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ABSTRACT Objective To explore the association between C825T polymorphism of G protein be-
ta3 subunit (GNB3) gene and different Hilit types of essential hypertension (EH) in the Uygur nationality
of Xinjiang. Methods According to Uygur medical theories, EH patients (as the EH group) and non-EH
patients (as the control group) were assigned to four Hilit groups. The C825T polymorphism of GNB3 was
detected in 161 EH patients and 379 non-EH subjects of different Hilit types by using polymerase chain re-
action-restriction fragment length polymorphism (PCR-RFLP) to explore the difference of the genotypes
and allelic frequencies and hypertension. Results (1) In Xinjiang Uygur population, the distribution fre-
quencies of GNB3 C825T polymorphism were in accordance with Hardy-Weinberg (x> =0.871,P =
0.647). (2) There was no statistical difference in the distribution frequencies of three genotypes and two
alleles of GNB3 between the EH group and the control group (P >0.05). (3) There was statistical differ-
ence in distribution frequencies of three genotypes between the abnormal Sapra and non-abnormal Sapra
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group (the sum of abnormal Sewda, abnormal Kan, and abnormal Balhem) ()(2 =6.905,P =0.032), es-
pecially between the abnormal Sapra and abnormal Balhem groups (x> =10.404,P =0.006), but there
was no statistical difference in distribution frequencies of alleles between the two groups (P >0.05). (4)

In 161 EH patients, there was statistical difference in the distribution frequencies of three genotypes and
two alleles between the abnormal Sapra and non-abnormal Sapra group (x? =9.034,P =0.011; y* =

4.701,P =0.03). Conclusions

Both TT genotype and T allele of GNB3 C825T polymorphism might not

be associated with EH patients in Xinjiang Uygur populations. However, they were correlated with hyper-

tension patients of non-abnormal Sapra, indicating the pathogeneses of EH with different Hilit types might

be different.
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1.0 U, MgCL¥# % 1.5 mmol/ L, 10 x Buffer 2. 5
plL, dNTP % 0.12 mmol/ L, k. F# 5l ¥ %
1 wmol/ L8 Fk#h B KR 25 ub, PCR K
Sk AR 94 °C 5 min, A8 94 °C 30 s, 3Bk
59 °C 45 s, 3172 °C 60 5,30 MEFF, MaEff 72 °C
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Fz1 PGSR KBRS [ HIKR (%) ]
R R e E TR
2H 5] %
T CT cc T C
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T 5RO g, P <0. 01
F3 SRR SRS R I T RS R B e S SERICR A E S R IR (% ) ]
) FHe R TR A7 % e h RS
215 %%
CT cc T C
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