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ABSTRACT Objective: To investigate the relationship between serum P53 and wild-type p53 induced phosphatase 1 (Wipl) levels
and chemotherapy efficacy and prognosis in patients with small cell lung cancer (SCLC). Methods: A total of 109 patients with SCLC
(SCLC group) who were admitted to Qingdao Central Hospital Affiliated to Qingdao University from June 2015 to June 2017 and 95
healthy volunteers in outpatient physical examination were selected as the control group. All patients with SCLC received EP regimen
(etoposide combined with cisplatin) chemotherapy for at least 2 cycles, serum P53 and Wipl levels were detected before chemotherapy,
and all patients were followed up for 5 years after discharge. Overall survival (OS) of patients with SCLC during follow-up was counted.
The relationship between serum Wipl and P53 levels and clinicopathological characteristics, chemotherapy efficacy and prognosis of
patients with SCLC were analyzed. Results: The serum P53 level in the SCLC group was lower than that in the control group (P<<0.05),
and the serum Wipl expression was higher than that in the control group (P<<0.05). The serum P53 level in patients with extensive
period clinical stage and distant metastasis were lower than that in patients with limited period clinical stage and no distant metastasis
(P<<0.05), and the serum Wip1 expression was higher than that in patients with limited clinical stage and no distant metastasis (P<<0.05).
The serum P53 level in the ineffective group was lower than that in the effective group (P<<0.05), and the serum Wipl expression was
higher than that in the effective group (P<<0.05). The 5-year OS survival rates of low level P53 group and high expression Wip1 group
were lower than those of high level P53 group and low expression Wipl group (P<<0.05). Multivariate Cox regression analysis showed
that chemotherapy resistance, distant metastasis and high expression of Wipl were risk factors for poor prognosis in patients with SCLC
(P<<0.05), and high level of P53 was a protective factor (P<<0.05). Conclusion: The decrease of serum P53 level and the increase of

Wip1 expression in patients with SCLC are related to poor chemotherapy efficacy and poor prognosis. Detection of serum P53 expression

* ST IR EAPHE BT TR L DRI H (2018SDKI0404-3 )
YEF IS SRS (1981-), 55 i+, NGB, BFTE7 18 BB (07 K25 i) 7 , E-mail: zy11358921@163.com
(HHi F 9 :2023-02-25 #5252 1 2023-03-21)



- 3936 -

MREYESSHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol23 NO.20 OCT.2023

and Wipl level is helpful to evaluate the chemotherapy efficacy and prognosis of SCLC.
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% 1 SCLC AFNFERAMFE P53 F1 Wipl 7K F P (x5 )
Table 1 Comparison of serum P53 and Wipl levels between SCLC group and control group( x=s )
Groups n P53(ng/mL) Wipl
SCLC group 109 345.15+101.03 10.26+2.09
Control group 95 909.32+202.19 3.16+0.71
t -25.689 31.554
P 0.000 0.000

2.2 REIGRYHE SCLC B& & Wipl 1 P53 /K F b
JEZ ) G AR RS R L Wipl Raikis TR BRI JeiE

WbEERS R (P<<0.05), [IL%E P53 /K EARF RIBRH  TCmab 52
B (P<0.05), W58 2,
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Table 2 Comparison of serum Wip1 and P53 levels in patients with SCLC with different clinical characteristics( x=s )

Clinicopathological )
o n P53(ng/mL) i P Wipl ¢ P
characteristics
Age
>60 years 59 343.65+92.12 -0.176 0.861 10.56+1.82
1.762 0.081
< 60 years 50 346.92+101.65 9.91+2.03
Gender
Male 72 344.15+93.02 -0.153 0.878 10.39+1.62
1.062 0.291
Female 37 347.10+100.65 10.01£2.03
Tumor diameter
>3 cm 60 343.26+93.48 -0.230 0.819 10.42+1.53
1.080 0.283
< 3cm 49 347.46+96.82 10.06+1.95
Disease stage
Limitation period 51 402.07+21.35 -21.123 0.000 8.82+0.76
19.992 0.000
Extensive period 58 295.10+30.11 11.52+0.65
Distant metastasis
Yes 42 277.51+23.02 -17.431 0.000 12.01+0.23
19.064 0.000
No 67 387.55+36.59 9.16+0.95

23 REMLFFFRINSE P53 0 Wipl Hik
T P53 KT T AL (P<0.05)., 175 Wipl %

ETABA(P<0.05), 1.3 3,

3 REMLFTFFULTE P53 #1 Wipl LR (vs)
Table 3 Comparison of serum P53 and Wipl in different chemotherapy efficacy(xzs )

Groups n P53(ng/mL) Wipl
Ineffective group 60 285.95+30.23 11.32+0.63
Effective group 49 417.64+23.06 8.96+0.95
t -25.100 15.520
P 0.000 0.000
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=9.636.8.979,P<<0.05), L& 1,
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Fig. 1 OS survival curve of patients with SCLC with different serum P53 and Wipl levels
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Table 4 Cox regression equation of single factor and multiple factor affecting the prognosis of patients with SCLC

Single factor Cox Multiple factor Cox
Independent variable
HR 95%CI HR 95%CI P
Extensive period 1.292 1.105~2.859 0.017 1.023 0.926~2.513 0.109
Distant metastasis 1.695 1.502~4.658 0.025 1.325 1.201~1.785 0.003
Chemotherapy resistance 1.956 1.812~5.481 0.000 1.512 1.326~3.462 0.000
High level of P53 0.652 0.501~0.865 0.008 0.712 0.602~0.935 0.005
High expression of Wipl 1.356 1.201~2.985 0.006 1.241 1.085~2.168 0.003
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