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Abstract: Objective To investigate the expression and clinical significance of c-MET mRNA in primary lung adenocarcinoma.
Methods Clinical data and c-MET mRNA test results about 83 patients with primary lung adenocarcinoma who underwent
surgery in our hospital from July 2011 to October 2013 were retrospectively analyzed. Patients were divided into c-MET mRNA
overexpression group and low expression group. Results In 83 patients, the constituent ratio of overexpression group was 36.1%
(30/83). The lymph node metastasis rate of overexpression group and low expression group were 46.7% (14/30) and 20.8% (11/53)
with significant difference (P < 0.05). The I , II , Il TNM stage of overexpression group and low expression group were 53.3%
(16/30), 30.0% (9/30), 16.7% (5/30) and 75.5% (40/53), 17.0% (9/53), 7.5% (4/53), which also showed significant differences (P <
0.05). The 1-, 2-year progression-free survival rate of overexpression group and low expression group were 53.3%, 22.2% and 81.1%,
67.9% with significant difference (P < 0.05). The multivariate analysis showed that c-MET mRNA level (HR=2.298, P=0.019),
differentiation (HR=2.632, P=0.003) and TNM stage (HR=3.048, P=0.019) were independent risk factors for prognosis. Conclusion
c-MET mRNA overexpression is a negative prognostic factor for patients with primary lung adenocarcinoma.
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Tab.1 ¢-MET mRNA level in 83 PLAC patients (n, %)
Overexpression  Low expression P
(n=30) (n=53)
Gender 0.763
Male 12(40.0) 23(43.4)
Female 18(60.0) 30(56.6)
Smoker 7(23.3) 10(18.9) 0.628
Differentiation 0.265
Low 5(16.7) 5(9.4)
Moderate 19(63.3) 33(62.3)
High 6(20.0) 15(28.3)
Lymph node metastasis 14(46.7) 11(20.8) 0.013
Stage 0.038
I 16(53.3) 40(75.5)
I 9(30.0) 9(17.0)
] 5(16.7) 4(7.5)

x2 SBPIRRMMBERETHREFRILR
Tab.2 Progression-free survival rate of 83 PLAC patients

(n, %)
I-year 2-year P
Gender 0.898
Male 24(68.6) 1(29.0)
Female 35(72.9) 7(52.5)
Smoker 13(82.4) 0(0.0) 0.232
Differentiation 0.004
Low 4(40.0) 1(20.0)
Moderate 35(67.3) 4(41.7)
High 20(95.2) 3(77.9)
Lymph node metastasis 12(44.4) 21(14.8) 0.000
Stage 0.000
I 47(83.9) 6(73.0)
I 11(61.1) 2(22.6)
I 1(11.1) 0(0.0)
¢—MET mRNA level 0.002
Overexpression 16(53.3) 2(22.2)
Low expression 43(81.1) 7(67.9)

*3 83 BIREMMERELHEREFNER Cox 57#7
Tab.3 Cox regression analysis of 83 PLAC patients

Related risk factors B x> P RR 95% CI

0.968 0.320 9.128 0.003 2.632 1.405-4.932
Lymph node metastasis 0.080 0.758 0.011 0.916 1.084 0.245-4.786
Stage 1.114 0.476 5.471 0.019 3.048 1.198-7.753
¢—MET mRNA level ~ 0.832 0.356 5.459 0.019 2.298 1.144-4.619

Differentiation
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