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Abstract: [ Purpose | To detect level of human telomerase reverse transcriptase (hTERT) promoter
methylation in gastric cancer and lymph nodes and to examine the association of methylation level
with clinical and pathological characteristics. [Methods] Methylation specific polymerase chain reac-
tion (MSP) was introduced to detect hTERT promoter methylation in tumor tissue, lymph node and
tumor adjacent tissues from 52 patients with gastric cancer and in normal gastric tissues from same
patients. [ Results ] Promoter methylation of hTERT gene were found in 81.6%(31/38) of metastastic
lymph node and 71.1%(37/52) of the gastric carcinoma tissues, 29.5%(13/52) of carcinoma adjacent
tissues, but 0/52 of normal control. Furthermore, methylation levels in both metastastic lymph node
and the gastric carcinoma tissues was significantly higher than that in carcinoma adjacent tissues (P<
0.01). The positive rate of hTERT gene methylation was significantly related to clinical stage, tissue
differentiation and tumor size of (P<0.05).The positive rate of hTERT gene methylation in carcinoma
adjacent tissues was significantly related to clinical stage,lymph node metastasis, tissue differentia-
tion of carcinoma and tumor size (P<0.05). However, methylation in metastastic lymph node was un-
related to the clinical and pathological characteristics. [ Conclusion | Aberrant methylation of the pro-
moter of hTERT gene in gastric carcinoma tissues and carcinoma adjacent tissues is common. It indi-
cates that methylation of hTERT gene takes part in the development of gastric cancer.
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