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REAEENHIFER! REBREERBLAE (B ERREHRE
PEXFET R RIRE “ AKFHERIEETR]” FER2ERIE 58
BHEHIP\TE (Nature Cell Biology) B HRKERNHELREFERSEIRE
BHAR A& R EE/ER RS- FHLH

MR HIRALE (Science Advances) #z~THt MSN-NONO & &85 1) CREB 55
T8 B AT AR = BA P L AR SR AL RS AR YR 9T R SR

WREF NS5 &1EHTE (Cell Research) H/RIEE /R FIVR E A Azt e IR MR
Fe2E LR

£ REFINSE&VEEA (Protein & Cell) #R%i& RNF43 745 B BV 40 B &
HERREE

TR R A B\ R RS — A 0 2 T DA b 44 P e )5 SRR

FRBEHEFN Jun—0 Jin BIBALE {Nature Communications) i KHFEHE Mt & FinH
| AR NPR BT TR B ieyT

FZBI\NSE&/EETE (Cell Research) T AJK Pannexin 1 EERISHEThEE
B/ R R K HA1EE RS = FH A R RBORFHLH]

REAEBHHFER ! RE/REERBAE (BHE) EFIREFERR!

JbsitE 1 B 31 H, (BlE) (Science) Z4EHEL AR T H H RFEAEYE
AT FCRE AN B e g 2= B AT 9 03 s 2 R R 2 T (N BAF B S48 A A% /MK
HIZ5R)Y  ( “Structure of Nucleosome—bound human BAF Complex” ) HIHWF5E
WL (Research Article) o MR IRIE T ARG B E EW) BAF 456 1%/
PRI VAR HBR 45 04, 0 Gt Joii S S AL AT BAF 7y 000 99 738 S0 ML b1 11°) PR At A 1) 2
HESHEH

VERNERZ AR ALY AR, Jett gt i R 3, XM Eis s a R T
WIARTE DN R A7 B AL 5T, (RISt A A v 3l i W AT i B T bRk .
PRI, Ge 57 B Bl 4 5 SR R ek DL R R B H SR 3 UM oG . v 1 SR G
WIERETURES, BERZMMKEE T — RN . Gyt 5 82 e 5 20
AR EE TN, RO ESESY (chromatin remodeling complex) il



KR ATP 3R AL RE R FT AL /M (Bl AR B R B0 A DNA S5 H H 2 (1]
A EAE R, NI 58 e 205 (1) 2 R 5 544

BAF S FLBN4) SWI/SNF RIS BB R G, R s+
B —E BRI (1 Megadalton) HIEAY, 21 20%8 1 & 415 BAF W
FERAFE YRR . BAF S &Y 305 Qe to i 1 B L 7T fe R 2 S
PRARAE o

BEMRBHE ZFH TS AW 2K, BRI NE BAF- =/ MEE S0
T PRA R B A, AR HER N 3. T A, Base BRI N 3.0 A T
RILERIEW B R BAF B AW+ 42 1 20 25 77 20 B KBS 2 A R A% /)N
P77 AT 7R ) o Fe A A I S A7 AR RAS A ZE I I 2%, ARTD1A FH SMARCBI,
I3 A A EE R IMA R 45 A R R A .

X —TAE B 7 BAF AL BEFIR A% /IMA BTN, A28 46) 1 A B it
T X BAF $0AT 1% /IMA 51 B T RE A BAF 7% #50ses AL i) () B A o

?Bmmooomam Y PHD finger domain ‘ ATP/ADP

-
I DNA binding domain (ARID, HMG, WH)

FEl1 BAF-RIMAS AR IE R

52K 2B W I 2 S0 e A B R = e v SR R 28 — B, B B R 4t )5
g, 2016 i LA, 2014 i LA HIFONASCIL RIS —1E3E, 1REMH
RNIEEE . PRI AT G G ERFRHE B RO B E A A0
JOIEFE G IR BRSO BRI S F 7 BB ISR

BBXIGEET A RIRA “ ARATEREETHR]” FEREFE KB
2020 £ 3 H 26 H, “ARREREETTR]” EAT 2020 FEHEBITHE 45, 3K

B XI5 L3R4S “ HER R TH EFRSE B, UG Fh i 5 47 8 40 & 1
F (R EVEEEF MM HiF RSN “Mechanosensitive dynamics at



the fertilization synapse” , %UilHEASFE LEKGFEREEKFIEHHEA S
—, BIERKR=FEHAE LT 105 JIEITM BN, dhd 2 ik 2020 452 KRR
—rE CREEHIX) 2.

Mechanosensitive dynamics at the fertilisation synapse
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“CNZEETERISAHR]” (Human Frontier Science Program, HFSP)
A& [H b A B S B, 32 B [r) 4 BR A dn AL A0 i) B RIS YR . BT
LRI X RS (novel, innovative and interdisciplinary basic
research) o FFAISAIAEM XK S 2. B (HENIES: L TERSE
F AT EAAE, SR AEm R E TR R . J 1990 Lk, OF 28 frx AR
HVRREE TR 5E B A 0 3RS0 DR 2. 2020 4, HFSP 3L #| 702 1 HiF,
HepFRkEERE., A, oo, MEmE., fmtd. B P A E S E 1
8 NI H (23 AiEkHEZ) 3R “ FHEREK 7 D H % B) (Young  Investigator) .

& 7, HESP RReRAE B b Bk RS FIE 04 A . xR B 7T
FEEBNOLIRTS HFSP R K Bt B p - B B N 223, BET Fu 0z i oK bl 2 8 AL dE
D GEHERY, 2006)  ¥#XTF (EZRGKHG, 2007) o FHE (ChEERY:
BeaQOCE T, 2010) « BER CHERMEROR RS, 2014)  ZEilHE GEHEKRYE,
2015)

X IR B2 A Y R 2t S B B A L R B U % . 245Kk, —
BB TS SV 528 XRHEREIT, 328 a0 540 s A 4
P20 BRI B8 S S HE TR A 4 AT . 124 ik, FEAEY). P, SN R
HF) Cell. Phys. Rev. Lett.. J. Am. Chem. Soc.Z5KERZEHIA L L. Hi,
KT BRI # 55 AW 2247 77 TR FE G T 2015 SRR T
Cell 243, FF#iZERMALL Preview FIIERSG T T &I, 258051
it 340 RIR. VEEKATEERKH (HFHR (Le Monde) ) FF2#RON RUBH 7T T AR
TRBHRIE, VP TAEFTRE 1A R R A BRSO, B A R P A B B, AT
AT R SE A AT NI JEIT .



ERFEHEIAFE (Nature Cell Biology) #HEX#HIEBRNEBERERSE
s B R A R I E B R THLH

Rl R 2 £, WA RIS AL BT AR T 8%, T
[R5 % i (pancreatic ductal adenocarcinoma, PDAC) i pR 12 Wi 3 H Xt
ITT 25, PRAE 2 BRVE FEl PDAC &3 BUshEAH AL T FEZ R 2 —. Bl
AT PDAC WA &0a97 7 ZAAEE AR . Jerliat Fe 388, 72 Bl 0112
W w5 AL P A S B JEH2  (Branched-chain amino acid , BCAA) & &%
(1, {HZFE PDAC & HIE A S HALHIA B o

i H, BB BEIE IR LA Nature Cell Biology Z4& B R T 3% BCAT2-
mediated BCAA catabolism iscritical for development of pancreatic ductal
adenocarcinoma, #{X#ER TR Kras RAFIKE) ) BCAA-BCAT2 (Sréa
FR- SRR LR LG 2) QU Hh7E PDAC FL3 & A= H i 35 B4 A1 4 F AL,
DL AR [ 3] BCAT2 B H BCAA IR 4 J8 2% PDAC 3t JE .

nature LETTERS

C L‘” biOIOg}’ Bttps:/dol.org/10.1038/541556-019-0455-6

BCAT2-mediated BCAA catabolism is critical for
development of pancreatic ductal adenocarcinoma

Jin-Tao Li**", Miao Yin'*", Di Wang'*", Jian Wang'?, Ming-Zhu Lei"?, Ye Zhang’, Ying Liu*,
Lei Zhang®, Shao-Wu Zou®, Li-Peng Hu’, Zhi-Gang Zhang 7, Yi-Ping Wang ©'?, Wen-Yu Wen 5,
Hao-Jie Lu®, Zheng-Jun Chen®, Dan Su® and Qun-Ying Lei »'#*

FERX T Firt, B R e AL T 2 P 7 T B AE A K1 AHEURE e
BB RS I PRAFE it 7K P R B KRAS 975 5 S5 1) S B 25 e X 1 0 2 {1 I e 119
R, JEHAERIAR A AR A o E— D@t i FIR AN T B T N 7R
(5> FHLH o B A PDAC /N ERBERUHIF 5 1 I BCAA IR B Beat?2 0 I (E
P If PRAH DA o

Normal PDAC



fE3—FM 2, Nature Cell Biology [FIHARCAK & @PFIL L H The KRAS-
BCAA-BCAT2 axis in PDACdevelopment. iZ3FiS48H! “IX IR 57N & 1 MR 4n i
TEMR e ik R AR I B AT B8 . /R Fa 1 BCAA-BCAT2 ARSI HHTE Kras RAFDK
1P T/ A e g i A b ) B AR P R BH T BCAT2 iR B4 FHLA  ZEIRG R HT
HAKE b, S 2 A R B TR T R R A T A NI IS R

W&, B H R4 Y)0 S0 50 B F0 b g < e 35 [F) 25— s for, | HOR
2014 24, 2015 HIH A4 Fil A F#IE NS SCOLRE—1EE, &
T A NI SCE AR

MR EIBAIE (Science Advances) BT MSN-NONO B A& EIE /K
CREB 15 5B B 7T LN = P 3L IR SR AL 7E IR IT 5T SR

=PFAMFLIEE (Triple—negative breast cancer, TNBC) T Z #1524k (ER,
PR, HER-2) HIRIAERZIGIT AR, — B2 FLIRRE T TR R SR a I (R e 1
(1] o Bt 0k = B 1 2L g O IR N, B 98 N IR — BLAE -4 = B E LRI V6 97 10
SRR AT, BT R B A RO = B AL E T T &

IEH, M E® BB Science Advances Z:EE L KK T @ H
Interfering MSN-NONO complex—activated CREB signaling as a therapeutic
strategy for triple—negative breast cancer HIWFATEIR N, i~ T =M
FLME R e M = 2RI 1 MSN v] DLdE IS 55 4% H 1 NONO AH HLE AR 3t 38l PKC € 11
e, MM CREB FFHiluE 7 H TS S @&, AT MSN MIRHE 5
PR T RHT I X = B M L s R IT VAR T RS .

SCIENCE ADVANCES | RESEARCH ARTICLE

CANCER

Interfering MSN-NONO complex-activated CREB
signaling serves as a therapeutic strategy for
triple-negative breast cancer

Yuanyuan Qin'?*, Weilong Chen'?*, Guojuan Jiang', Lei Zhou'?, Xiaoli Yang', Honggqi L#®,
Xueyan He', Han-lin Wang®®, Yu-bo Zhou®, Shenglin Huang’, Suling Liu'"

N T FARAE = BIVE SRR T SR ARAE AR DR DU A BB (1 = B PR FL B
ITHI 7548 R MIERES A1 AR 9 Bk 7 A 2 i 0 5 N i = Bk LB AN R =
P 2L e D A P R AN R AR AS 2R 4T 1 RNA U PR 3 A B0 MSN 7 = B 4% 7L Jl e
FRE PR R IR . MSN J& T ERM SXREE 1, BRI 558 1o il A I3 2 BRI L REWS
AERERRAAE (2], ARPIAMSEEG R I MSN B (R AL R, IR HaX R %
SR ZUA T 558 L RiTR E BRI FE I B IR AL o



MLl b, flAT T & B0 MSN e 5 4% 85 19 NONO AH BEAEFH « DAAERT 7R IRIE MSN
TG T B AN AN A SR A P 0, T NONO & — MZEM IR H . 1T
% MSN 25 75 40 B HH 10 50 A 175 00 & BT A F 7 MSN &R A AMXAZE T4i B i
A BRI NAZAT ], I HSZERIE S MSN 1 NONO [RIAH FLAE FH 2 MSN A K% 1%
o NONO /2 cAMP M B 115 5 3 i A A — AN ZEL R 0, AT 1383t S50 4 B MSN Ji
it 5 NONO ¥ AH ELAE R 32 CREB 18 I W R A 2 b Ui 22 R R 3Rk /K F- o 45 A
KARiE, NONO 25 cAMP 15 Z i % 1)t A2 2 I 4 8 RNA KA B A1+ CREB M
I TOA T T 22 TR 1 i 37 X SR (Rt B DR e o, AN RE FF R B CREB 1)
WERR ARSI [3] . CREB & —MiiZ e i, HE AR T Z A A
1SR A FE A FH o ABATTAE MSN e 218 20 Hi 28 1 25 10 o0 B 28 e A o R 21 17 38
pPKC & f74E . #E—B 4R Ft pPKC ¢ £ MSN-NONO AH H.F F {2 CREB B2 L id F2
HEIPER, AR IR pPKC € BIA% R ALK F-7E MSN B3 NONO @i fH ¥ 40 i 2 4 52
N BAh, FERIH PKC B/ 54055 Go6983 Ab 3 L w4 M 2 f5 MSN i
TR E it CREB WM AL FI I R 22 (R %h o 25 B PR, 24 MSN 5 NONO & A= AH ELAE
FHAE NONO 35 Bl 2k N 20 iz s, Bl pPKC € thidid 5 MSN (A BAF A 8 A
k%, pPKC & AN# 2 Jafd434% A I CREB #ERRAL, #4% T CREB 15 5@ i
— AR T PR Bk o 3 AMIBAT TR FH R B PR = 1P L s A 0 S P RS A
JARTLPEAL T CREB AE N = B AL VR T ¥R s AR . 25 27, CREB #1471
66615 FLMh T X 4 P S A L B AR KA S A E R, T S ATT 2
Y2 PEAB RIS A A I AR K R IR 2 . B4 KE, AR aR B BEIR
FH MSN 2 Hoi PKC € 7EA4% R A NONO FOF5 B Nt N 41 A% . pPKC € HIH% & A1
b TH#E1S CREB BER1L, MM CREB {5 ‘5l B HE S, 358 1T &8 cAMP M N o it
FRIAE IR A Z2 3510 ALS2 2 CONAL,  He 2% i3k L iy i) ik g

U Breast cancer progression

W, B BERAAEMEEE B R IR B L S A kiR BRov ke
NSRS 1, MR EE Il E L .



WEFNSE1EETE (Cell Research) &7~y E 55 FIVE B 4H Arig P se i)
R AL 2ER

IRE T 2N AT R A A AT, RAEYA A TE AL . 7R 2L
SrEGE R, [RIUR G R I A E A DR G € SR (] A AR O B N B 20 A8 e, TR
AR S (AR o BU i B A, AN T 2 G L Z R0, 35 1 A& B .
PRI, OBl 0 22 ORI AT . Yo RSl B Fooe A b B A 55 A48 A4 T A W it
TRE AT . B 7RI 5 R E A DR AR T I ] #E, A
WEFE N B B iz i g g | — e d AR .

(A B 20 S IR B 0 R A% O A, B AN AR Dok B o 2 R 2B AR o S e 1)
Fnlt, AR RIR G AR IR R B AR . L R s B R A B2 B A . L/
OB, IREU ARV E AL LG T SPO11 1 GM960 & AIFT/r 511 DNA XU
Wr%¢ (Double-Stranded Breaks, DSBs); B )5, Wi sz SoRumbI#E. HEEANR
MfE DSB SRAFE R AL G fA 2 [AJE AE X (Crossover) BAEAE X

(Non-Crossover) , A1, K/ DSBs i8R MAERR X, KLIMA 10% DSBs
EEEN S

DSB iz s - AEBENL > A, 12 BA B R, Rz #ad Chotspot) .
RE A PRDM9 K H AT 1 H3K4Ame3 B 1ELE 2 Ef FLE0%) DSB #4 siik#%
WO YR SBAER, [H&, KT PRDM9 /) 31 H3K4me3 7t DSB 12 & i+ 2
WAL ), PRDMO K HA T 1) H3K4me3 /2 752 5115 DSB 15 & it F2H [FlJK
HAHMEIUE, DLAHBERMBMRE 72 G WA P REEM, &%, BiAs
TE A o DR g AR sy 0 P2 1) 45 0 2R PR ety LBl A0 ek 0 22 AT 300 1 4, i DAT]
Y5 H A0 iy da P e AL — B A L0 B 20 I T B AR R

2020 42 A 11 H, B EREH S R+ A Sk asg oo (Rl
AV S MBSO BEEDGREA . J6E K F 7 E R A AR
Cell Research |- ’&% % it 3 “Refined spatial temporal epigenomic profiling reveals
intrinsic connection between PRDM9-mediated H3K4me3 and the fate of double-
stranded breaks”. 52 fif PRDM9 #5¢ DSB # pifff 5t A [H, 1% 3C#EH PRDM9 K&
HAFH H3K4me3 A w5 n g2 5 7 DSB 2, 5HFEVEE
Hepiz g e KUERAAE ) DSBs S ] TAE B AAE X o ARSCANFE
5 R 2 di i e NS SURRAS BT B 7T SR AL OB A, IR SE 1 aBE P 5T A e pl
) AR 2 R B A TR 458 A S 12



(~] Cell Research

Refined spatial temporal epigenomic
profiling reveals intrinsic connection
between PRDM9-mediated H3K4me3 and
the fate of double-stranded breaks

Yao Chen, Ruitu Lyu, Bowen Rong, Yuxuan Zheng, Zhen Lin, Ruofei Dai, Xi Zhang

7% 78 T 2 W DCUREZH AR ST A0 23 B BT S R AR RS AT O B AR &R, i
AR A0 [F) 20 K 8 I e S A RS 4 M e ISk, BRI AT ] RERPRS 1 R AR T 7%
WG AR S AR 2 T LI AT RS QOB 7T . betn, EEDOREAH G a5 T BiA
ERE5HE. R4 E1E, 2018 45 7 H 30 H7E Cell Research k% T
@k “Single-cell RNA-seq uncovers dynamic processes and critical regulators in
mouse spermatogenesis” 183, Zxfill 1k 7K AR o A RS A0 4 sk B I Bh A AR
KT, RG] XA AT BE 7 TRl AL SRS T R AT
I AL Fe et 1 Rt HE

ﬁ/ Spermatogenesis Purification of synchronous

=3 synchronization =3 spermatogenic cells

Vasa-mCherry, Lin26-YFP (WIN18,446/RA) (Flow cytometry)
double positive mice

A
Mitotic cells Meiotic S phase Meiotic prophase |
I = —
Undiff A1 B mpL L mZ V4 eP mP D

? Histone modifications
¥ Open chromatin
4 DNA methylation

ChIP-seq NOMe-seq

P 1o BERE 2N 0 0 R A o 2 E A R R A% 2L I 2 ST

VERIRE S R R FN T 555, T 1 B 1 A% 72 15 DL A n o] 4 ek 4
SRFENRE A, AT R ARSI A L, 0o 24 RTI | 0 a4
T AT (B 1), 454 ChIP-seq 32K, 2047 1 AU4% H3K4me3 7£
(1) 8 FheH 25 FHB R TE kB 7 AT J5 &8k N NOMe-seq, W% T DNA
B AL DL G BB R BOIR S HIEI A2 (B 1), #8oR 1 Z B UK B o)
ZLTTHA | 20 B A0 B R A

R R, PRDMO /51 H3K4me3 1211 7E 412k 1 (Leptotene) 46 4= 1%, &
BRI IRR R, MEZPHEA (K 2a) 5 FN, 8FE~4 1 H3K4me3
MR 2. XFh H3K4me3 #1284k 5 DSB & & i F4 o [H] Y5 55 41 r [a) 740 () T AR



B, #2278 PRDMO 5] H3K4me3 FJ fit3 5 7 DSB 18 H it i, MR¥EA p
HIH IBFTE], AFFFEN G4k TR 5 B 20 #0 s A 5% ) H3K4me3 2 NIU AP SR, I
B A1) H3KAme3 5 50 5 9 fE 3 i, H'E 4% 1 B K1) PRDMO 454 5
5 ([ 2b-e) 5 FRECHE T 1 H3KAme3 12 S8R 59 BE 59, H ARm =
Ao IR Eg BRI E A ) PRDMO /v 511 H3K4me3 1] {38 i 52 1 [H] Y5 5 41
a5 vh A4k dHJ(double Holliday Junction), MifiiE—5 A28 X IR, 1 AR LL g5
T PIE T S 48 5 AR BRIEAS X

A

A
J i .
i v Bl & |

€ . d

b L mz Z P mP -
e | ‘ N L
2.700 Iz24 3
| - | 2 | /A
':"'_'"‘_:_" | IO By Cortme T
4032 % > 2
— o |G A A CATCT S [
Fostumover PR———— SR FACEAZCAICTES [ o=
= —r s | L GACRACRICLY [-
i - [ BAGYACYASCAICT |-

2: PRDM9 51 H3K4me3 1&1fi (4514 a. PRDM9 /i 5[] H3K4me3 {83 UCSC
track, & ZL {075 5457~ PRDMO /5 (1) H3K4me3 155 b. MR T H3K4me3 15 558 %,
WA H3KAme3 21 1) Ji i If [BKs L 43 DU FP AL s c-d. mZ i Bt H3K4me3 {21115 5 1~ 3
B B S0 AL IR PURSRAY h (LA e PRDMO 454 JE 48 bk DU R 2 A o (i w245 000

55 H3K4me3 #HLL, H3K4mel BEififE AP Al EH IR, KA 50,
HHES T B2 AME. ARERE, ALY BT LI BN %3] DSB #
O DXIHAZ /MR H3K4Amel 4 H3K4me3 BT B AR I 48 TR 4hSLEGHIE S PRDM9
BA AL H3KAmel f3E T, BTN S H3K4mel T HE/& PRDMO {4k =4
H3K4me3 i FEHIF A& 1R LA H3KAmel 427 51 4 4 v R AR B i
B AT g B

& FiREE A, AW 5 R B T H3K36me3 5 H3K27ac & 4 T B4l #4 i4,
i H3KOme2 &1 IS 2 T B A A0 05 [RIRS, 0 82 381 J 2H P o Xk et 5 4
FERHM LI AEERZE, A8 H3K36me3 5 H3K27ac HIE %, &
H3K9me2 Hkk, FNERBE BT I, HIBE Prdm9 mefRim Az, KA FREM
K734 PRDMO {RHPE] . 5 H3K4Ame3 25180, FHEL T e 287, RU™ A4 1
H3K36me3 5 H3K27ac A HMIIME THE S5 %A, FEMBE N, &R
H3K36me3, H3K27ac DA & G4 ta i T8 RT G5 H3K4me3 — 3L [F] 7£ DSB firiz ik



EHRFEREAER . [FIRE, BEFE R B BRI AL A, KIL T 4537 NE
FEH DSB # i, Horh BAS i mE i 302 M SE S G SE AT IR N IR 2047 .

z: FRTR, AW RS IR T PRDM9 45/ H3K4me3 LL & H3K4mel.
H3K36me3. H3K27ac. H3K9me2 FI Y% th it F¥ JEAE I B oy St 72 X R J5 I 3h 2
A4k, BB T PRDMO K H A S #) H3K4me3 1411 5 DSB #iriz e g A ek, 12
H T“PRDM9 M A5 H3K4me3 BifiAERERE DSB ff ik, 1 Hrlfg
W% DSB RGBS FE, MifivkE DSB vz B it . 1B 30K 2 4H 5[]
BAB R — AN 5T H R o

&, HEBERL S A A G (RIS S A A Y S A
B BREERE A, & B KRR AR B gt SRS CE A, JbniRE
TR FHEPRS Wt m RS 2 B A O 8 AR R F S o [ R} 2 B 3 1 4 A R R
O CEIEFEYINE S 20 DM E L NI FE S — & MR R .
HRHBE 7 40 A S R O R AEIL S S AN AE Y I AT 2 DU AT
56 K% E R 7T 51 S0 E S [EE AR .

HKREFNS E1EELE (Protein & Cell) i RNF43 fE45 B EN AR 4
B RERIURE

4 E e e AR ECE IRV 2 — . BT = R T, 4
e H AT SN KRB M. DA RE  (signet-ring cell cancer, SRCC)
S A B — R R . ARFE 2010 AR WHO 422200 S5hnite,  EN4T
P 1 5 A ZR N 50% LA 1 e 240 A PR R 1 G A 1 PR s A LA
B TN O A AL R AL, E TR T T B A R g b . TESE
Wt EOARCAE AR BN, (TR S BRI 1% . ED R B R R
I3 AF W A% G5 I B AR AT s TG HeAR G Ie 150 22, 5 4EAE AR AE 0%-36%2 1] ;
RIS B3 HAAS I, £ 60% FA) B i 20 i S8 5 (E 2 I T8 4b T 110 BB IV 3.
UbAl, O e A B R A EL A e e S I A R, B AL B A il eIl T9% K
35.7%, HEUDRAMN R . BRI, 258 B0 ol B BOR00 21K, (HAR 77K
TG 2, (AR SR, A R4E5 BNt s R A2 KRR B A 24 1)
AEWEENL B ET AN 2

i, Wi KA AN S & BRI & M R B R AR F AR E I RS
HR 22 00N B2 52 0T 50 P 4 [ 5 A 5T 5% & A /E Protein & Cell B KR TN
Frequent RNF43 mutation contributes to moderate activation of Wnt signaling in
colorectal signet-ring cell carcinoma 3L & . BT IS % 29 151 45 B i B Ak 4t g
FEFEARR AR IR, 45650 Rl Bk it i, iR 171X —
2D B 70T RFAE
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hitps://doi.org/10.1007/513238-020-00691-0 Protein & Cell
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Frequent RNF43 mutation contributes
to moderate activation of Wnt signaling
in colorectal signet-ring cell carcinoma

it s, 4 EM SRCC i i WL RAZFL K TP53 (55.2%)
RNF43(34.5%), MUC16(31.0%), TTN (31.0%), PCDH17 (27.6%), KMT2D(24.1%)
F1 SMAD4 (20.7%). 5 TCGA 145 B 1 1) i (Adenocarcinoma, AC; n=458)
Je KGR (mucinous adenocarcinoma, MAC; n=59) llF¥dE HEL, SRCC
RNF43 1AL B B B3 5, 111 APC I RAEANZA A 3.4% (1/29) , JE#H1E AC
K MAC AR 5T 70%. [A), RNF43 7£ SRCC il AC/MAC HRARE R A
[, SRCC "I RNF43 RAEZ A N it X RAE (p.Glud3*f p.Argl32*) ;
AC/MAC ', Z# RNF43 5’4 A C B G I RAE (p.Gly659fs) . APC Al
RNF43 #fs2 WNT @A BRI R 1, BATNRIERTIEE B-catenin 1 3B
Fe A . ;X F B SRCC Al AC/MAC 3% Wnt/p-catenin i@ 14 (1) 5 20 AT ASH - LA,
MAPK F1 PI3K i i AH < 5 [Fl 7E SRCC [ RAZ Z AL - B CL AR IE ) KRAS.PIK3CA
[ FAL AR AL, BFFC N L &I PTEN. IRS2 A BRAF £ 3Kk 5) 5848 £ SRCC
AR KA. = MAPK AT PI3K 38 % 1305 P e /2 ‘T2 SRCC I3 JE R AU 1)

AR 6 X SRCCIAC/IMAC [ H 21117 RNA-seq, K ILLEAS [F]IE 24 1)
JpdeE A, Wint JE BSOS, (HAE SRCC IR IR E:59, XA A5 RNF43
FRAFKE Wt 8BS E RS A %, Ak, SRCC 5 b R-la 78 ifth I AE
FUSARF AR L R R IEIE A, 7T RE A SRCC iR 28 A W47 N BRI o

EASFR e, T2 502 B AN ) &5 B P B o 20 e A0 S R R 72 43 A, N
SRCC SUEHLHI LML T8 1 ILAR . RNF43 2848 & 58 — ANl 4R IE () vl g 58 SRCC
RSP R A B S RS S AR . i SR IR R () SRCC 2 T4k, A HJE SRCC
(R B M AL T B8 1 Al

7, iR EMI R B BRI MR R KN 2R 28 E AT =
Jifi e B2 HL R 2 TSR 15 240 9 P A [ B AT 78 D RN AR SCRIE AR, B EL R 2= i
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