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EGFP % %3813 APk (ES) Milgic CRISPR/Cas9 i % Fi v CHINEBE & B E AR T - Al = T O K8 ES fillg 2
e L7z, EGFP % %83 %Ki ES Mifg & mCherry %533 % 1IE4% ES Mg & 2R C 8 flgiRIciE A L. ALk
PR~ ZWZBH L TR A TR A/ER L 720 I54 5575 HTHA BN L. EGFP & mCherry ®5HME O % i3 %
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2. NIH3T3 il 2 F v 7= M s & B i a1 O st

Cas9 % 768l & 72 NIH3T3 Mifa (2 Koike-Yusa 5 @ CRISPR/Cas9 ¥ A7 L D% ) 5T 4 Rz gRNA L v F 74 v
A 54 751) —8) (Nat Biotech 32, 267-273, 2014) % J&§ X &, B4 B 51 ICZ R 2 852 NIH3T3 ML %R, 7%
bHERMIS A 750 — %2 ER L7z, COERMKT A 75 — 28385 & MBS ICHDb L BIETICEREZH
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< A WHE S H R @ NTH3T3 MiffaiZ. CRISPR/Cas9 DL Y F oA VAR ¥ — % &G 385 Z & T, GFP
SRR S AL 72 BN 3% B A Al AR O I 2 E R L 720 £ OMilIE 2 1B 7 NIH3T3 Milld & & L THesise
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P4 13, NIH3T3 M2 B\ T, Hippo B OHRE KT Tead {EMEDiE ) ML O M TR G2 Z 5 2 L 285 L
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