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[ABSTRACT] Objective: To study the correlation of serum HDAC1 and DNMTT1 levels with the clinical pathological stag-

ing and malignant molecule expression in patients with NSCLC. Methods: A total of 89 patients diagnosed with NSCLC in our

hospital from April 2012 to October 2015 were selected as malignant group, serum samples and lung tissues were collected

from them, 64 patients with benign lung lesions were selected as benign group, serum specimens were collected from them,

and then the HDAC1 and DNMTT1 levels in serum as well as p53, p21, PTEN, c-myc and MKi-67 expression levels in lung tis-

sue were determined. Results: DNMT1 and HDACI levels in serum of malignant group were significantly higher than those of
control group, the higher the TNM staging, the higher the serum DNMT1 and HDACI levels, and serum DNMT1 and

HDACI levels were not significantly different among patients with different tissue types of NSCLC; the higher the TNM stag-
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ing of malignant group, the lower the p21, p53 and PTEN expression levels in tumor tissue and they were negatively correlated

with DNMT1 and HDACIT levels in serum, and the higher the c-myc and MKi-67 expression levels and they were positively
correlated with DNMT1 and HDACI levels in serum. Conclusions: Serum DNMT1 and HDACI levels in patients with NSCLC

significantly increase and can lower tumor-suppressor gene expression. promote proto-oncogene expression and participate in

the occurrence and development of tumor.
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