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Impacts of HPV infection in cervical cancer patients on the expression levels of Runx3,NOBI1,and NK-1R
in cancer tissue and their detection value analysis

LIANG Juhua, QU Shuping, LIU Chunjun  (Gynecology , Yantai Yeda Hospital , Yantai 264006, Shandong
China) ™

Objective To analyze the impacts of human papillomavirus (HPV) infection on the expression levels of
Run related transcription factor 3 (Runx3),NIN1/RPN12 binding protein 1 homolog (NOBI),and neurokinin-1 receptor
(NK-1R) in cervical cancer patients and their detection value. Methods A total of 109 cervical cancer patients with
HPYV infection who were hospitalized in our hospital from July 2024 to February 2019 were selected as the study group.
Based on the results of HPV infection tests,they were grouped into high-risk group (n=62) and low-risk group (n=47).
Meanwhile, 100 cervical cancer patients without HPV infection who visited our hospital were selected as the control
group. The qRT-PCR method was applied to detect the expression levels of Runx3.NOBI1,and NK-1R in cancer tissues.
Multivariate logistic regression was applied to analyze the relevant factors affecting HPV infection in cervical cancer
patients. ROC curve was applied to analyze the diagnostic value of Runx3,NOBI1,and NK-1R for high-risk HPV infection
in cervical cancer patients. Results Compared with the control group,the expression levels of NOB1 and NK-1R in the
study group were obviously higher.while the expression level of Runx3 was obviously lower (P<C0. 05). The proportion
of lymph node metastasis, the proportion of low differentiation,and the expression levels of NOB1 and NK-1R in the high-
risk group were obviously higher than those in the low-risk group, while the expression level of Runx3 was lower than that
in the low-risk group (P<C0.05). Lymph node metastasis,degree of differentiation, Runx3,NOBI1,and NK-1R were the
influencing factors of high-risk HPV infection in cervical cancer patients (P<C0.05). The area under the curve (AUC) of

Runx3,NOBI,and NK-1R combined diagnosis for high-risk HPV infection in cervical cancer patients was 0. 946, which
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was better than their individual diagnosis (Z i combination Runxs = 2+ 1135 Z tiple combination - Nost = 2+ 634 s Z tiple combination - NK 1R —

2.538,P=0.035,0.008,0.011),with sensitivity and specificity of 95.16% and 89. 36 % ,respectively.

Conclusion The

expression levels of NOB1 and NK-1R are obviously elevated in HPV infected cervical cancer patients and high-risk

patients,and the expression level of Runx3 is obviously reduced. The combination of the three has higher diagnostic value

for high-risk HPV infection in cervical cancer patients.

[ Keywords] cervical cancer;run related transcription factor 33 NIN1/RPN12 binding protein 1 homolog; neurokinin-1

receptor; human papillomavirus infection;detection value
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Table 2 Comparison of Runx3,NOB1,NK-1R levels and clinical data
in cancer tissues of patients with different HPV infection types
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Table 3 Analysis of Factors Influencing HPV Infection
in Cervical Cancer Patients
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Table 4 Diagnostic value of Runx3,NOB1,NK-1R levels
for high-risk HPV infection in cervical cancer patients
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Fig. 1 ROC curves of Runx3,NOB1,NK-1R for diagnosing
high-risk HPV infection in cervical cancer patients
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