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Clustering Analysis on Hot Research on Tumor Epigenetics
LI Xiao-li
(Shiyan People’s Hospital Affiliated to Hubei University of Medicine, Shiyan 442000, China)

Abstract: [ Purpose | To analyze the hot research issues and its research trend of tumor epigenetic.
[Methods ] Key words and related bibliographic information on tumor epigenetic research litera-

tures were selected from SCIE database and analyzed by SPSS18.0 software for co-word clustering;
then high frequency MeSH wre extracted to generate the co-occurrence matrix and co-word cluster-
ing. [Results | The top 5 clustered word groups from 2003 to 2007 were tumor epigenetics, inheri-

tanc, DNA methylation, epigenetic processes and histone modification respectively; and the top 7
clustered word groups from 2008 to 2012 were tumor epigenetics, non-coding RNAs, DNA methy-
lation, histone modification, hypomethylation, epigenetics processes and histone acetylation respec-

tively. That showed epigenetics, hypomethylation and tumor epigenetics, tumor epigenetics process-
es and histone modification and tumor epigenetics had become the focus in the field of tumor epi-
genetics research and the concern of the tumor epigenetics researchers. [ Conclusion] Researches
on tumor epigenetics at present are mainly focused on analysis of reasons for the formation of tumor
epigenetics, specifically on hypomethylation and tumorigenesis, histone modification and tumorigen-
esis, and non-coding RNAs and tumorigenesis in addition to researches on tumor epigenetic process-
es, loss of impriting and so on. Tumor epigenetics research is gradually turning from the simplified,
superficial research to the deep and complicated one.
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Table 1 The high frequency MeSH (from 2003 to 2007)

No. High frequency MeSH N % p;ﬁggﬁgg}:z&) )
1 Epigenetic, tumor 780  8.0233 7.0231
2 Inheritanc 652  6.2321 14.2554
3 DNA methylation 321  3.4656 17.7210
4 Epigenetic processes 297  3.1412 20.8622
5  Histone modification 176~ 2.9014 23.7636
6  Hypomethylation 253  2.9001 26.6637
7  Histone acetylation 253 25014 29.1651
8  Island methylator phenotype 245  2.3612 31.5263
9  Methyltransferas 212 2.1718 33.6981
10 Cgp Island 201 2.1315 35.8296

Table 2 The high frequency MeSH (from 2008 to 2012)

No. High frequency MeSH N % pegggl?;gzzs/o )
1 Epigenetic, tumor 993  8.2231 8.2231
2 Inheritanc 613  4.2405 12.4636
3 DNA methylation 548 44645 16.9281
4 Epigenetic processes 425  3.0435 19.9716
5  Histone modification 413 2.9812 22.9528
6  Hypomethylation 408  2.9024 25.8552
7  Histone acetylation 318 2.5232 28.3784
8  Island methylator phenotype 287  2.3416 30.7200
9  Methyltransferas 278  2.1734 32.8934
10 Cgp Island 214 2.1236 35.0170
Table 3 The high frequency MeSH co-occurrence
matrix (2003~2007)
MeSH Epigenetic Inheritanc DNA Epigenetic
thylation processes
Epigenetic, tumor 780 553 231 215
Inheritanc 553 652 145 187
DNA methylation 231 145 321 165
Epigenetic processes 215 187 165 297
Table 4 The high frequency MeSH co-occurrence
matrix (2008~2012)
MeSH Epigenetic Inheritanc th]}:f)ll;ltiAon m(f—cllli;it((:):teion
Epigenetic, tumor 993 513 465 378
Inheritanc 513 613 315 246
DNA methylation 456 315 548 378
Histone modification 378 246 378 425
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Figure 1 The literature high frequency MeSH dendrogram in 2003~2007
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Figure 2 Document high frequency MeSH dendrogram in 2008~2012
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