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Association between RANK gene polymorphism and the occurrence of female adolescent idiopathic
scoliosis/SHI Benlong, MAO Saihu, QIAO Jun, et al/Chinese Journal of Spine and Spinal Cord, 2015,
25(12): 1095-1099

[Abstract] Objectives: To study whether the receptor activator of nuclear factor-xB (RANK) gene polymor-
phism is associated with the occurrence of adolescent idiopathic scoliosis(AIS) girls. Methods: 450 AIS girls
and 400 age-matched healthy girls from Februry 2009 to July 2013 were recruited in this study, the average
age was 14.8+2.9 years(range, 10-18 years) for AIS girls and 15.1£2.3 years(range, 10-17 years) for healthy
controls, respectively. Only AIS girls with Cobb angles larger than 20° were included in this study. The an-
thropometric parameters including height, weight and body mass index(BMI) were available for all AIS girls.
2ml blood were taken from the antecubital vein in both groups and the DNA of peripheral leukocyte was ex-
tracted for each individual. The rs1805034 and rs35211496 were selected as target single nucleotide polymor-
phism(SNP) to cover all of the polymorphisms on RANK. Genotyping was performed with fluorescent quantita-
tive polymerase chain reaction (PCR). Comparison of genotyping results between 2 groups were performed by
using the x* while one-way ANOVA tests to compare the Cobb angle and BMI among AIS girls with differ-
ent genotypes. Results: The rs1805034 and 1s35211496 were successfully genotyped, of which no significant
difference of genotype frequencies from the Hardy—Weinberg equilibrium test was noted for the AIS patients
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or the normal controls (P>0.05).

There was no significant difference of genotype and allele frequencies of

rs1805034 and 1rs35211496 between the AIS girls and normal controls(P>0.05). By one-way ANOVA test, the
Cobb angle and BMI showed no significant difference among different genotypes in 11805034 and
1s35211496(P>0.05). Conclusions: The RANK gene may be not the susceptibility gene of AIS girls. There is
no significant difference among different genotypes in terms of Cobb angle and BMI in 1s1805034 and

1rs35211496.
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Table 1 Comparison of RANK gene polymorphism

between AIS patients and normal controls

X B 20 AIS4
Control group  AIS group P
n(%) n(%)
rs1805034
cc 45(11.25)  44(9.78)
e[ Y
G CT 175(43.75) 178(39.56)  0.253
enotype
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G o CT (19.5)283  (14.2)332  0.092
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cc (70.75) (73.8)
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*2 AREEBBILEE Cobb FF1 BMI
Table 2 Cobb angles and BMI in different Genotypes

B A A Cobbf (°) 2
SNP Genotype Cobb angle BMI(Kg/m?)

CC 35.6+13.3 18.8+1.2

rs1805034 CT 33.4+11.2 17.9+0.9
TT 34.8+14.5 19.1x1.4

TT 34.1£5.6 18.0+1.5

rs35211496 CT 34.9+10.1 18.6+1.1
CC 35.3+14.9 18.9+1.9
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