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Correlation between the NINJ2 gene polymorphism and stroke in the Yi and Hani
Nationality of Yunnan Province
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Yunan 650032, China
Abstract: Objective To explore the association between the NINJ2 gene
polymorphism and stroke in the Yi and Hani nationality of Yunnan region. Methods:
We selected 9 cases of stroke and 37 healthy controls from the Yi nationality as well
as 7 cases of stroke and 89 healthy controls from the Hani nationality in Yunnan
Province. Polymerase chain reaction-restriction fragment length polymorphism (PCR-
RFLP) method was used to detect the genotypes of the 2 single nucleotide
polymorphism (SPN) sites (rsl2425791 and rslI833579) in NINJ2 gene. The
differences of genotypes and alleles frequencies of the 2 SNP sites between each 2
different groups were analyzed and compared.Results: There was no statistically
significant deviation about the genotypes and allele frequencies of the 2 SPNs
between healthy controls and stroke patients in the Yi nationality. There were
statistically significant differences in the allele frequencies (A and G) of rsll833579
site between healthy controls and stroke patients in the Hani nationality (P<0.05), but
no statistically significant difference was found in the genotypes of rsll833579 site as
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well as the genotypes and allele frequencies of rs12425791 site between the above-
mentioned two groups. Conclusions: The allele frequencies (A, G) of rslI833579 site
in NINJ2 gene are correlated with stroke in the Hani nationality of Yunnan Province,
whereas the genotypes of rsll833579 site as well as the allele frequencies and
genotypes of 1s12425791 site are not associated with stroke in the Yi nationality of
Yunnan Province. There is no correlation between the SPN sites (rs12425791 and
rsl1833579) in NINJ2 gene and stoke in the Y1 nationality of Yunnan Province.
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A (freq) G (freq) A (freq) G (freq)
RN 9 (0.500) 9 (0.500) 10 (0.556) 8 (0.444)
(2n=18)
X HEZH 29 (0.392) 45 (0.608) 38 (0.514) 36 (0.486)
(2n=74)
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Table 3 Polymorphism (allele frequency)of NINJ2 of stroke and control in Hani nationality

rsl1833579 rs12425791



A (freq) G (freq) A (freq) G (freq)

B (2n=7) 2 (0.143) 12 (0.857) 11 (0.786) 3 (0.214)
X HEZH 77 (0.433) 101 (0.567) 113 (0.635) 65 (0.365)
(2n=178)
o RAR] x2=4.499 x2=1.292

p=0.034 p=0.256
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Table 4 Polymorphism (genotype)of NINJ2 of stroke and control in Hani nationality

rslI833579 rs12425791
A/A (freq A/G (freq G/G (freq  A/A(freq)  A/G(freq)  G/G(freq)
) ) )

FHI4L 0(0.000)  2(0.286) 50.714)  4(0.571) 3(0.429) 0(0.000)
(n=7)
NP 17(0.191)  43(0.483)  29(0.326)  31(0.404)  41(0.461)  12(0.135)
(n=89)
Giifl x2=4.642 x2=1.392

1=0.098 £=0.499
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