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Expression and Methylation Status of LncRNA

XLOC 002319 in Gastric Cardia Adenocarcinoma
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Shijiazhuang 050011, China)

Abstract; [ Purpose ] To investigate the expression and methylation status of IncRNA XLOC_002319
in GCA(gastric cardia adenocarcinoma),and to elucidate its role in GCA.[ Methods] qRT-PCR and
MSP methods were used respectively to detect the expression and methylation status of
XLOC_002319 in GCA tissues,atypical hyperplasia tissues and corresponding non-cancerous tis-
sues. [Results] The expression of XLOC_002319 in GCA tumor tissues and atypical hyperplasia tissues
was significantly reduced compared to corresponding non-cancerous tissues (P<0.01),and the ex-
pression of XLOC_002319 in GCA tumor tissues was associated with lymph node, pathological dif-
ferentiation and TNM stage (P<0.05). The methylation frequency of XLOC_002319 promoter in
GCA tissues(61.54%) and atypical hyperplasia tissues(54.84%)was significantly higher than that in
corresponding normal tissues(17.95%)(P<0.01),and the methylation frequency of XLOC_002319
promoter in GCA tissues was also associated with lymph node, pathological differentiation and TNM
stage (P<0.05). The expressions of XLOC_002319 in GCA tumor tissues with methylation of the
gene was significantly lower than that in tumor tissues with unmethylation of the gene(0.217+0.074
vs 0.253+0.060,P<0.05). [Conclusions] Aberrant low expression of IncRNA XLOC_002319 is
closely related to the development and occurrence of GCA, and promoter methylation may be one
of the mechanisms for inactivation of XLOC_002319 in GCA.
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Table 1 The primer sequences for reverse transcription PCR and methylation-specific PCR (MSP)

Types Primer sequence Annealing temperature("C)  Product length(bp)
RT-PCR
XLOC_002319 F.5'- GCTAGGGCCTTGTGTGACTT-3’ 54 253
R:5'- GAGGATGATACCCGTGGCTG-3’
GAPDH F:5'-AGGTGAAGGTCGGAGTCAACG-3' 56 104
R:5-AGGGGTCATTGATGGCAACA-3’
MSP
Methylation F.5'-GTTCGTTTTTTTATACGCGCGTTCG-3’ 48 7
R:5"-AAAACGAAACCGAACCGAAAACG-3’
Unmethylation F.5-GTTTGTTTTTTTATATGTGTGTTTG-3’ 56 174

R:5-AAAACAAAACCAAACCAAAAACA-3’

Note : F': forward primer;R :reverse primer.
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Note : CpG island region : —842~-695,-339~-103 and -88~40;long string:locus of CpG;MF :methylation primer; UF:unmethylation primer.

Figure 1 Prediction of distribution of long non-coding RNA (IncRNA) in XLOC 002319 CpG island by Meth primer
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Table 2 The relationships between the expression level and methylation status of
XLOC_002319 gene in GCA tissues and the clinicopathologic features of GCA patients
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