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Cervical cancer is one of the most common cancers among _ _ L _ . 7060 Co 45
woman worldwide. Literature reviews suggest that specific Our study involved 172 women from Lithuania with cervical cancer. The mean age of participant was 55 years (between 22 and 82 years). ~0.90 ﬁgg o 400

genetic variants coding for enzymes could be responsible for Genomic DNA for GST analysis was extracted from blood leukocytes. Multiplex PCR was used to detect GSTM7 and GSTT1 null Differentiation grade (G)

increased diseases susceptibility and could modify the course genotypes. Relationships between genotypes and cervical cancer clinicopathological features were estimated by Pearson’s Chi-square/ % A

of disease. Independent T test. Clinicopathological factors evaluated included TNM status (T, lymph node involvement, metastasis), tumor grade, the G3 45  26.8

Patological tumor size (T)

Glutathione-S-Transferase, which is a detoxifying enzyme fact of cancer progression and death. Odds ratio was calculated by Logistic Regression. Survival prognosis was estimated by Kaplan-Meier T 26 15.2

orotecting human cells and DNA, is commonly suggested to and Cox Regression methods. SPSS was used to perform statistical data analysis. The data was collected from medical records. s by
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and/or GSTT170 alleles) result in complete absence of the NO 95 553

enzymes leading to a disabled detoxification of toxins and N1 77 447
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Results Conclusions

PR : . Associations between DNA variants and 3. No significant relationships between GSTM1 and GSTT1 Carriers of combined GSTT1 null and GSTM1 null had
1. The distribution of studied e _ . : , : : .
tumor clinicopathological features variants and patients' OS and PFS in survival analysis a significant correlation with the fact of cervical cancer

progression.

genotypes was as follows:
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be used as a prognostic indicator for L versus  wild
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this relatlopshlp. _ _ Example of generated Kaplan-Meier curves for Overall survival and With Cox Regression model no prediction on survival of GSTM1 and
No other s|gn|f|ca nt relations with Progression free survival. A-B) Patients with GSTM1 null genotype had GSTT1 null carriers compared to wild type carriers could be made

o . . no increased risk for shorter PFS (P=0.592) and OS (P=0.568). P since for all analyzed genetic groups sincd P values were statistically d
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