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Expression of MTHI in patients with non-small lung cancer

cell and its association with prognosis
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(Department of Respiration, Central Hospital of Wuhan, Tongji Medical College, Huazhong University of Science and Technology,

Abstract

Wuhan 430000, China)

Objective: To investigate the expression of mutT homolog 1 (MTH1) in non-small lung cance cell (NSCLC)
patients and its association with prognosis. Methods: One hundred of NSCLC patients tissues diagnosed in
The Central Hospital of Wuhan, Tongji Medical College, Huazhong University of Science and Technology from
March 2011 to March 2013 were collected and divided into a MTHI1 over-expressed group and a MTH1 low-
expressed group. Immunohistochemistry was used to evaluate the expression of MTH1 protein. The relationship
between MTHI1 expression and clinical characteristics of patients was analyzed. Kaplan-Meier survival curve was

used to analyze the relationship between expression of MTH1 and prognosis of patients. The Cox proportional
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hazards model was used to analyze the independent risk factors of overall survival and disease-free survival. Results:
MTHLI1 was highly expressed in 57 cases (57%) and low expression in 43 cases (43%). High expression of MTH1
was significantly associated with smoking state (P=0.031), pathology types (P=0.001), TNM stage (P<0.001),
lymph node metastasis (P<0.001), vascular infiltration (P<0.001) and pleural invasion (P<0.001). The 1-, S-year
overall survival rates of MTH1 over-expressed group was significantly lower than that in MTH]1 low-expressed group
(P<0.0S). The 1-, S-year disease-free survival rates of MTH]1 over-expressed group was significantly lower than that
in MTH1 low-expressed group (P<0.05). TNM stage (P=0.008), lymph node metastasis (P<0.001) and MTH1
expression (P=0.047) were independent risk factors of overall survival. While lymph node metastasis (P<0.001) and
MTHLI expression (P=0.039) were independent risk factors of disease-free survival. Conclusion: MTHI1 protein is
over-expressed in NSCLC tissues, which is significantly associated with malignant characteristics. Patients with high

MTHLI expression have lower disease-free and overall survival rates than those with low expression of MTH1. MTH1

over-expression is an independent risk factor for the prognosis of non-small cell lung cancer.
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Figure 1 Expression of MTH1 in NSCLC (IHC, X 100)
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(A) MTH1 was over-expressed in NSCLC tissue; (B) MTH1 was low-expressed in NSCLC tissue.
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Table 1 Association between MTH1 expression and clinic-pathological characteristics in NSCLC patients
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Figure 2 Comparison of overall and disease-free survival curve between MTH1 over-expressed and low-expressed group
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(A) Comparison of overall survival curve between MTH1 over-expressed and low-expressed group; (B) Comparison of disease-free survival

curve between MTHI1 over-expressed and low-expressed group.
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Table 2 Univariate and multivariable analysis of overall survival rate

= LASE 0T EASE 0
HR (95%CI) P HR (95%CI) P

P (B /%) 1.552 (0.269~3.967) 0.077 1.764 (0.320~3.118) 0.539
SRS (=655 /<65%7) 1.207 (0.559~2.397) 0.612 2.093 (0.895~4.681) 0.086
W[ =20 (F4-4F ) /<20 (fU-4E )] 1.890 (1.000~3.688) 0.150 1.079 (0.454~2.715) 0.867
g LIS TR (Bfis / s ) 2.251 (1.077~4.479) 0.231 0.924 (0.404~2.052) 0.847
TNMAMYI (1L, 1v/1, 1) 7.632 (3.759~17.124) <0.001 3.760 (1.167~5.907) 0.008
JdEE K /N (=3 em/<3 cm) 3.141 (1.627~6.439) 0.089 1.794 (0.835~3.988) 0.135
R ELZE R (FHM: /B ) 9.945 (5.066~20.950) <0.001 9.190 (2.824~39.457) <0.001
b A A0 (1 / B 1) 4.468 (2.332~8.993) 0.165 2.216 (1.041~4.910) 0.068
AR (BE /1) 4.729 (2.448~9.698) 0.037 1.846 (0.851~4.155) 0.121
MTHI1ZIE (5 /1%) 3.247 (1.604~7.271) <0.001 1.713 (1.865~4.118) 0.047
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Table 2 Univariate and multivariable analysis of disease-free survival rate
- BRI ZH R

HR (95%CI) P HR (95%CI) P

P (5 /%) 2.531(2.293~6.921) 0.173 1.984 (1.487~3.955) 0.962
AEPR (=654 /<65%) 0.778 (0.383~1.447) 0.443 1.160 (0.545~2.301) 0.686
WA [ =20 (FL4FET) /<20 (FL4FET)] 1.798 (1.061~3.112) 0.379 1.824 (0.430~6.621) 0.568
S BRIASTRY (fifdes / i ) 1.657 (0.880~2.969) 0.113 2.929 (0.456~10.843) 0.835
TNMA#(IIL, 1v/1, II) 8.532 (4.708~16.564) <0.001 3.625 (0.567~4.441) 0.357
Mg KN (=3 ecm/<3 cm) 2.050 (1.214~3.524) 0.587 1.238 (0.684~2.257) 0.480
W CLZE AL (PR /B ME) 9.585 (5.537~17.148) <0.001 4.502 (1.942~11.546) <0.001
RS AE (I / B ) 3.543 (2.094~6.104) 0.036 1.815 (0.985~3.396) 0.056
M RAL (PE /B 4.562 (2.659~8.095) 0.041 1.739 (0.907~3.416) 0.961
MTHI1Z%35 (5 /1K) 3.004 (1.683~5.703) <0.001 2.605 (1.627~7.248) 0.039
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