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elderly primary hypertension in Kazak nationality
MA Xiu-ying”, DAI Chen, ZHANG Yuan-ming, WANG Meng-ru, GUO Xiao-ya, DONG Jian
* Department of Hypertension, First Affiliated Hospital of Xinjiang Medical University, Urumqi, Xinjiang 830054, China
Corresponding author: ZHANG Yuan-ming, E-mail: zymdxx@ 163. com
Abstract: Objective To study the relationship between gene polymorphism of nodlike receptor protein3 ( NLRP3)
inflammasome and elderly primary hypertension in Xinjiang Kazak nationality. Methods A total of 230 patients who were
hospitalized in Heart Center of First Affiliated Hospital of Xinjiang Medical University between February 2016 and March
2017 (hypertension group) and 220 Kazak health subjects for physical examination at the same time ( control group) were
randomly selected. TagMan probe method was used to detect the genotypes and alleles of NLRP3 loci rs10754558 and
1rs3806268 ,and the difference for genotypes distribution and alleles frequency of each locus were analyzed in two groups.
Results At NLPR3 gene rs10754558 locus, the genotype GG in hypertension group was significantly higher than that in
control group(17.4% vs 9. 1% ,P =0.040) ,and the G allele frequency in hypertension group was significantly higher than
that in control group(43.1% wvs 34.5% ,P =0.010) ,and there was significant difference in the distribution of recessive
model (GG vs GC + CC) between hypertension group and control group( P =0.010). At NLPR3 gene rs3806268 locus, there
were no significant differences in genotype distribution and the distributions of recessive model (GG vs AA + AG) ,dominant
model (AA vs AG + GG) and additive model (AG vs AA + GG) between two groups (all P >0.05). Logistic regression
analysis showed that genotype GG at rs10754558 locus was still a risk factor for primary hypertension ( OR =2.436,95%

CI.1.238 - 4.792, P = 0.01) after correcting the interference of confounding factors. Conclusions  The gene
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polymorphism in rs10754558 locus of NLRP3 may be associated with the genetic susceptibility to hypertension in Kazak.

The gene polymorphism in rs3806268 locus of NLRP3 is not associated with the occurrence of hypertension in Kazak.

Key words: Noglike receptor protein 3; Kazak; Hypertension; Gene polymorphism; Genotype distribution; Allele;
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