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CXCLS expression and its clinical significance in cervical cancer tissues
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Abstract Objective To assess the expression of CXCL8 in cervical cancer and its association with clinicopathological features and
therapeutic efficacy of patients. Methods Bioinformatic analysis was performed using The Cancer Genome Atlas and Genotype-Tissue
Expression databases to compare CXCL8 expression between cervical cancer and normal tissues. R software (version 4.4.0) was used for
data analysis, with the timeROC package applied to construct time-dependent receiver operating characteristic (ROC) curves for evalua-
ting the prognostic predictive efficacy of CXCLS8. The survival package with the survfit function was used to compare survival differences
between CXCLS8 high- and low-expression groups. Clinical data and tissue specimens were collected from 94 patients with cervical squa-
mous cell cancer treated at The First Affiliated Hospital of Xinjiang Medical University between January 2017 and December 2021. Immu-
nohistochemical staining was used to detect CXCL8 expression levels and analyze its correlation with clinicopathological characteristics,
therapeutic efficacy,and prognosis. Results Bioinformatic analysis showed that CXCL8 was highly expressed in cervical cancer tissues
than in normal tissues (P < 0.05). Time-dependent ROC curves and survival analyses showed that patients with high CXCL8 expression
had significantly shorter overall survival than those with low CXCL8 expression (P < 0.001). Immunohistochemical results showed that
CXCL8 expression in cervical cancer tissues was significantly higher than that in adjacent tissues (P < 0.000 1). Clinical correlation analy-
sis revealed that CXCLS expression levels were associated with treatment regimen (P < 0.001) and short-term therapeutic efficacy (P =
0.017). Compared to the low-expression group,the high-expression group showed a significantly lower therapeutic efficacy and shorter
overall survival (P < 0.05). Conclusion CXCLS is highly expressed in cervical cancer tissues,and patients with high CXCL8 expression
have poor prognosis. Thus, CXCL8 may be an effective target for assessing the prognosis and clinical treatment of cervical cancer.
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Fig.1 CXCL8 mRNA expression in cervical cancer and normal

cervical tissues by GEPIA analysis
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A,ROC curve; B, Kaplan-Meier survival curve. TPR, true positive rate ; FPR , false positive rate.

E2 CXCL8kTES5EIEBEMEHXF
Fig.2 The relationship between CXCLS8 levels and the prognosis of patients with cervical cancer
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jacent tissues.

E3 EIFRALSEFHLAHCXCLEKFKIE IHC x40
Fig.3 CXCL8 expression in cervical cancer and adjacent tissues IHC x40

R1 CXCL8FZEEIEREIMRIFERTRHXR (%) ]

Tab.1

cancer [n (%) ]

The relationship between CXCL8 expression and clinical characteristics and therapeutic efficacy in patients with cervical

Ttem Low expression of CXCL8 group (n = 30) High expression of CXCL8 group (n = 64) X’ P

Age 1.207 0.272
<50 years 10(25.6) 29(74.4)
>50 years 20(36.4) 35(63.6)

Stage 1.895 0.169
I-T 20(37.7) 33(62.3)
m-v 10(24.4) 31(75.6)

Lymphatic metastasis 0.032 0.857
N, 17(32.7) 35(67.3)
N, 13(31.0) 29 (69.0)

Treatment regimen 11.68 <0.001
CT 14(46.67) 52(81.25)
SANT 16(53.33) 12(18.75)

Efficacy 5.704 0.017
CR/PR/SD 26(39.0) 40(61.0)
PD 4(14.3) 24(85.7)

CT, chemoradiotherapy ; SANT, surgery + adjuvant/neoadjuvant therapy.
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Fig.4 Kaplan-Meier curve of OS in patients with cervical cancer
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