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pCMV-T7-ABEmax(7.10)-SpRY-P2A-EGFP
(RTW5025)
RRID:Addgene_140003
Type: Plasmid

Proper Citation

RRID:Addgene_140003

Plasmid Information

URL: http://www.addgene.org/140003

Proper Citation: RRID:Addgene_140003

Insert Name: human codon optimized ABEmax(7.10) SpCas9 variant named SpRY with
P2A-EGFP

Organism: Synthetic

Bacterial Resistance: Ampicillin

Defining Citation: PMID:32217751

Vector Backbone Description: Backbone Marker:David Liu (Addgene Plasmid 112101);
Vector Backbone:pCMV_ABEmax_P2A_GFP; Vector Types:Mammalian Expression,
CRISPR, in vitro transcription; T7 promoter; Bacterial Resistance:Ampicillin

Comments:  The depositing laboratory has released the equivalent ABE8e versions of
this enzyme, which they have found to show much higher editing efficiency. See
https://www.addgene.org/browse/article/28228617/ for the plasmids.

Plasmid Name: pCMV-T7-ABEmax(7.10)-SpRY-P2A-EGFP (RTW5025)

Relevant Mutation: nSpCas9=D10A;
SpRY=A61R/L1111R/D1135L/S1136W/G1218K/E1219Q/N1317R/A1322R/R1333P/R1335Q/T1337R

Record Creation Time: 20220422T221809+0000

Record Last Update: 20260902T042002+0000
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No rating or validation information has been found for pCMV-T7-ABEmax(7.10)-SpRY-
P2A-EGFP (RTW5025).

No alerts have been found for pCMV-T7-ABEmax(7.10)-SpRY-P2A-EGFP (RTW5025).

Data and Source Information

Source: Addgene

Usage and Citation Metrics

We found 11 mentions in open access literature.

Listed below are recent publications. The full list is available at RRID .
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