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Association between glutathione S-transferase M1 gene deletion and genetic susceptibility to

endometriosis
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Abstract: Objective Toevaluatethepossibleassociationoftheglutathi oneS-transferaseM 1(GSTM 1)genepolymorphism
with the susceptibilitytoendometriosisinwomenofHannationalityinGuangdongProvince. Methods Polymerasechain
reactionwasusedtoidentifytheGSTM lgenotypesin76patientswithendometriosisand80controls (surgical patientsfor
gynecol ogical problemsotherthanendometriosis). Results ThefrequenciesoftheGSTM 1nullgenotypesinpatientswith
endometriosisandcontrol swere65.8%and46.3%, respectively, showingasignificantdifferencebetweentheendometriotic
cohort and the control group ( %=6.03, P<0.05). Individuals with GSTM1 null genotype were exposed to risks for
endometriosis2.24timesthatof subjectswithoutthesegenotypes OR=2.24, 95% Cl=1.17-4.27 .Conclusion GSTM1gene
del etionmightbeariskfactorf orendometriosi sinwomenof Hannationalitywhoarenativeresi dentsinGuangdongProvince.
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Fig.1 Electrophoresis result of the PCR product of
GSTML1 and albumin gene (as internal control)
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Tab.1 Distribution of GSTM1 genotypes in
endometriosis patient group and the control group

Group n Genotypes
GSTM1+(+/+or+/0) GSTM1-(0/0)
Endometriosis 76 26(34.2%)* 50(65.8%0)*
Control 80 43(53.7%) 37(46.3%)
*P<0.05vs control
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