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Expression of Wipl in serum of patients with small cell lung cancer and its
clinical significance

LI Xiaohua', GUO Hua', LI Weiming', ZHENG Xiaohui', BAI Yifeng® (1. Department of Respiratory and Critical Care Medicine, the
Sixth People's Hospital of Chengdu, Chengdu 610051, Sichuan, China; 2. Department of Oncology, Sichuan Provincial People's
Hospital & Sichuan Academy of Medical Sciences, Chengdu 610071, Sichuan, China)

[Abstract] Objective: To investigate the expression of wild type p53 induced phosphatase 1 (Wipl) in small cell lung cancer (SCLC)
cells and the serum of SCLC patient and its relationship with clinical prognosis. Methods: Real time quantitative PCR (qPCR) was
used to detect the expression of Wipl in SCLC cells and serum samples. Results: The expression of Wip1 in drug-resistant SCLC cells
was significantly higher than that in sensitive cell lines (P<0.01). The expression of Wipl in serum of SCLC group was significantly
higher than that of normal control group (P<0.05); the expression of Wipl in serum of patients with chemotherapy resistance was
significantly higher than that in patients with chemotherapy sensitivity (all P<0.05); the serum Wip1 level was correlated with disease
stage, chemotherapy sensitivity and survival status of SCLC patients (all P<0.05). The area under ROC curve of Wipl predicting the
prognosis of SCLC was 0.836 (95%CI: 0.8230-0.9600, P<0.01); the expression lever of Wipl was significantly correlated with
progression free survival and overall survival time of SCLC patients (all P<0.05). Disease stage, chemosensitivity and Wipl expression
were independent prognostic factors for SCLC patients (all P<0.05). Conclusion: The expression of Wipl in serum of SCLC patients
may be related to chemotherapy sensitivity and prognosis. Wipl may be a potential biomarker for therapeutic efficacy and prognosis
evaluation of SCLC patients.
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A: The differential expression of Wipl in drug-resistant (H69AR) and sensitive (H69) SCLC cells;

P<0.01

Control

SCLC patients

Q

Relative expression of

serum Wipl
—_ — )
[=] [ S

>4

P<0.01

Sensitivity ~ Resistance

B: The differential expression of Wipl in serum of SCLC patients and normal control group;

C: The differential expression of Wipl in drug-resistant and sensitive SCLC patients
1 qPCR#&M Wip1 7£ SCLC 4HAf K 28 M 7& th Y Rk
Fig.1 qPCR was used to detect the expression of Wip1 in SCLC cells and patient serum
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Fig.2 The relationship of serum Wip1 expression with the PFS and OS time in SCLC patients
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Tab.1 Correlation between Wipl expression in serum and

clinicopathological factors of SCLC patients (n)

Clinicopathological Wipl expression in serum

features Low High r
Age (t/a) 0.161 0.688
<50 24 27
=50 15 14
Gender 0.186 0.667
Male 20 23
Female 19 18
Disease stage 16.240 0.000
Advanced 13 32
Limited 26 9
Smoking 0.763  0.382
Yes 19 16
No 20 25
Chemotherapy 20.285 0.000
Sensitive 26 7
Resistant 13 34
Survival times 5.107 0.024
>] years 26 17
<1 years 13 24

2-449>8 339 was high expression; 2°*%“<8.339 was low expressin
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Fig.3 Clinical value of Wipl1 in predicting treatment efficacy
of chemotherapy analyzed by ROC curve analysis
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Tab.2 Univariate and multivariate analyses of independent factors influencing overall survival (OS) of SCLC patients

Univariate analysis

Multivariate analysis

Clinicopathological feature

HR 95%CI

P HR 95%CI P

Agelyear (=60 vs <60) 1.009 0.720-1.070 0.630
Gender (Male vs Female) 1.007 0.790-1.310 0.750
Chemotherapy (Resistance vs Sensitivity) 3.260 1.130-6.570 0.001 2.170 1.060-4.270 0.007
Smoking (Yes vs No) 1.160 0.904-1.950 0.180
Stage (Advanced vs Limited) 4370 1.690-7.740 0.001 2.360 1.430-5.290 0.006
Wipl expression (High vs Low) 5.330 1.560-10.320 0.000 2.940 1.650-5.260 0.004
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