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Expression and Methylation Status of Long Non-coding
RNA XLOC_005009 in Esophageal Squamous Cell

Carcinoma
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(Cancer Institute of Hebei Province, Shijiazhuang 050011, China)

Abstract: [ Purpose | To investigate the expression and methylation status of long non-coding RNA
XLOC_005009 in human esophageal cancer cell lines and esophageal squamous cell carcinoma
(ESCC) tissues. [Methods ] Reverse transcription-polymerase chain reaction (RT-PCR) and methy-
lation specific polymerase chain reaction (MSP) methods were applied to detect the expression and
methylation status of XLOC_005009 in esophageal cancer cell lines (TE1,TEI3,T.TN and E-
cal09) treated or untreated with DNA methylation transferase inhibitor 5-Aza-dC and ESCC tissues
and the corresponding noncancerous tissues. [Resulis] The expression of XLOC_005009 in 4
treated cell lines was increased. Each site of XLOC_005009 gene showed hypermethylation in the
4 untreated cell lines,after 5-Aza-dC treatment,the methylation status of XLOC_005009 was de-
creased. The expression of XLOC_005009 in ESCC tissues was significantly lower than that in
corresponding normal tissues (0.21 £0.22 vs 0.32 +0.29, P <0.05). Methylation frequency of
XLOC_0059009 in the distal CpG islands and the exon 2 region was not significantly different be-
tween ESCC tissues and corresponding normal tissues. The expression of XLOC_005009 in ESCC
tissues with XLOC_005009 methylation in the distal CpG islands and the exon 2 region was not
significantly different from that in ESCC tissues without methylation of both regions. Methylation
frequency of XLOC_0059009 in the exon 1 region was significantly higher in ESCC tissues than
that in corresponding normal tissues [45.61%(26/57) vs 19.30%(11/57),P<0.05],and was closely
correlated with lymph node metastasis, pathological differentiation and TNM stages. The expression

of XLOC_005009 in ESCC tissues with XLOC_005009 methylation in the exon 1 was significantly
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lower than that in ESCC tissues without methylation of this region (0.06+0.06 vs 0.33+0.23, P<
0.05). [Conclusion] The decreased expression of XLOC_005009 is closely related to the occur-
rence and development of ESCC and its exon 1 region methylation may be one of the mechanisms

to lead to the silence of XLOC_005009.
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Figure 1 CpG island distribution of XLOC_005009 and location of MSP primer
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Figure 2 Expression of XLOC_005009 mRNA in esophageal cancer cell lines
before and after treated with 5-Aza-dC
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Figure 3 Methylation of XLOC 005009 gene in esophageal cancer cell lines
before and after treated with 5-Aza-dC
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Figure 4 Expression of XLOC_005009 mRNA in ESCC and
corresponding normal tissues

Table 2 The relationship between mRNA expression of XLOC_005009 gene
and clinicopathologic features in ESCC tissues
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Note: Case 1 :methylated ;case 2:hemi-methylated ; case 3 :unmethylated ; PC: positive control;
BC:blank control ; M : methylated ; U : unmethylated ; MA : 100bp DNA Maker.

Figure 5 Methylation of XLOC_005009 in ESCC and corresponding
normal tissues
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Table 4 The relationship between methylation status and
mRNA expression of XLOC 005009 in ESCC
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