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Abstract Objective To establish and confirm Prmtl knockout mouse embryonic stem cell lines. Methods Following instructions
of CRISPR - Cas9 system manual, four guide RNAs targeting Prmtl exon4, exon5, exon6 and exon7 were designed. The gRNA combina-
tions were then transfected into E14 cells. Cell lines were selected and verified from protein, mRNA and genome levels. Results Com-
pared with the control group, Prmtl protein and mRNA were not detected in both knockout groups. Genome sequencing proved that non-
sense mutations occurred in Prmtl mRNA | which further led to the abnormal translation termination. Meanwhile, quantitative PCR results
showed that expression of other members of protein arginine methyltransferases, Prmt2,Carml and Prmt6, were not affected. Conclusion

Prmtl knockout E14 cell lines were successfully established, which provided important tools for the study of Prmtl in mouse embryonic

stem cells.
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TALEN, B 20 FAEW R 2 s TH, 7
ZBHIF AT B, R 58 80T H A 56 DR N B 3T A
i A B M AR AR, U — BIESE T CRISPR - Cas9 £
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.22 .
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B2 5 2 Be ok L A 8 42 AU G & & kA, F

Prmtl 520 RA ik, Al B2 H 500 i & & /19—

WESE o A, B MR, Prnt] FBR IS, 400M 2 K&

A —ERR EE R BT, X AT AE 55 Prmtl 4§55 36 P 4 58 %
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WA, HE R4S Rl N 2 8 1 HAR3 B 346 i 23 A
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AU R CA I SCER R A T — 28 RE R {H Prmt]

PP IR K 1 3 L, 2= A B = AT TR B4R
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34T Prmtl (LR, BIF5E HAE IR I & & b 9 R AL
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