
Maximize Your Short-Read Data

Detect structural variants (SVs) with high sensitivity and specificity—alongside SNVs, 
InDels, and CNVs—in a single linked-read NGS assay. 

Dovetail® LinkPrep technology enables de novo detection of structural variants while 

preserving all the strengths of traditional whole genome sequencing. Paired with 

the Dovetail® Analysis Portal, LinkPrep technology unlocks a complete solution for 

comprehensive somatic variant profiling requiring no specialized informatics expertise.

All Your Variants. One Click Away.
Detect SVs, SNVs, InDels, and CNVs 

with unmatched clarity.

Part of Cantata Bio, LLC

Gain Deeper, Actionable Insights 

 ; Base-pair resolution of SV breakpoints—ideal for probe design or biomarker discovery

 ; Integrated detection of SNVs, InDels, CNVs, and SVs in a single dataset

 ; Interactive, intuitive analysis portal with built-in annotation and interpretation tools

 ; Exportable summary reports to support downstream research decisions

A More Complete Solution for Somatic Variant Detection
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Transform Short Reads into Deep Insight.
Try out the Dovetail® Analysis Portal at

https://portal.cantatabio.com

Structural Variant Biological Implications In Cancer

Name ▲
▼ Cancer Genes ▲

▼ Cancer Types ▲
▼

▲
▼Possible Mechanism

Sample Information

Sample HGG008T

Mean Coverage 30.5x

Mapped Reads 344,372,716

Long-Range Linkage 46.4%

Duplicate Rate 20.9%

Purity (95% CI) 100.0% (80.0 - 100.0%)

Ploidy (95% CI) 2.0 (1.9 - 2.2)

Diploid Proportion (95% CI) 54.2% (41.1 - 54.8%)

Whole Genome Duplication No

Genomic Analysis Report
FOR RESEARCH PURPOSES ONLY
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Dovetail® Variant Analysis v1.0

Inter-Chromosomal Structural Variants (4 of 17)

t(18;X)(q12;q21) chr18:28,481,424 (-) chrX:95,796,481(+) 3,800 64% 5,597.5 1bp Balanced

t(6;11)(q25;q24) chr6:157,972,804 (+) chr11:125,661,473(-) 3,771 69% 3,602.4 1bp Unbalanced

t(12;15)(q24; q15) chr15:40,450,790 (-) chr12:121,442,785 (+) 3,960 62% 3,984.3 1bp Balanced

t(12;15)(q24; q15)

Name ▲
▼ Breakpoint 1 (Strand) ▲

▼ Breakpoint 2 (Strand) ▲
▼ Support ▲▼ VAF ▲

▼ Score ▲
▼ Resolution ▲

▼ Balance Status ▲
▼

Intra-Chromosomal Structural Variants (4 of 10)

del(13)(q21q22) chr13:66,840,000 (+) chr13:73,130,000 (-) 5,355 6,290,000 910.8 10kb

inv(5)(p14q33) chr5:20,023,781(+) chr5:155,777,978 (+) 4,387 135,760,000 4,761.6 1bp

inv(3)(q23q29) chr3:140,000,000 (-) chr3:193,900,000 (-) 4,154 53,900,000 2,502.0 10kb

Name ▲
▼ Breakpoint 1 (Strand) ▲

▼ Breakpoint 2 (Strand) ▲
▼ Support ▲▼ Size ▲

▼ Score ▲
▼ Resolution ▲

▼

Copy Number Variants (3 of 593)

PLCG1 20q12 chr20:41,136,960-41,196,801 Gain 3.40

TOP1 20q12 chr20:41,028,822-41,124,487 Gain 3.40

MAFB 20q12 chr20:40,685,848-40,689,236 Gain 3.40

Gene ▲
▼ Cytoband ▲

▼ Location ▲
▼ Classification ▲

▼ Copy Number ▲▼

SNVs, Insertions, and Deletions (3 of 22)

TP53 chr17:7,675,217 Missense c.395A>C (p.Lys132Thr) 5 5 100% Hotspot, Driver

KRAS chr12:25,245,350 Missense c.35G>T (p.Gly12Val) 34 54 63% Hotspot, Driver

SMAD4 chr18:51,047,193 Frame Shift Ins. c.153dup (p.Asp52ArgfsTer2) 19 21 90% Driver

Gene ▲
▼ Position ▲

▼ Classification ▲
▼ Variant ▲

▼ Support ▲▼ Depth ▲
▼ VAF ▲

▼ Addl. Info ▲
▼

t(2;20)(p12;q11) chr20:38,428,242 (-) chr2:82,711,542 (+) 3,202 32% 502.6 1kb Unbalanced

del(19)(q13q13) chr19:40,470,000 (+) chr19:44,720,000 (-) 3,175 4,250,000 968.6 10kb

KDM2B Gastric Cancer, Breast Cancer KDM2B is a tumor suppressor. Chromatin remodeling if KDM2B has been shown to disrupt expression and linked to cancer progression. 

t(6;11)(q25;q24) SYNJ2, CHEK1 Breast Cancer, Ovarian Cancer
CHEK1 is involved in DNA damage response and cell cycle regulation. A translocation involving CHEK1 may disrupt tehse function, potentially

leading to genomic instability. SYNJ2 is involved in endocytosis and may play a role in cellular signaling pathways linked to cancer progression.

del(13)(q21q22) KLF5, DIS3 Colorectal Cancer, Breast Cancer KLF5 overexpression due to enhancer hijacking; DISP3 mutation often linked with impaired RNA, possible disruption of tumor suppressor functions
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