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[ Abstract ] Background and objective Wnt1 protein is the first factor in Wnt signaling pathway. It has been proven
that high expression of Wntl protein was associated with malignant proliferation in many tumors. The aim of this study is to
investigate the correlation between Wnt1 protein overexpression, clinicopathologic features and survival in resected non-small-
cell lung cancer (NSCLC). Methods Immunohistochemical staining of Envision was applied to investigate the expression of
Whtl protein in specimens of 115 NSCLC and 19 benign pulmonary diseases. The correlation between the Wnt1 protein in
specimens of 115 NSCLC and clinicopathologic features was analysed with ¥’ test, and the correlation between the Wnt1 pro-
tein expression and the patient survival was evaluated with Kaplan-Meier survival curve and Cox regression. Results The posi-
tive rate of Wntl protein in specimens of NSCLC was 62.6%, which was significantly higher than 31.6% of benign pulmonary
diseases (y’=4.474, P=0.034). But it was not correlated with clinicopathologic features. Kaplan-Meier survival analysis and Log-
rank test suggested that patients with Wnt1 protein overexpression had poor prognosis (P=0.003). And Cox regression sug-
gested Wntl protein expression was an independent prognostic factor of NSCLC. Conclusion The expression of Wntl was
remarkably higher in specimens of resected NSCLC than that in benign pulmonary diseases. Overexpression of Wnt1 protein
in NSCLC was correlated with prognosis and can be served as an independent prognostic factor of NSCLC.
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Tab 1 Characteristics of 115 patients with NSCLC Tab 3 Relationship between the expression of Wnt1 and clinicopathological characteris-

Characteristics n % tics of NSCLC patients
Sex Characteristics WNT1 X’ P

Male 87 757 "0 @

Female 28 243 Sex 1.291 0.256
Age Male 87 30 57

<60 44 383 Fmale 48 13 15

>60 71 617 Age 3252 0.071
Smoking <60 44 21 23

Non-smoker 47 409 >60 71 22 49

Smoker 68 59.1 Smoking 1.804 0.179
Site Non-smoker 47 21 26

Left 61 53.0 Smoker 68 22 46

Right 54 47.0 Site 1176 0.278
Size of tumor Left 61 20 41

<3cm 32 278 right 54 23 31

>3cm 83 722 Size of tumor 0198  0.656
T-stage <3cm 32 13 19

T1+T2 89 774 >3cm 83 30 53

T3+T4 26 226 T-stage 0.016 0.898
Histology T14T2 89 33 56

Squamous cell carcinoma 40  34.8 T3+T4 26 10 16

Adenocarcinoma 63 548 Histology 1.237 0.539

Others 12104 Squamous cell carcinoma 40 13 27
N-stage Adenocarcinoma 63 24 39

NO 42 365 Others 12 6 6

N1+N2 73 635 N-stage 2.957 0.086
pTNM stage NO 42 20 22

| 36 313 N1+N2 73 23 50

I 27 235 pTNM stage 2.342 0.505

] 41 357 | 36 17 19

\% 1 96 I 27 9 18
BAC I 41 14 27

Yes 13 113 Y 11 3 8

No 102 887 BAC 0.007 0.933
Grade Yes 13 5 8

Poor 67 583 No 102 38 64

Well/Moderate 48 417 Grade <0.001 0.984
Wnt1 Poor 48 18 30

) 43 374 Well/Moderate 67 25 42

(+) 72 626

% 2 Wnt1EBENSCLCAIR iR T AR P FRIL
Tab 2 Expression of Wnt1 in NSCLC and benign lesion

Tissue Wntl  Positive (%) x> P
+ ()

NSCLC 72 43 62.6% 4.474 0.034

Benignlesion 6 13 31.6%
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Tab 4 Multivariate regression analysis in predicting survival of 115 patients with NSCLC

B SE Wald df Sig. Exp(B)  95.0%Cl for Exp(B)

Lower Upper
Sex -0.372 0344 171 1 0.279 0.689 0.351 1.353
Age -0.535 0.293 3.341 1 0.068 0.585 0.330 1.039
Smoking -0.328 0.319 1.053 1 0.305 0.721 0.385 1.347
Size of tumor-0.308 0.292 1.114 1 0.291 0.735 0.414 1.303
Site -0.435 0.255 2919 1 0.088 0.647 0.393 1.066
Histology = -0.034 0.225 0.023 1 0.879 0.966 0.622 1.501
BAC -0.196  0.432 0.205 1 0.650 0.822 0.353 1916
T-stage 0.287 0.371 0.601 1 0.438 1.333 0.645 2.756
N-stage 0.126  0.436 0.083 1 0.773 1.134 0.483 2.665
pTNM 0367 0.229 2.557 1 0.110 1.443 0.921 2.261
Grade 1.075 0259 17.253 1 0.000 2.931 1.765 4.869
Wnt1 0.607 0.283 4.595 1 0.032 1.834 1.053 3.194

B for the partial regression coefficient; SE is standard error of partial regression coefficients; weld test statistic for the overall partial regression coef-

ficients and 0 whether there were significant differences; df degrees of freedom; Sig that P value; Exp (B) for the relative risk; 95% Cl, confidence

interval.
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Fig 1 Expression of Wnt1 in NSCLC (DAB, X 400). A: Negative expression of
Wnt1 in squamous cell carcinoma; B: Positive expression of Wnt1 in squa-

mous cell carcinoma; C, D: Positive expression of Wnt1 in adenocarcinoma.
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Fig 2 Kaplan-Meier survival curve of the expression of Wnt1 in 115 pa-
tients with NSCLC
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