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[Abstract ]
ATR,ATM, Chk1 and Chk2 in human primary gliomas and explore their relations with tumor progression.

Objective To detect the expressions of DNA damage checkpoint genes including

Methods SYBR™ Green real-time quantitative PCR was performed to detect the expressions of ATR,
ATM, Chk1 and Chk2 genes in 35 cases of primary gliomas and 10 of normal brain tissues. Results In
glioma tissues of various pathological grades, the expressions of the target genes, with the exception of
ATM gene, were significantly increased as compared to those in normal brain tissues (P<0.05). Chk 1 gene
expression was significantly higher in grade IV than in grade II and Il gliomas (P<0.05), but no
significant differences were found in A TR or Chk2 gene expression between grade I, [ll and [V gliomas
(P>0.05).

their association with the pathogenesis of glioma. Chk 1 expression may indicate the malignancy of glioma

Conclusion The up-regulation of ATR, ChkI and Chk2 genes in primary glioma suggests

and help evaluate the pathological grade of glioma.
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Tab.1 Primer sequences and product size of the target genes and GA PDH gene

B Bl /B~ M5 ~3") PRI (bp)
L TGGATCCAGCTATTTGGTTTGA

A i CCAAGTATGTAACCAACAATAGAAGAAGTAG !
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Fig.1 Dissociation and amplification curves of ATM gene
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Fig.2 Dissociation and amplification curves of ATR gene

e T e = | e

SN -~
3 Chhk1 SEPR v il fige ih 2 20 B0 R 1 il 42

Fig.3 Dissociation and amplification curves of Chk1 gene
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Fig.4 Dissociation and amplification curves of Chk2 gene
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Tab.2 Expressions of ATM, ATR, Chk1 and Chk2 genes in glioma and normal brain

2151 1% ATM ATR Chk1 Chk2

EH 4 10 76.30+28.12 19.98+6.88  20.42+5.63  115.50+21.78
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0.000 0.000
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