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OBJECTIVES METHODS

Metabolic syndrome (MetS) Is A total of 308 unrelated Turkish subjects, 142 with obesity-related MetS and
characterized by a combination of 166 non-MetS controls evaluated at Division of Endocrinology, Department of
visceral obesity, hypertension, insulin Internal Medicine, Faculty of Medicine, Gaziantep University, Gaziantep,
resistance, dyslipidemia, and Turkey were recruited into this study. The study was approved by the local
Impaired glucose tolerance. It Is a Ethics Committee, and written informed consent prior to participation in the
prominent risk factor for study was obtained from patients and healthy volunteers according to the
cardiovascular morbidity and Declaration of Helsinki. MetS was defined by using modified criteria proposed
mortality. The etiology of MetS Is by the Third Report of the National Cholesterol Education Program Adult
complex. The progression of MetS Is Treatment Panel. All sex and age-matched controls were healthy and had no
Influenced by genetic susceptibility symptoms of MetS. The selection criteria of the controls were that all control
and environmental factors. The aim subjects were from the same geographical area with a similar socioeconomic
of this study was to Investigate a and ethnic background and were admitted to outpatient clinic. Genomic DNA
possible association between from the participants was analyzed by a BioMark 96.96 dynamic array system
transient receptor potential (TRP) (Fluidigm, South San Francisco, CA, USA). For calculation of the significance
channels gene polymorphisms and of differences In genotype and allele frequencies, the chi-square test or
MetS in a Turkish population. Fisher's exact test was used. A p value of <0.002 (0.05/25) was considered
statistically significant after Bonferoni correction for multiple testing.
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RESULTS

CONCLUSIONS

Demographic and clinical characteristics of the study population are In conclusion, to the best of our
presented in Table 1. Genotype and allele frequencies of TRPM1, TRPM_Z2, knowledge, the present case-control
TRPM3, TRPM4, TRPMS TRPM6, TRPM/7, and TRPMS gene study I1s the first to examine the
polymorphisms in MetS and control groups are presented in Tables 2 and 3. potential involvement of TRP channel
There was an increase In A allele (64.6% In patients vs. 49.5% In controls) gene variations in the risk of incident
and decrease In G allele frequencies (35.4% In patients vs. 50.5% in control, MetS. Our data showed that genetic
P=0.0019) of the TRPMS gene rs4929982 (Argo/738GIn) polymorphism. No polymorphisms In TRPMS and
significant differences were noted in genotype distribution. We also observed TRPM8 genes may modify individual
that the distribution of genotype and allele frequencies of the TRPM8 gene susceptibility to MetS In the Turkish

rs12472151 in MetS patients were significantly different from controls population.
(P<0.0001). However, no associations were found with the other 23
polymorphisms studied.
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