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In vivo CRISPR screening reveals cooperation of KM 72D and TP53 deficiencies in B-cell
lymphomagenesis
(AE/RNCRISPRAZ J —= 7IZ X D Sl BRAYE Y v S IESEAEIC B 1T 5
KMT2D & TP53 5% o Wi )

(REDEE)

VFEAMEKRMERBM AN Y > & (Diffuse large B-cell lymphoma : DLBCL) (%, I
PEY U NECTHR O EBEICRO DLW TH D, EEAREFFIENKT0% D BE TR
D35 —J, BOITHBEREL R PRARTH D, KEREEZXIZ L LB T
MROFMER, BHELHEZL2BRTFREDNRE SN, TNO6DY ARBERIEICKT D
EMFRIRBERSHRBEROZ IIRMBIFATH 5,

ABFFETIE. BB O BARF AT HFZE TSR I R 23580 b, BRRETE R R 2 R
TE S 5863EA5 1% KGRI E DsgRNAT A 77 U R L=, Cas9% fHEMIZRILT
LY UANGIEMBATEMZSRRL, K747 T VHKRD LV F AN AR SH
Teth. FRBEZITVN, B R YIRS 2 5 e kk & 7038 I 28 18 355 & %8 9iE 3 5 4 RN CRISPR

(Clustered Regularly Interspaced Short Palindromic Repeats) FREHEARAIZ 7 ) —=0 7
EERB L, BIEFREIGEONTZEREICY L CORERZHSC7 e —3 4 M A MY —fif
Brz47v, & 6 ICsgRNAFE R s IZ X972+ — 7 2 X (sgRNA sequencing : sgRNA-
seq) . BT YV UfiENT (Whole-exome sequencing : WES) | RNAY —/4/7 VA A —TF v
Jua<F UEEICRT B 2 — 4 & (Assay for Transposase-Accessible Chromatin using
sequencing : ATAC-seq) ZEJ L, FHRAICEITH KT A4 NN—EHE TR, sgRNAR G
TEI S DA T FE (second-hiti ) OF M, B FREOHABREMIT T 2L &8
(CHTHIB IR 73 F DR AT - T,

sgRNA-seq & WES DA FENT O FEF . BlFatE U o /S CldsgRNAGK FHE Ik O Kmt2d 5
W Lsecond-hit®H & L TOTrpI3RF N AEICHEHFAT L2 &L 2P L7z, DLBCLE#H
KOKRBBEBEFT — 2B LIEHERTH, ZOBMEAREERLAHEETRD L
. FRICHEBERPICE W THE CTHRARIKFTH o7, RNAY—7 2 X & ATAC-seq
ARG IR UTeRE R, Km2d s %2 H 3 5B Y V \EICB W CTmps3 8w 214 5 5%
A, Yapl OB R H L. YAP1 (Yes-associated protein 1) O E7= 25 HEFKR - TH 5D
TEAD!1 (Transcriptional enhanced associate domain 1) OFEEETF—7ESIO A4 —TF 7
R F U~ O BREREPRO N, SHIiL, Wl FREELAT S5 FDLBCL
MRS T O~ U ZOBEET VEHWIZKRFEIC L Y . YAPIZERN & LEEBEFIT AL
FOFEHIADRNT G EGIH IR 2 R"T 2 & 2 FEFE LT,

AWFFEIE, ERHNCRISPRA 7 U — = 7 i CTHE#MIRIEDLBCLZ T 5~ 7 A€
TR L, VT A7 AT AR T, FHIRFIER & 00 5 29 F2FE LT,




