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Introduction
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The  Esophageal  Carcinoma  has  two major &+ = “h rver and the PCA Pivelin rformed on the data t of samples in each category Pipeline Graph
histological categories <called the Esophageal S 1 NoDass € Server a = LIPELLIS  BIES  JUSICILRICUSOL © S Celbe O

Adenocarcinoma (EAC) and the Esophageal Squamous see clustering based on the subtype.

Cell Carcinoma (ESCC). The ESCC subtype 1s the -f*jm
neoplasm of squamous cells, wusually associlated y
with alcohol consumption and tobacco use. It 1is
localised to the middle and lower esophagus. The
esophageal Adenocarcinoma 1s predominant 1n the
lower third of the esophagus. Unlike ESCC,
Esophageal Adenocarcinoma 1s closely associated
with conditions 1like gastroesophageal reflux
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The data was analysed wusing the T-bioinfo Server. The l l

Differential Gene expression analysis was performed using
the DEseqg?Z2 algorithm on the T-bioinfo server, for the

Figure 1: Global differences 1in the ; ; '

disease, untreated  can lead to RBarrett’s '1gu , ; pathway enrichment, GSEA enrichment and Pathway Enrichment

: : incidence of histological subtypes of algorithms on the T-bioinfo were wused (streamlined with
Esophagus (Napier KJ et al), a pre-neoplastic esophageal cancer , cited: Joel H. g
condition where the squamous epithelium 1is Rubenstein & Nicolas J. Shaheen DEseqg2) .
replaced by columnar epithelium. The three different analyses were performed for

understanding diverse affailrs 1nvolved in the subtypes: Figure 5 : DEG and Pathway Enrichment

The ESCC 1s the most prevalent histological - Differential Gene Expression Analysis was performed Analysis Pipeline Graph
subtype ot Esophageal Cancer in the world, between the 88 EAC samples and 97 ESCC samples. For the

developing nations such as India reports the

analysis, raw read counts were used. :
majority of the ESCC cases (Figure-1). On the Y ! Figure 4

contrary, EAC 1s majorly diagnosed in the - Differential Gene Expression Analysis and Pathway

population of developed nations like the USA, UK Enrichment analysis was done between two groups:
(Joel H. Rubenstein & Nicolas J. Shaheen). O 13 Normal samples and 88 EAC samples
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Results
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metabolism pathways, chemokine signalling, Cell cycle-related pathways (Figure 10). . important prognostic marker 1n various - :z:g:::::iz::z:z::z:zz::zzj::gg:if; MIRSSZE microftua 3621
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metabolism related pathways were activated
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