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Expression Levels of KPNB1 and MERTK in NSCLS Tissues and Correlation
with the Clinical Pathological Features and the Prognosis of Progression
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Abstract: Objective To study the expression levels of karyopherin 8 1(KPNB1) and Mer receptor tyrosine kinase (MERTK) in
non-small cell lung cancer (NSCLC) tissues and their correlation with clinical pathological features, as well as the prognosis of
progression-free survival. Methods A total of 118 NSCLC patients who visited Ordnance Industry 521 Hospital from February
2018 to February 2020 were selected. Immunohistochemical methods were used to detect the expression of KPNB1 and MERTK
in NSCLC cancer and paracancer tissue. Kaplan-Meier survival curve analysis was conducted to assess the impact of KPNB1 and
MERTK on the progression-free survival prognosis of NSCLC patients. COX regression analysis was performed to identify
factors affecting the prognosis of progression-free survival in NSCLC patients. Results The positive rates of KPNB1 (61.02%)
and MERTK (62.71%) in cancer tissues were higher than those in adjacent tissues (8.48%, 6.78%), and the differences were
statistically significant (y’=69.945, 81.408, all P<0.001). There was a significant positive correlation between KPNB1 and
MERTK expression in the organization (+=0.744, P < 0.001). The positive rates of KPNB1 ( 84.21%, 82.50% ) , MERTK

(84.21%, 85.00% ) in NSCLC tissues with lymph node metastasis and TNM stage Il A were higher than those without lymph
node metastasis ( 50.00%, 52.50% ) and TNM stage | ~ II (50.00%, 51.28% ) , and the differences were statistically
significant (y’=11.078 ~ 12.855, all P<0.001). The 3-year progression-free survival rates of KPNBland MERTK positive and
negative groups were 26.39% (19/72) and 56.52% (26/46), 27.03% (20/74) and 56.82% (25/44), respectively, with statistically
significant differences (Log Ranky’=0.980, 8.463, P=0.001, 0.004) . KPNBI positive, MERTK positive, lymph node metastasis and TNM
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stage Il A were risk factors for progression free survival prognosis in NSCLC patients (waldy’=7.810 ~ 10.906 , all P < 0.001).
Conclusion The expression of KPNB1 and MERTK is elevated in NSCLC, both of which are related to TNM staging and lymph

node metastasis. They are new biomarkers for evaluating the progression-free survival prognosis of NSCLC.

Keywords: non-small cell lung cancer; karyopherin 8 1; Mer receptor tyrosine kinase; progression-free survival.
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