macrophages, TAMS), J&S4498 TME H 5 Lo i (1 S e A0 ire, 7E30 gk e s 5L, E & a8
ol 1) 17) J 200 s B 1) 50% LA B [6]. 1T TAMS [l M2 BUIRAS AL, 1A 8 S M A s . /508 %
REWEIR I IR AI[7]0 MBIk, AW TME E¥ ., JCH 2 BV i b et 7 7, &

ETS F 2 NHER A e K 7Rz —, —3a8& 28 M, BT ORHER & A
L LRSF I ETS DNA S5 & g5, Il iR B R <7 1) GGAAIT) A 7 Su R 5, fEMIARE . i1
O34k MBI TSR B R R R 1 BRI [8]. ETV4A 1EA ETS X PEA3 X I LR, B
W LR 2 RAEE E X AN B BB R A IS E A, HIESE T A8 IK3h 2 B S iAo i 36 58
RIEFNFER[9]. (T L4 BE 5 iR e B T IR N, ORI Z I FUR L, ETVA AN 2 iR 40 A % itk
BERIIREN A7, R TME B8 i s AR dl, RE@id 248 B 1, Som e ) s, %
AT RE, SRS G H0 I R SRR E B [10] [11].

HEGT ETVA TEMIE UMW 7T, TR —0 g gni s, 218 eal 7 g - e ok
FII 2 4EBERRNT, HIE A R0 & 2 I o b R AL, G2 TME Rz TRE, flud Ran &
M. FETEXAIUR, AXAMALT ETVA B TAVSRE . TEBMEMR h i FRE MG RS L, &
MR T B EEE TME A ORI FIEE a7 BRI TR, [RIRH 20 AT 1 2 i 403 (1 A 9 )3 B AR A Sk
Jill, N JE SR A S SR LR R S

2. ETV4 M5 FEMFEHES 20 IR
2.1. ETV4 HERESEBRSEMFHE

N ETVA RFEM T 17 S YA KR 21 [X 31 #(17921.31), #EFE4K 10.8 kb, 5 9 M &E
T ARSI (484 NEEERA R, 7 T &2)0N 55kDa [12]. 1E AN — N #5351, ETV4
AR LS 3 AMZ D INREG I, BRI T T 0 S U 42 v M AR T 40 i 2 67 o

HoERN T HEE C i 355-433 A2 B R [1) ETS IR~ DNA S5 & 45ti, X2 ETS FIR MRS
Fdke B 3 AN o BEHERT 4 NI IFSPATIN B T R, Aeds MR 45 A S IR DN S 3l 1 B T X )
5-GGA(AIT)-3TR5F T, & ETVA RIFFE IR Z OS5 1 HEm[13]. HR 2N TE A N i 1-275
PSR A SR A5 A, BT T SRR R IS ORI R & 4 X, Al I 4 S5 5 S L R T
TR N BEEDR (3 3R, 2 ETVA KPR FESRIEVE R G BE X I, B 2T ETS SRl N i 32 1)
MG ST, RPN E STMEZERI TR, NS ETVA AN A fizitie, &
BRI SIS T RER AT HE[14]

ETV4 [RGB AR M, 252 BRI S (2R T, P i 58 BOE M st e B R AL Rz
LB, bl PTK6. ERK 5, Ae/rS ETVA &1 392 MR & B (Y392) Kk AL IRk, 1L'e MIAEIE AL
B RN SR 3 MR 0 25 1R, 1T E3 92 RIE4ERE COP1. TRCP, AeNS ETVA K4 K48 friz Eikbi&if,
WA AR A IR T PR, R RS I FKSF[15]. BRILZ AL, B, HER S R AR IE T 2L
AR ETVA R AWM G, W 1 s AT R I $E [ 16]

2.2. ETV4 B#b E BT

ETVA4 AbAE 2 5 MR O 5 S B BRI i, 7 I SCRE I e el 72V OB RE LRI, T B R % FA) R 42
W2, LR AR R S R I AR AL FE R A
M@ KRG, H AT DA UESE 2 5 MR A% O IR B, RELERE SRANRIE S5 /KT 0TS ETV4, (B
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A [F) 38 58 (Y RPF 9 3R 6 A e o 3 R 5 L b AT AR P8 A E SB35 S I, R T B R e P P R 4% IR 2% AR
& MAPK/ERK-FGFR i % RAF 440 i A= K IR 7 (FGF) fI 52 1k FGFR 454 )5, fEifiid Ras-Raf-
MEK-ERK I [ SRR ETV4A, HE5RE 8 AR tEA L s, X2 ETVA MU BB
FRESUE R 2 0 B ROEEER[17], e AT O &Esk, FGF19/FGFR4 (55 M2 ETVA R
W WE A% 0 LRI [18] 0 55 2 T B B o LU R , 75 45 EL W e - LN 55 v R S A8 v X 3 288 %7 BH ff
SR =5 1) Wnt/B-catenin 5 PI3K/AKYmTOR i@, 5 ETVA M2 iAEM A HNAAERENEA, H
AT JCH T B A I BRI 0 R, X —BF A2 TR BOF AR T AR 2= D RE R TG ORI, T 2 U8
T BEAE R 700 5 A i 1) SR RIFE A . PIBKIAKYMTOR 15 538 8K (0 5 B0, 2 BN IR 2 Kk
AR G AR5 AT TR 24 A% oML 2 —[19], fi H ATiZIE IS ETVA 7R b () B R 45 0% &R it & LA
1H, Hog A rnE i B A E I RE ETVA BIFSREE, D RN SMRBEE, R PHRR T
R

MM RIS R 1 R, 1A T ETVA, @ EESESHEERNERKX, 257 24Mm¥%id
TR, BT IR =TT DAy B K2 . SR — 28R MR 4 i B - MR AR DGR R Y, 4 EMT
A HE K F(Snail . Twist. ZEBL)FIEL i 4@ & HEF X (MMP2, MMP9. MMP14), B 3214 I8 41
JHO A B | 12 28 [20] o 28 202 O S5 TR 45 AH G B JE [R] , B dE a1k Rl F-(CCL2, CCL5. CXCL1., CXCL8.
CXCL13). &R AMMIH F(IL-6+ IL-10). oy i sisr+(PD-L1), X2 ETV4 B TME %05 15
fili[21]

3. ETV4 FEEM B P HNFRIEFIES IERFEEEN
3.1. ETV4 EARRIE 4 ME SR B RIEIFE

FT TCGA. ICGC ¥l Wz A M BB R (VE L 1): ETVA 48 K2 Bseiimih, 4523
BE R S RIBRAS, IR B 557 R A B R RIA ZE S, T HLIX PR R R A B A
JRTVRE I [22]. HETCAIEZ A B, 8 I PR AF 56 5 T 380E

TEVH RGBT s A G o 7 48, 2 AL RBA S HHIESS, ETVA 1EfT R4 2
RRERRE, RIENKPHEZIEFHL L 2~8 £, fEITHEMoEE. BBLE, RidasE—SHmE
[23]. 4iE . TGt e GEO i M RFEA T, B IMIKAZEAR T RAE, #B5R ETVA 1E4;
WA = R IE, UHRTE R RS B B 45 B, RIB/KF2 B3 T mi[24] . BRI 2 41,
BE[25]. MRARIE[26]. EEEE[27], WARIESE T ETVA (155 ik Al R S v 0t JE B DA G

W RATH R GEIR & ETVA BFFEI 5 — AN H 4. B, ETVA TRl mkik, R
FERVERS M . WA PR B, RIE BIRJUREAE, TR IR SR B D Ik CL R 2 1) S B Bk 3 [
F[9]. ATFIMRE . ETVA AL AEE T H il & 7 o s, e R & 2 A 2 e ot 2 R 38 s Rk, A
T I 2 AR B VIR O [28] 0 3 AME = FIPEFL IR [29] O B [30], ETVA H 5 ik L # A e
IR NES=y P

Britz Ah, fEE/ N M T, ETVA R IRE A4 B Rin, AR 1k 45 82 . EGFR-TKI ¥R
ISP 25 A [31]; Sk BR AN fiE b, ETVA WA R i S e P A 55 . Rl K 35 A 5%
[32]; JUSCPIYR[33] B 2R [34] . HURBRAE [35]H, HAIESE ETVA IR RIAS 5 T IR it .

3.2. ETV4 FRiA 5544 MhJEIlE AR IR TRFHE A < BX

KERERIIDETE, QBT — DA B3R ETVA @RIk A 8 42 28 P i PR 22
AL VIS, 2 2 Al SRR B AL A TS A RAR S o
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Figure 1. ETV4 mRNA expression profiling panoramic analysis across 33 human cancer types in TCGA
1. ETV4 7£ TCGA 33 i AKFREFH mRNA FRikiELF 5

MR R B AR, IR Wb, 2B, miyIESE2 /MM IE, #ESE ETVA &K
AN S TNM 2030 SEIR LGNS IR S . RS R . m AR . BRI IR L FERE, #2
B M IEA[9] [23] [28]. £ ZK Cox BIHSHTEE R, ETVA HRIE LM KE SR . @A
AT fE R R 3K

MEFTERE, TiRZ Meta T2 2 L AFITFIT, #IESE ETVA ik i s i3, Bk
AU oA T RAAA, MR TRFAMERE, Z2Fh SR B M s A R A
FrEY. EAEBKE, . BEET, 18 ETVA M1 M2 B TAMs B, PD-L1 Rik/KTF44
ER, AE S LB — AR B BRI BB TS 43 )2 [36] [37].

MBI RN K F, e/ N . FUBRRE T, ETVA mRiA M HIRALIT « ¥EIAR T IR 25 35 VA %,
HRIERENENEMR, EREMTREEEE, ERORK. PEd, ETV4 BRENEE, % PD-
1/PD-L1 HPHIFIIVE T N BE 22, S S8 ¥R 77 ATl v 78 S AR - 4 [ 18] [34]

3.3. ETV4 TE45 % MviE IF B i R Bt R

FEFib - L R BEVE 1R iR 5L, ETVA B S8 W0, 2 s R AE iz O IR s FF . ELinar 5 e b, ETV4
fiEf1 TMPRSS2. SLC45A3 253N A A flE, ik ETVA MR B sh TS FREgmEIL, X2Eni5)
P AR ) LA SR E F A, KME 5% i 71 s A #45H ETVA Rl G L [R[38]. JLSCPIR+, ETVA B
FTEWSRL ZE R R AR, TR EWSRL-ETVA @i &8, FREREOE FIEm LN, & e SC R R AR )
AR IK B F-[39]

FOMER RS ERa[40] FORMEFLE[41]F, ETVA R maRiAmse, 02 a1 R i
JE, RIRL R M b Rg SE AR AN R 28 1 . S TS B UMM OG, IXWARRIRAT], ETVA 1R AT Be 2 R V8 1
TEVRITHE A

4. ETV4 BT MR 40 A B =14 W27 ARHLE

ETVA {E N2 s (e B s IR, et 25120k T B 43 R J R 4 I S 2R 22 AT D, IRl R 4
RAKRE, R FTRIAZGIT ), BIEE CLTER T AR S BRI AR .
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4.1. BB MpRIEE SAT

ETV4 BEIE Ik B SR 40 M J8 AR DG EE R, IR g 4 i = o 3 3. 2 AN F A kB, ETVA
REE 2454 Cyclin D1, Cyclin E JERFEZITIX, B3 LIAENRIRE, HEShEMEMLMN GL i S
S, 20 B SRR [42] 5 [ B8 R B 42 2 Sy 00 o 4 ) AR R P A o 770 p21L p27 ISR,
AR oA 2K 1 A 3 K 200 i JE S48 P BEL i 1 P [43) & 76 FFE9E « 115 470 i P M P 0SB0 L, R BB BRI ETVA S,
JI e 4 L 2 Y 3 FELVFAE GL/S 9, 4B M MG BE 4 Y o) s S R 35k ETVA, e 4 i 1) 4 A 411
WaghRe 12 W G5 [44] .

FEE TR, ETVA Al BiEHIE T8 E Bel-2. Bel-xL %A, ML -4 A Bax. Bad i)
Fik, | Caspase-3. Caspase-9 [, AT H0 bl Jit 768 40 R 1) P P4 0 T3 42 [45] . FEME RS . A/
Mt I SR ORI, ETVA @Rk ie BB Msi T 299 S MR A RmE T, NS 7T
[26] [31]-

42. NESMEBAREESER

R A2 2R AL AL RS, 2 B MR B SR T R B 0 R R, T ETVA TE 2 1428 s % R8I DG B e 5
R, & A A R Bl AN R AR SR B — i i R & R R AU B S L MMP2, MMP,
MMP14 [1J3RIE,  FEAFAH AR AN TR BL R, 25 g 48 R R AR 28 A A T B g [46]: 55 Nt ilid B %
W% Snail. Twist. ZEB1 55 EMT %Lk 13RIk, WRahMIE g ik A& bR - A sigth, ik
PR 2K b Rz 200 % P R L (D 85 B, 3R I T 4 e S 8 MR 22 R8T [47]

TERFE Bl . B A R A A B, FREE BRI ETVA J5, TR 4 i i e 10 12 28 Fizt b
R R AN Wit R ETVA, MR 12 B8 a[48]. IGRAFIRFTTE, ETV4 mRIEN
Jigeg o, RS ARSI RSt R E T, RIHLEIE g R e e .

5. ETV4 3 P e B IF B R0 B2 4E A

UIRVLAT TR, AR ETVA XMRANM B S AO1ER, ARL ) LAE AW FC AT RAE T 1 AR 4
P . BB AR M Bk — 20 R A R R 51— 1, XA BTN R IBT ST . BUESE S E
LR T AER IR AIIE IR ETVA A U e 40 R R B K Eh (8] 7, B S MO8 S e 4| A 85
PR S BRSNS RRIE, ROl 2RI, SRBN R S R S ) R R
Js B TR G BRI AN G IR T TR 24

5.1. ETV4 X8R & 4R a0 B {ER

B RS SR TME A 5 Bl s e i iE, 2 ETV4A A1 TME fAZ 085, Hp TAMs
VS 01 I 310 | KiclIB -4 AR s A O

5.1.1. PhEHE X ERE 4R AR

TAMs & MRMRI AT, EMBEHEASIE SR T, felib bt ) M1 ORI iR 1
M2 B4, i M2 B! TAMs, TERA Sl MRiR 2SN 0HM[49]. AR CENZAET
WESE, ETVA &S TAMs 5545, MRALS ThEE I 8 iR 7.

EHEERE L, ETVA REE S L2 R E VA tb IR 1, (2t 4 8 i sk 4 i v o8 ik
W5 Xie AT, B IIESL ETVA REE 45 & CCL2 NI R sh FIX, B#E Lilemik
SRR MA[23] . T CCL2 1E & FAZ M S5 5 A% Lok IR 7, Beiid CCL2/CCR2 i, BRZh 4N I A% 4H
He e R 22020, S TAMS.
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FERAL RIS (P b, iiRg A G Wk 4 6 e v 7 et 8 F o 358 L 1) 55 23 WM 5, W S il ) M2 284
J7 1AL, ATl A A 5 1) MLIM2 B AL P RRAS o B R AE DS 78 o, {2 28 M A e e 4
Jfl, mridd ik CXCLL, CXCL8 Wb R 7, BB M2 BRIl X —dfE iR B
CD163. CD206 X2t M2 BURHEAREYIMRIA, [FES N CD80. CD86 %5 M1 Blr HEMIHIKF. Aot
JES It ses , AEIFIE . TR 0 IR At - B R A MR IR SR TR BRI, R A R I AR R R AR ] R
FFEREA ) M2 BURR AL, RIS — 20 s Ak B AR B ) e e I T RE . SR A R R R I ST 45 R Tk
B, ETV4 Vi EVEGHH M2 BURRAL A% O D RETE SL R oh B &P, (R R Fi b Fe A SR A A% O
BN Gy FAFAE 3 I A Re Sk 9 P DL CCL2 A% O 70 T, I e UK i CXCLL1. CXCL8 &
FERUL, IXFPEEIE IR kB b 1, T BE S AN R IR AL U R ML T 5. LRSI T IR IA S 2 7
IAHIG, 2 AR 70 75 B3 RN (1 N 2%, BB T 0 1A) ETVA 18T IR FhoRs 7 1 e . 22 5
Brbz Ah, SEARALi M2 B E GG, IS AEIEIE FIR IL-6. IL-10 U R AN T, B RaE
HE B M2 REL, TERUE R RAGEIR, O EEA IR T 35 1 G 2 $0 1 28R [50]

TEAED S D)Rer iz b, M2 Y TAMSs A & gl B2 s If S e il ae /g . FRATERENIE, M2 2 TAMs
FEA RT3 IL-10. TGF-B 2541 2 AR 7, 4] CD8* RN T 4 i 4k 5 10 5 1 72 g R B3 o,
WETEAGIRZS 1 M2 2 TAMSs, Bt R T I0WhRE Ty st —20 B, P a080 T 4 4k Dy s th b2
WETR[51]. HItFER, M2 A TAMSs i&fe /-5 MR A 55 o () I8 Stk B B A /e, DUkt — 204
B R A AR 2 S I b R [52]

5.1.2. HitBEFR B

BR T TAMs, ETVA & B8 1 4% HAth &% 22 400 (02 FI T E, bl [ #4022 H 2 U A 352 (53] JBs bk v
ETV4 feidid EiH CXCL1. CXCLS8 [, {iidh e AH OC ks 48 e (TANS) [ I R B 55 48, I RE DK
SIEATIARIR ) N2 BB AL, 5 28 b Bl () bk L A RARIR R 3 88 . 29 0 T R AR B, ETVA RIE
KT, RS 2SR IEAM S 40 fl (MDSCs) 113 51 =F i 52 8 2% IEAH 2%, ‘B RgiE i CXCL5. CCL5 ik,
fieik MDSCs 5348, s e A I T 4 G5 0 ThRE[23].  Ji4h, ETVA fE3akid e i SR A0 i
(DCs) IR AL )5 R B RE T, I BB 5 158 3, PG T 40 M i s 5, ik — 0ok il
il RN [54] o

5.2. ETV4 3B 40pa il B r0iB4E1ER

VP E 4 2 e 8 2 A O BB 4R L, ETVA BeSd e B AN AR A HLA, 42 bk S 2 B F) i) 3%
HADIRE, WEANT T A G FE .

6T AR L, B RIGRFEAIL EEhPIEEAL, HRIESE ETVA MRIEIMFHLE, CD8 N T
YAl CDA™SHBN T 4H M IR AT 2 FRAS, TReAEE 1) T ALl 751 T 4080 (Tregs) =i
FE, RO THE[55]. BRI OHLE EEA WA —AN R B PD-L1 A s FIRIA, B
BahiG T AR ) PD-1, W3 T 40MuThRefEss: 55—l MDSCs <548 2 i 40 (1, a4
O] T 4HM AV AN SE B . E R 0 S e (A /N BB L, IR 40 B ETVA J5, R 41418 CD8*
RN T AHMIIRE R, I8 IFN-y 70 MRE 7D, #CA B2 52T, 1 T 4ifedEstr 54 PD-1. TIM-3 1)
FAk I BH G PR AK[56] .

EEA MO L, ETVA GEE 30 NK Z0H 0 e ARG . 2o iTis, ETVA R
KA, AR 2R N i 32 0 =F B2 52 3 2 SAH DG [57]. WL e tHiE S, ETV4 feidid T &
T CXCL10. CXCL11 ffyeik, Hifil NK 24 m s R B 1 524 IRl L Ae i Id TGF-p #ifi] NK 41 i
M NKG2D Sz Rk, FRARE MR A i 6e J1[58]. BRILZ Ak, ETVA ILRETAE B 40 1) ik
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FOPUAR IS, T WA LA AR 90 S 2 25 [59] o
5.3. ETV4 iB{Z B . B RIFERNZ LS FEM

531 fERESS FHEEEREE

PD-L1 5245 /M8 i ik i (% O e e i & mi o 1, IAIE AL AR, ETVA REEIELS & PD-LL
BN HE) T IX 1) ETS IR 45 A 5)7, ER UK i PD-LL [f3RiA[60]. Xie 25 Ai@id ChIP-seq
W MR S B SLLS, BRI T ETVA 1E PD-L1 B3I 7 X FBARL &AL, IESE ETVA4 J2 PD-L1 M E
Pz L AR R (23], (e . = BIPEFLIRE R, #IESE ETV4 maRIARE R LR i 41 i K i
PD-L1 3Rk, /'3 T AHThREFEME A in Tt 25[61]. BRikz #b, ETV4 i&fE 11 PD-L2. VISTA %%
HAB GG s FRIE, RN T ikiR[62]

5.3.2. MLEFSMEETMEEE

R DR RO IR T, A2 M8 40 A AN G 28 4T A8 LG R AZ o A, 1 ETVA B TME [I#% 00y
TRl AR COEUFS, ETVA R EEH 1 2 MR T AR 7RIS, A5t
[Kf- CCL2. CCL5, rhi:kidmifiiatk A7 CXCL1. CXCLS8, B4 ikA T CXCL10. CXCL11, i
BHURAMME T IL-6. IL-10 55, IEREIT XA E AR B4 K N4, ETVA BElR] i 145 22 Fh b2 4 i )
SR WRACAITHRE, AR GUME B B R B AT, OR B A E A R ALIK TE B

5.3.3. Riff - REHEEE

PR AR F gm AR, A2 S N A T B E B K, T ETVA REdid 745 e 4 i (R it e AL,
[ % TME M9 Thit. than ETVA il B HK2. LDHA [R5, 38 5 8 20 B i) 2 i 7K 1
S EUM IR A BT LR K S HEAR[63] s 171 FLER AN Ae L3 A T 40 AN NK 40 35 4k, I8 RE 3 5% MDSCs
(R A ThAE[64] . 46, ETVA it SLCTALL/GPXA Hlif 2 s 40 M4k JE T, I8 BE LA oA 1 BL I 48
IR R FRAS, 1 — ) G % 40 M (1) T RE[65] -

6. RESRE

GEiE MBI, KT ETVAZEMRE R ER, SRcE T8 58—, fEREMIERE L,
ETVA 7245 K 2 B S A 21 23 BT 52 5 W v IR A 88 P 4R 2R i PACIR BRARHAE 5 DI AH %, 2 2 7
SR RBE ST R TS A RAREH, R R ve 7 i S0 T v e A bR B . B T AR BB AR e
HUEIE, ETVAfENECSRE T, Rld EHEGH A Tt R, (3t iR rsg s . (REeMEERs, e
T AR, R E RN TN 2, RSB R E R RN B IR BB . B =, FERE SR
BT B, ETVA SR G e il A b 2 (K S o B i e Sk Al e e el e A IR 1 4 i
PR R G BEAGL A i 23 WA 2%, BIK ) e AR PR 20 O O e A, (bR AR A S IR, 0 88 T A
IR, B 3R e kR A BRI 2. SB00, FERLFVRYTI ) b, #L ETVA REFI0
) P T 200 6 D S8 P PR AN G M) A B O T R, B 25 A 2 35 IR R, A IC s Bk AR T iR A
SRR RIROSE, AR L I R A Ts 0 R R V6 9 7 #E

HEMER Xt e, XAGUIRAA R L2 B v 1. & Je 2 LW TR e e AN 2, B
BEEFRZEPLERE . BN T, E4ERE. B sRHLRMEE, ETVA IIREM
PR FORAR BB, oA EAE B WA SR P M, ISR BRG] [, AR E ETVA
R RERE R AR LS, BURA BCA R A, WIERA RS . ORI R4 BOARH R IR,
ZHW UL T B AE bulk B A AR SGVESGAIE, SR B 2 4. A TRl S 2 2 T ) SR A A, 3R
ATTXE ETVA T2 8 bk 53 L IR 20 M S M SR R R G 8 200 M 11 2 8] 58 FLAE S Bh A8 AR L], %0
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EAEIRN ; FIRS, 1R 2 $EE PR IR FOR 8IS A5 B2 T, Sh/b ChIP-seq iX I8 S0 I B 145 & 1000,
PURIRREAT IR B IE T R 2T . HRTHTA T ETVA MG iaIT IIWE T, #RIE(5 W7 IR R AT 40 e F sh )
SCIOBY B AR ED 2t REEARIIIGRASIRT T, SRIGIE ETVA 1E N TG Al G 167 7 B bR
B HIE RN E -

BT XA RBR, A RXA IR T, NZE S REE LN T . 2B—, RGMENT ETVA 1)
TR AR 2%, 254 ChIP-seq. RNA-seq S5 ZHZEH A, RGie ETVA A FE A B 45
DRI 20 &5 45 L Rl R R R 0, B e A [ e 8 L PR R e M R A LR D0 LR A o AT A0 2 Ty o ) A
PEIEINRE . 2B, KICHTIYECAR, AT ETVA B A3, PR 2 45 25 () 5 4 2 ix i
RO HOR, 76 S am i HeR FUR AL Z 0, AT ETVA 8 MR R 15 B 1 40 s S Mk TR A . AN G g2
1 B 2 TR 28 EAE S sh & AR ALE], e AT S MR - R B ERRINR. =, FFEZ
Hly REEARIIEREAZIRE TS, B0E ETVA AF i TS A1 G2 169797 200 AR S Il PR AR R [+
B RGP EE ) ETVA B2y, DLURECS 1CIs [T R 25 B A 22 A 1, 3 0E S 30 A A TF 9 38 s R I
VAL EE DU, I R R 1] ETVA 25W0BIE K, BB A% s DR 1 Mk DL R 24 RS, B /N 23 #1771 . PROTACSs
Z IRINHIR] . LRI KB I 5Pk, 5 00 E 5 25 S I 5 R T s 2 ek, HEBI
IREEAL

SARISRUL, ETVA 1 Sy 422 988 4 i ST6 14 328 Foe A0 0 2 100 1) S TR B3 A S RO A oMK 0L, 7 98 S b T 7
G REE A, #E EHWERNE. BEETRRABNAEN, ETVA IRA 75 5 O IPR TUG YEAS . RS HETR
T IIRTHE A, R TRATI AR IR S iy TN 24, SR AL AR I SR .

B O
SETAH SR 78 T BAFE ETVA 5 b S 8t e BRI DTk, BRI 2 <5 100 6 A 78 ) SCHF o
B B
AWFFTCAHFAC B TR K, T R3 o R
EemB
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