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Investigation about the clinical characteristics of patients with invasive cervical cancer

JIA Xiao—ping, Ayijiang, LI Yun—xia, ZHOU Jing
(Central Hospital of Karamay, Xinjiang, Karamay, 834000, China)

Abstract: Objective To investigate the clinical characteristics of patients with invasive cervical cancer, and to provide theoretical
basis for the prevention of invasive cervical cancer. Methods A total of 137 cases of cervical invasive cancer treated in central hospital of
Karamay from January 2016 to March 2021 were retrospectively collected. The characteristics of patients in different age, such as age for
marriage, number of marriage, times for pregnancy and childbirth, mode of delivery, educational level, and reason for medical treatment,
clinical stage, pathological histological type and high-risk HPV infection were analyzed. Results The average age of 137 patients with
invasive cervical cancer was (46. 55 +19. 09) years old. 17 cases were given cervical cancer screening, 120 cases had clinical symptoms.
There were 114 cases undergoing cervical squamous cell carcinoma, 17 cases with cervical adenocarcinoma and 6 cases belonging to other
pathological types. There were significant differences in marriage age, times of labor, times of abortion, mode of delivery, reasons for
medical treatment and educational level among patients aged < 44, 45-59 and = 60years (P < 0.05). There were no significant
differences in marriage times, pregnancy times, clinical stage, pathological type and high-risk HPV subtype infection (P > 0.05).
Conclusions  The majority of patients with cervical invasive cancer will see doctor only when clinical symptoms appear, especially in
elderly patients. It is particularly important to pay attention to the standardized cervical cancer screening for the prevention of cervical
invasive cancer.
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