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OCI-Ly1

RRID:CVCL_1879
Type: Cell Line

Proper Citation

(RRID:CVCL_1879)

Cell Line Information

URL.: https://web.expasy.org/cellosaurus/CVCL 1879

Proper Citation: (RRID:CVCL_1879)
Sex: Male

Defining Citation: PMID:3567358, PMID:8574164, PMID:10676951, PMID:11807979,
PMID:12169673, PMID:19278952, PMID:19358282, PMID:20628145, PMID:23257783,
PMID:23292937, PMID:23699601, PMID:25960936

Comments: Omics: Transcriptome analysis by RNAseq., Omics: Transcriptome analysis by
microarray., Omics: SNP array analysis., Omics: miRNA expression profiling., Omics:
H3K9ac ChlP-seq epigenome analysis., Omics: Genome sequenced., Omics: Deep exome
analysis., Omics: CNV analysis., Omics: Array-based CGH., From: Ontario Cancer Institute
(OCl); Toronto; Canada.

Category: Cancer cell line
Name: OCI-Ly1

Synonyms: OCI-LY1, OCl-lyl, OCI-LY-1, OCI-Ly-1, Oci-Ly-1, OCI-Ly 1, OCI-Ly01, OCI Ly1,
Lyl, LY1

Cross References: EFO:EFO_0005907, BioGRID_ORCS_Cell_line:1211,
cancercelllines:CVCL_1879, ChEMBL-Cells:CHEMBL4295427, ChEMBL-
Targets:CHEMBL4296480, Cosmic:1134602, Cosmic:1295512, Cosmic:1329091,
Cosmic:1517641, Cosmic:1541900, Cosmic:1629932, Cosmic:1636682, Cosmic:1945183,
Cosmic:2276318, DSMZ:ACC-722, DSMZCellDive:ACC-722, ENCODE:ENCBS397COL,
ENCODE:ENCBS729LWO, ENCODE:ENCBS899DSB, ENCODE:ENCBS945KYE,
GEO:GSM1957, GEO:GSM380130, GEO:GSM552450, GEO:GSM1035341,
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PRIDE:PXD012087, Progenetix:CVCL_1879, PubChem_Cell_line:CVCL_1879,
Wikidata:Q54931759
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Ratings and Alerts
No rating or validation information has been found for OCI-Ly1.

No alerts have been found for OCI-Ly1.

Data and Source Information

Source: Cellosaurus

Usage and Citation Metrics

We found 21 mentions in open access literature.

Listed below are recent publications. The full list is available at FDI Lab - SciCrunch.org.
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