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[ Abstract]
H2AX and ataxia telangiectasia mutation (ATM) in cervical tissues from patients with cervical cancer.

Objective To investigate the expression, activation, and significance on diagnosis of DNA damage repair factors
Methods Thirty patients
with cervical cancer from January 2016 to July 2017 in our hospital were enrolled as study subjects ( cervical cancer group). At the
same time, 18 patients with non-cervical cancer were selected as the control group. Both groups were given HE staining as well as
immunohistochemical staining of the cervical tissues. The expressions of H2AX and ATM were detected at the mRNA level, and
phosphorylated H2AX (yH2AX) and phospho-ataxia telangiectasia mutation ( pATM ) were detected with phosphorylated antibody
assays. Results The real-time quantitative PCR showed the mRNA expression of ATM of (2.8546 +0.8881) in the cervical cancer
group, which was significantly higher than that in the control group (1.0018 +0.4980, ¢t =9.256, P =0.000). The mRNA expression
of H2AX was (2. 4312 + 0. 8224 ) in the cervical cancer group, which was significantly higher than that in the control group
(0.7896 +0.4791, t =8.738, P =0.000). The yH2AX and pATM were mainly expressed in the nucleus of cancer cells. The
positive rate of yH2AX in the cervical cancer group was 80.0% (24/30) , significantly higher than that in the control group [ 11.1%
(2/18), Z= -3.381, P=0.000]. And the positive rate of pATM in the cervical cancer group was 83.3% (25/30), significantly
higher than that in the control group [16.7% (3/18), Z = -4.031, P =0.000]. Conclusions The yH2AX and pATM are
highly expressed in cervical tissues from patients with cervical cancer. As the DNA damage repair factors, the yH2AX and pATM might
have certain clinical significance in early diagnosis of cervical cancer.
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