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Abstract
PVT1 was originally identified as a transcriptional unit from a human homologous sequence to Pvt1, which was 

cloned from murine plasmacytoma with t(6;15). Previous studies have revealed various genetic alterations in the 
PVT1 locus, including chromosome translocation, amplification, chromothripsis, and single nucleotide polymorphisms 
in human diseases, suggesting important roles of PVT1 in the pathogenesis. However, because this locus does not 
produce protein coding sequences, its functional properties have not been characterized and its biological significance 
remains unclear. Recent studies have shown that the PVT1 locus encodes lincRNAs and microRNAs. Therefore, 
current investigations are being performed focusing on the biological features of this long-standing puzzle gene as a 
non-coding gene.
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Introduction
Majority of cancer cells show chromosome abnormalities, 

including amplifications, deletions, and translocations, and these are 
caused by genetic alterations during tumor development. Identification 
of genes that are responsible for these chromosome abnormalities has 
elucidated important tumoriogenic mechanisms. 

In human B cell malignancies, chromosome translocations, 
involving one of three immunoglobulin gene (IG) loci (heavy chain 
gene, IGH/14q32; kappa chain gene, IGκ/2p12; lambda chain gene, 
IGλ/22q11), are frequently observed and are strongly associated 
with tumorigenesis. Among these IG loci, IGH/14q32 is the most 
common target, and chromosome translocations involving IGκ/2p12 
or IGλ/22q11 are less common, thus those are called as “variant” 
IG-translocations. Molecular cloning of the breakpoints of IG 
translocations has revealed several oncogenic sequences that play 
crucial roles in tumor cell development [1]. The gene targeted by IG 
translocations becomes closely associated with IG transcriptional 
elements, resulting in deregulated expression. Most of these targeted 
genes physiologically involves in the cell cycle, differentiation, apoptosis, 
or signal transduction in B cells. Thus, deregulation of their expression 
impairs biological functions and leads to B cell tumorigenesis.

The plasmacytoma variant translocation 1 (Pvt1) gene was 
originally cloned in early 1980s from a variant translocation 
breakpoint of t(6;15), which involves the Igκ locus, observed in murine 
plasmacytoma [2]. Thereafter, a homologous human sequence (human 
Pvt1) was identified from the equivalent translocation t(2;8)(p12;q24) 
observed in human Burkitt lymphoma [3], and a transcriptional unit 
encompassing this sequence was cloned and defined as PVT1 [4]. Thus, 
PVT1 was one of the first genes to be cloned from IG translocations. 
Although several studies have investigated the functional roles of PVT1 
since its molecular identification, similar to other genes cloned from IG 
translocations, the functional aspects still remain unclear. 

In addition to chromosome translocations, it is well known that 
PVT1 is a target of genetic gains and amplifications in various cancers 
[5-7]. Moreover, recent genome-wide screening experiments indicated 
that Single Nucleotide Polymorphisms (SNPs) around the PVT1 
locus are predictive of susceptibility to malignant or non-malignant 
diseases [7-12]. Therefore, observations of these genetic alterations 
(translocation, amplification, and SNPs) in the PVT1 locus in various 
diseases suggest that it plays important roles in pathogenesis. 

The PVT1 locus produces various alternative transcripts [4], 

although no protein coding sequences have been determined thus far 
[7]. Several microRNAs (miRs) from both human and mouse PVT1/
Pvt1 loci have recently been validated [13,14]. In addition, transcripts 
from the PVT1 locus have been identified as large intervening non-
coding RNA lincRNA [15]. Although the biological significance of 
these RNAs is under investigation, the functional characteristics of 
PVT1 are being analyzed as non-coding RNAs. 

This review summarizes on the current knowledge of the structures, 
genetic alterations, and functions of PVT1.

Structure
The PVT1 region is located 57 kb downstream of MYC on 8q24 

and covers approximately 300 kb upto the telomeric end (Figure 1). 
This gene comprises at least nine annotated exons and encodes at 
least six alternative transcripts of 2.7~3.3 kb length [7]. Nonetheless, 
no protein-coding sequences have been identified in these alternative 
mRNAs.

Huppi et al. [13] recently identified and observed miR1204, 
miR1205, miR1206, miR1207-5p, miR1207-3p, and miR1208 
expression, which reside within the PVT1 region, but do not overlap 
any PVT1 exons [13]. Although human and mouse PVT1 (Pvt1) 
transcripts are encoded in significantly different positions in annotated 
exons, relative positions of miRs are highly conserved between species 
[7,13,14], indicating fundamental roles of these miRs across diverse 
species. Transcripts produced from PVT1 are presently considered to 
be lincRNAs [7,16], which are non-coding transcripts of more than 
200 nucleotides that may be involved in several biological processes. 
Moreover, gene expression profiling using lincRNA probes recently 
revealed that PVT1 encoded transcripts are among the top 30 lincRNAs 
expressed in gastric cancers [15], suggesting functions of PVT1 as 
lincRNAs in carcinogenesis. Therefore, PVT1 is believed to be a host 
gene for lincRNAs and miRs, rather than a protein coding gene.
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Genetic Alterations in Human Diseases
Chromosome translocation

Chromosome translocations involving the 8q24 locus are observed 
in all cases of Burkitt lymphoma, some cases of non-Hodgkin 
lymphoma, and advanced cases of multiple myeloma [17,18]. Among 
8q24-translocation partners, IGH/14q32 is the most common, followed 
by IGλ/22q11 and IGκ/2p12. These result in t(8;14)(q24;q32), t(8;22)
(q24;q11), and t(2;8)(p12;q24) translocations, respectively [17]. In 
addition to IGs, various non-IG partners are translocated with the 
8q24 region [18-20]. Lymphoma or multiple myeloma with the 8q24 
translocations shows rapid clinical progression irrespective of tumor 
types. Therefore, identification of the genes responsible for of 8q24 
translocations is critical for understanding these aggressive cancer 
phenotypes.

In t(8;14)(q24;q32) translocation, 8q24 breakpoints are to the 
5’-end of MYC or its first intron. No transcriptional units have been 
identified from the intervened sequence between the 8q24 breakpoint 
and MYC, and the oncogenic actions of MYC are well characterized. 
Therefore, MYC is believed to be responsible for the t(8;14)(q24;q32) 
translocation. In contrast, breakpoints of other variants or non-IG 
8q24 translocations are to the 3’-end of MYC, or within or downstream 
of PVT1. Because MYC is a strong cancer-associated gene and PVT1 is 
a non-coding gene, it is more likely that MYC would be responsible for 
those translocation rather than PVT1.

Although few breakpoints within PVT1 have been cloned, some 
putative breakpoint clusters have been found near PVT1 exon 1, Burkitt’s 
Variants’ Rearranged Region 1 (BVR1 ), and the human homologous 
region of Pvt1 (Figure 1) [21-24]. However, the relationship between 
clinicopathological observations and these breakpoint clusters remains 
unknown. 

Chromosome translocations targeted to the PVT1 region often 
create chimeric transcripts, comprising PVT1 exon 1 and partner 
genes [18,25,26]. As discussed below, PVT1 exon 1 is also co-amplified 
with MYC in various cancers, potentially indicating its pathological 
significance. 

PVT1 amplification

Gains in copy numbers or amplification of 8q24 have been noted in 
various cancer cell types and are often associated with poor prognosis or 
drug resistance [7]. High-resolution analyses of somatic copy-number 
alterations indicate that the 8q24 region is one of the most frequently 
amplified regions across human cancers [27]. The prominent oncogene 

MYC is located on this locus, and no protein coding sequence has 
been identified in the surrounding 1.8 Mb [7]. Therefore, MYC has 
long been considered responsible for 8q24 gains and amplifications in 
cancers. However, recent studies indicate that MYC is not always the 
target of 8q24 amplification. For example, Guan et al. [6] reported that 
MYC and PVT1 independently contribute to ovarian and breast cancer 
development in cell lines bearing 8q24 amplifications.

Huppi et al. described two types of the 8q24 amplification, 
designated amplification 1 and amplification 2 (Figure 1) [7]. 
Amplification 1 includes MYC, PVT1 exon 1, and miR1204, whereas, 
amplification 2 comprises the region distal of PVT1 and miR1208. 
Amplification 1 is often co-amplified with MYC and PVT1 exon 1, and 
upregulation of both transcripts has been described in colon cancers, 
small cell lung cancers, and neuroepithelioma. However, the biological 
and pathological significances of these two amplification regions 
remain unclear. 

Chromothripsis

In addition to chromosome translocations and amplification, the 
PVT1 locus has been shown to be the target of chromothripsis, which 
is a process by which distinct chromosomes or chromosomal regions 
become fragmented into numerous segments during catastrophic 
events, and the segments are then inaccurately reassembled by 
DNA repair mechanisms [28-30]. Recently, large-scale genome 
wide screening studies of numerous meduloblastomas revealed that 
PVT1 fusion genes are highly recurrent and are generated through a 
chromothripsis-like process in group 3-type meduloblastomas [26]. 
One of the PVT1 fusions, 5’-PVT/MYC-3’, has also been found in a 
colon cancer cell line containing double-minute chromosomes derived 
from 8q24 [5].

Single-Nucleotide Polymorphism (SNP)

Previous studies have revealed that the 8q24 region is important 
for susceptibility to several malignancies and to some non-malignant 
diseases [7-12]. This risk is primarily associated with SNP variants 
at the proximal end of MYC, although a few susceptibility variants 
have been identified in the PVT1 region (Figure 1) [7]. Whereas most 
risk variants have been analyzed in relation to MYC, Myer et al. [9] 
recently identified a functional SNP variant that reduces binding of 
the transcription factor YY1 and is associated with increased PVT1 
expression in prostate cancers. 

PVT1 has also been linked with susceptibility to non-malignant 
diseases, including end-stage diabetic renal disease [10,11]. The 
associated-risk SNPs are located within the PVT1 locus, and one of 

Figure 1: Relative positions of MYC (three exons), PVT1 (nine exons), microRNAs, translocation breakpoints, SNPs and amplification regions are shown. This figure 
is modified from previously published manuscripts [7,20,24-26]. The direction of the bold arrow indicates centromere to telomere.
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the resulting variant transcripts is expressed in kidney cells. Therefore, 
PVT1 may be implicated in the development and progression of diabetic 
nephropathy, through mechanisms involving Extracellular Matrix 
(ECM) accumulation [31]. In addition, a genome-wide association 
study of 9,772 patients with multiple sclerosis identified PVT1 as one 
of 29 novel susceptibility loci [12].

Function
Although previous studies of genetic alterations around the PVT1 

locus implicate PVT1 in the pathogenesis of the human diseases 
mentioned above, little is known of its function, and contrasting 
effects on cell survival have been reported [6,32-34]. Guan et al. [6] 
showed that inhibition of PVT1 but not of MYC induces apoptotic 
responses in breast and ovarian cell lines with amplified and over-
expressed MYC and PVT1. This result indicated that PVT1 is an anti-
apoptotic molecule [6]. In contrast, Barsotti et al. [32] reported that 
PVT1 and miR1204 are induced in a p53-dependent manner and that 
ectopic miR1204 expression leads to increased p53 levels and cell death, 
controversially suggesting pro-apoptotic activities of PVT. However, 
differences between these observations may reflect differing materials 
and methods and may also be due to functional differences between 
PVT1 lincRNA and miR1204. Alvarez and DiStefano [31] observed 
that PVT1 expression was significantly up-regulated after treatment of 
human mesangeal cells with glucose and suggested that the resulting 
ECM accumulations cause diabetic nephropathy. 

Further studies on the biological functions of non-coding RNAs 
may facilitate understanding of the pathogenic and physiological 
functions of PVT1.

Conclusion
Numerous previous reports have identified various genetic 

alterations within or surrounding the PVT1 locus. Although PVT1 
appears to play pivotal roles in human disease, little is known of the 
associated biological characteristics. Recently, it was recognized that 
the PVT1 locus contains sequences for lincRNAs and microRNAs 
[7]. Future functional analyses are warranted to clarify the biological 
significance of PVT1, a long-standing puzzle gene.

Acknowledgements

This work was supported by a Research Grant on Priority Areas from 
Wakayama Medical University 2013 and a grant (No. 25461433) from the Ministry 
of Education, Culture, Sports, Science, and Technology (MEXT), Japan. I would 
like to thank Enago (www.enago.jp) for the English language review.

References

1.	 Willis TG, Dyer MJ (2000) The role of immunoglobulin translocations in the 
pathogenesis of B-cell malignancies. Blood 96: 808-822.

2.	 Cory S, Graham M, Webb E, Corcoran L, Adams JM (1985) Variant (6;15) 
translocations in murine plasmacytomas involve a chromosome 15 locus at 
least 72 kb from the c-myc oncogene. EMBO J 4: 675-681. 

3.	 Graham M, Adams JM (1986) Chromosome 8 breakpoint far 3' of the c-myc 
oncogene in a Burkitt's lymphoma 2;8 variant translocation is equivalent to the 
murine pvt-1 locus. EMBO J 5: 2845-2851.

4.	 Shtivelman E, Henglein B, Groitl P, Lipp M, Bishop JM (1989) Identification of 
a human transcription unit affected by the variant chromosomal translocations 
2;8 and 8;22 of Burkitt lymphoma. Proc Natl Acad Sci U S A 86: 3257-3260.

5.	 Shtivelman E, Bishop JM (1989) The PVT gene frequently amplifies with MYC 
in tumor cells. Mol Cell Biol 9: 1148-1154.

6.	 Guan Y, Kuo WL, Stilwell JL, Takano H, Lapuk AV, et al. (2007) Amplification 
of PVT1 contributes to the pathophysiology of ovarian and breast cancer. Clin 
Cancer Res 13: 5745-5755.

7.	 Huppi K, Pitt JJ, Wahlberg BM, Caplen NJ (2012) The 8q24 gene desert: an 
oasis of non-coding transcriptional activity. Front Genet 3: 69.

8.	 Al Olama AA, Kote-Jarai Z, Giles GG, Guy M, Morrison J, et al. (2009) Multiple 
loci on 8q24 associated with prostate cancer susceptibility. Nat Genet 41: 
1058-1060.

9.	 Meyer KB, Maia AT, O'Reilly M, Ghoussaini M, Prathalingam R, et al. (2011) A 
functional variant at a prostate cancer predisposition locus at 8q24 is associated 
with PVT1 expression. PLoS Genet 7: e1002165.

10.	Hanson RL, Craig DW, Millis MP, Yeatts KA, Kobes S, et al. (2007) 
Identification of PVT1 as a candidate gene for end-stage renal disease in type 2 
diabetes using a pooling-based genome-wide single nucleotide polymorphism 
association study. Diabetes 56: 975-983.

11.	Millis MP, Bowen D, Kingsley C, Watanabe RM, Wolford JK (2007) Variants 
in the plasmacytoma variant translocation gene (PVT1) are associated with 
end-stage renal disease attributed to type 1 diabetes. Diabetes 56: 3027-3032.

12.	International Multiple Sclerosis Genetics Consortium; Wellcome Trust Case 
Control Consortium 2, Sawcer S, Hellenthal G, Pirinen M, Spencer CC, et al. 
(2011) Genetic risk and a primary role for cell-mediated immune mechanisms 
in multiple sclerosis. Nature 476: 214-219.

13.	Huppi K, Volfovsky N, Runfola T, Jones TL, Mackiewicz M, et al. (2008) 
The identification of microRNAs in a genomically unstable region of human 
chromosome 8q24. Mol Cancer Res 6: 212-221.

14.	Beck-Engeser GB, Lum AM, Huppi K, Caplen NJ, Wang BB, et al. (2008) Pvt1-
encoded microRNAs in oncogenesis. Retrovirology 5: 4.

15.	Ulitsky I, Bartel DP (2013) lincRNAs: genomics, evolution, and mechanisms. 
Cell 154: 26-46.

16.	Guttman M, Amit I, Garber M, French C, Lin MF, et al. (2009) Chromatin 
signature reveals over a thousand highly conserved large non-coding RNAs in 
mammals. Nature 458: 223-227. 

17.	Boerma EG, Siebert R, Kluin PM, Baudis M (2009) Translocations involving 
8q24 in Burkitt lymphoma and other malignant lymphomas: a historical review 
of cytogenetics in the light of todays knowledge. Leukemia 23: 225-234.

18.	Nagoshi H, Taki T, Hanamura I, Nitta M, Otsuki T, et al. (2012) Frequent PVT1 
rearrangement and novel chimeric genes PVT1-NBEA and PVT1-WWOX 
occur in multiple myeloma with 8q24 abnormality. Cancer Res 72: 4954-4962.

19.	Sonoki T, Tatetsu H, Nagasaki A, Hata H (2007) Molecular cloning of 
translocation breakpoint from der(8)t(3;8)(q27;q24) defines juxtaposition of 
downstream of C-MYC and upstream of BCL6. Int J Hematol 86: 196-198.

20.	Bertrand P, Bastard C, Maingonnat C, Jardin F, Maisonneuve C, et al. 
(2007) Mapping of MYC breakpoints in 8q24 rearrangements involving non-
immunoglobulin partners in B-cell lymphomas. Leukemia 21: 515-523.

21.	Henglein B, Synovzik H, Groitl P, Bornkamm GW, Hartl P, et al. (1989) Three 
breakpoints of variant t(2;8) translocations in Burkitt's lymphoma cells fall within 
a region 140 kilobases distal from c-myc. Mol Cell Biol 9: 2105-2113.

22.	Cario G, Stadt UZ, Reiter A, Welte K, Sykora KW (2000) Variant translocations 
in sporadic Burkitt's lymphoma detected in fresh tumour material: analysis of 
three cases. Br J Haematol 110: 537-546.

23.	Kroenlein H, Schwartz S, Reinhardt R, Rieder H, Molkentin M, et al. (2012) 
Molecular analysis of the t(2;8)/MYC-IGK translocation in high-grade 
lymphoma/leukemia by long-distance inverse PCR. Genes Chromosomes 
Cancer 51: 290-299.

24.	Shimanuki M, Sonoki T, Hosoi H, Watanuki J, Murata S, et al. (2013) Molecular 
cloning of IGÎ» rearrangements using long-distance inverse PCR (LDI-PCR). 
Eur J Haematol 90: 59-67.

25.	Shtivelman E, Bishop JM (1990) Effects of translocations on transcription from 
PVT. Mol Cell Biol 10: 1835-1839.

26.	Northcott PA, Shih DJ, Peacock J, Garzia L, Morrissy AS, et al. (2012) 
Subgroup-specific structural variation across 1,000 medulloblastoma genomes. 
Nature 488: 49-56.

27.	Beroukhim R, Mermel CH, Porter D, Wei G, Raychaudhuri S, et al. (2010) The 
landscape of somatic copy-number alteration across human cancers. Nature 
463: 899-905.

28.	Stephens PJ, Greenman CD, Fu B, Yang F, Bignell GR, et al. (2011) Massive 
genomic rearrangement acquired in a single catastrophic event during cancer 
development. Cell 144: 27-40.

http://www.enago.jp
http://www.ncbi.nlm.nih.gov/pubmed/10910891
http://www.ncbi.nlm.nih.gov/pubmed/10910891
http://www.ncbi.nlm.nih.gov/pubmed/3924592
http://www.ncbi.nlm.nih.gov/pubmed/3924592
http://www.ncbi.nlm.nih.gov/pubmed/3924592
http://www.ncbi.nlm.nih.gov/pubmed/3024964
http://www.ncbi.nlm.nih.gov/pubmed/3024964
http://www.ncbi.nlm.nih.gov/pubmed/3024964
http://www.ncbi.nlm.nih.gov/pubmed/2470097
http://www.ncbi.nlm.nih.gov/pubmed/2470097
http://www.ncbi.nlm.nih.gov/pubmed/2470097
http://www.ncbi.nlm.nih.gov/pubmed/2725491
http://www.ncbi.nlm.nih.gov/pubmed/2725491
http://www.ncbi.nlm.nih.gov/pubmed/17908964
http://www.ncbi.nlm.nih.gov/pubmed/17908964
http://www.ncbi.nlm.nih.gov/pubmed/17908964
http://www.ncbi.nlm.nih.gov/pubmed/22558003
http://www.ncbi.nlm.nih.gov/pubmed/22558003
http://www.ncbi.nlm.nih.gov/pubmed/19767752
http://www.ncbi.nlm.nih.gov/pubmed/19767752
http://www.ncbi.nlm.nih.gov/pubmed/19767752
http://www.ncbi.nlm.nih.gov/pubmed/21814516
http://www.ncbi.nlm.nih.gov/pubmed/21814516
http://www.ncbi.nlm.nih.gov/pubmed/21814516
http://www.ncbi.nlm.nih.gov/pubmed/17395743
http://www.ncbi.nlm.nih.gov/pubmed/17395743
http://www.ncbi.nlm.nih.gov/pubmed/17395743
http://www.ncbi.nlm.nih.gov/pubmed/17395743
http://www.ncbi.nlm.nih.gov/pubmed/17881614
http://www.ncbi.nlm.nih.gov/pubmed/17881614
http://www.ncbi.nlm.nih.gov/pubmed/17881614
http://www.ncbi.nlm.nih.gov/pubmed/21833088
http://www.ncbi.nlm.nih.gov/pubmed/21833088
http://www.ncbi.nlm.nih.gov/pubmed/21833088
http://www.ncbi.nlm.nih.gov/pubmed/21833088
http://www.ncbi.nlm.nih.gov/pubmed/18314482
http://www.ncbi.nlm.nih.gov/pubmed/18314482
http://www.ncbi.nlm.nih.gov/pubmed/18314482
http://www.ncbi.nlm.nih.gov/pubmed/18194563
http://www.ncbi.nlm.nih.gov/pubmed/18194563
http://www.ncbi.nlm.nih.gov/pubmed/23827673
http://www.ncbi.nlm.nih.gov/pubmed/23827673
http://www.ncbi.nlm.nih.gov/pubmed/19182780
http://www.ncbi.nlm.nih.gov/pubmed/19182780
http://www.ncbi.nlm.nih.gov/pubmed/19182780
http://www.ncbi.nlm.nih.gov/pubmed/18923440
http://www.ncbi.nlm.nih.gov/pubmed/18923440
http://www.ncbi.nlm.nih.gov/pubmed/18923440
http://www.ncbi.nlm.nih.gov/pubmed/22869583
http://www.ncbi.nlm.nih.gov/pubmed/22869583
http://www.ncbi.nlm.nih.gov/pubmed/22869583
http://www.ncbi.nlm.nih.gov/pubmed/17875538
http://www.ncbi.nlm.nih.gov/pubmed/17875538
http://www.ncbi.nlm.nih.gov/pubmed/17875538
http://www.ncbi.nlm.nih.gov/pubmed/17230227
http://www.ncbi.nlm.nih.gov/pubmed/17230227
http://www.ncbi.nlm.nih.gov/pubmed/17230227
http://www.ncbi.nlm.nih.gov/pubmed/2747644
http://www.ncbi.nlm.nih.gov/pubmed/2747644
http://www.ncbi.nlm.nih.gov/pubmed/2747644
http://www.ncbi.nlm.nih.gov/pubmed/10997962
http://www.ncbi.nlm.nih.gov/pubmed/10997962
http://www.ncbi.nlm.nih.gov/pubmed/10997962
http://www.ncbi.nlm.nih.gov/pubmed/22120970
http://www.ncbi.nlm.nih.gov/pubmed/22120970
http://www.ncbi.nlm.nih.gov/pubmed/22120970
http://www.ncbi.nlm.nih.gov/pubmed/22120970
http://www.ncbi.nlm.nih.gov/pubmed/23113889
http://www.ncbi.nlm.nih.gov/pubmed/23113889
http://www.ncbi.nlm.nih.gov/pubmed/23113889
http://www.ncbi.nlm.nih.gov/pubmed/2181290
http://www.ncbi.nlm.nih.gov/pubmed/2181290
http://www.ncbi.nlm.nih.gov/pubmed/22832581
http://www.ncbi.nlm.nih.gov/pubmed/22832581
http://www.ncbi.nlm.nih.gov/pubmed/22832581
http://www.ncbi.nlm.nih.gov/pubmed/20164920
http://www.ncbi.nlm.nih.gov/pubmed/20164920
http://www.ncbi.nlm.nih.gov/pubmed/20164920
http://www.ncbi.nlm.nih.gov/pubmed/21215367
http://www.ncbi.nlm.nih.gov/pubmed/21215367
http://www.ncbi.nlm.nih.gov/pubmed/21215367


Citation: Sonoki T (2014) PVT1: A Cancer-associated Non-coding Gene Revisited. Clon Transgen 3: 120. doi:10.4172/2168-9849.1000120

Volume 3 • Issue 1 • 1000120Clon Transgen
ISSN: 2168-9849 CTG, an open access journal

Page 4 of 4

29.	Forment JV, Kaidi A, Jackson SP (2012) Chromothripsis and cancer: causes 
and consequences of chromosome shattering. Nat Rev Cancer 12: 663-670.

30.	Korbel JO, Campbell PJ (2013) Criteria for inference of chromothripsis in 
cancer genomes. Cell 152: 1226-1236.

31.	Alvarez ML, DiStefano JK (2011) Functional characterization of the 
plasmacytoma variant translocation 1 gene (PVT1) in diabetic nephropathy. 
PLoS One 6: e18671.

32.	Barsotti AM, Beckerman R, Laptenko O, Huppi K, Caplen NJ, et al. (2012) 
p53-Dependent induction of PVT1 and miR-1204. J Biol Chem 287: 2509-2519.

33.	Cao WJ, Wu HL, He BS, Zhang YS, Zhang ZY (2013) Analysis of long non-
coding RNA expression profiles in gastric cancer. World J Gastroenterol 19: 
3658-3664.

34.	Esteller M (2011) Non-coding RNAs in human disease. Nat Rev Genet 12: 
861-874.

http://www.ncbi.nlm.nih.gov/pubmed/22972457
http://www.ncbi.nlm.nih.gov/pubmed/22972457
http://www.ncbi.nlm.nih.gov/pubmed/23498933
http://www.ncbi.nlm.nih.gov/pubmed/23498933
http://www.ncbi.nlm.nih.gov/pubmed/21526116
http://www.ncbi.nlm.nih.gov/pubmed/21526116
http://www.ncbi.nlm.nih.gov/pubmed/21526116
http://www.ncbi.nlm.nih.gov/pubmed/22110125
http://www.ncbi.nlm.nih.gov/pubmed/22110125
http://www.ncbi.nlm.nih.gov/pubmed/23801869
http://www.ncbi.nlm.nih.gov/pubmed/23801869
http://www.ncbi.nlm.nih.gov/pubmed/23801869
http://www.ncbi.nlm.nih.gov/pubmed/22094949
http://www.ncbi.nlm.nih.gov/pubmed/22094949

	Title
	Corresponding author
	Abstract 
	Keywords
	Introduction 
	Structure 
	Genetic Alterations in Human Diseases 
	Chromosome translocation 
	PVT1 amplification 
	Chromothripsis 
	Single-Nucleotide Polymorphism (SNP)

	Function 
	Conclusion 
	Acknowledgements 
	Figure 1
	References

