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Association of SCN10A single nucleotide polymorphism rs12632942 and oxalipl-
atin-induced peripheral neuropathy in colorectal cancer patients receiving chemo-
therapy
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[Abstract] Objective: To explore the association between single nucleotide polymorphism rs12632942 in SCN10A exon and oxaliplat-
in-induced peripheral neuropathy (OXLIPN) in colorectal cancer (CRC) patients receiving chemotherapy. Methods: A total of 319 cases
of blood samples from CRC patients receiving chemotherapy regimen with Oxaliplatin (OXL) were collected from the Second Affiliat-
ed Hospital of Guangzhou Medical University, the Second Affiliated Hospital of Nanchang University, and Guangzhou Baiyun District
Hospital of Chinese Medicine during January 2011 and June 2013. DNA was routinely extracted, and PCR amplification was performed
to analyze the genotype of rs12632942; and OXLIPN of patients was also evaluated. The association between rs12632942 genotype and
OXLIPN was analyzed by y’ test and multivariate logistic regression model. Results: The genotypes of rs12632942 of 319 CRC pa-
tients: AA of 134 cases, AG of 156 cases and GG of 29 cases; and the genotype distribution of rs12632942 was in accordance with Har-
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dy-Weinberg equiliberum (P>0.05). y° test showed that rs12632942AG+GG genotype was associated with II -1V degree OXLIPN
(P<0.01). Multivariate logistic regression model showed that rs12632942 AG + GG genotype was an independent risk factor for II -1V
degree OXLIPN (OR=2.044;95%CI=1.231-3.392; P<0.01). Conclusion: Colorectal cancer patients with SCN10A exon polymorphism
1r$12632942 AG + GG genotype were susceptible to I[-IV degree OXLIPN.
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a: AA genotype;b: AG genotype;c: GG genotype
1 DNAEF 53 #Trs12632942AA EE F
Fig.1 DNA sequencing analysis of rs12632942AA genotype

1 rs12632942 MR P&
Tab.1 Hardy-Weinberg analysis of rs12632942

Genotype Observed value Expected value Vs P
AA 134 140.89 0.0003 0.1013
AG 156 142.44
GG 29 35.89
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A AF AR, B S B AT AT Lt — 242 % CRC
FIAEAFZ . 2401, OXL B4 N CRC # Bh ik J7 B
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Tab.2 Correlation between rs12632942 genotype and

OXLIPN in CRC patients

Variable OR 95%CI P
Gender
Male 1.000
Female 0991  0.595-1.651  0.973
Age(ta)
<50 1.000"
50-60 1.098  0.569-2.119  0.779
>60 1.397  0.749-2.607  0.293
Stage
II 1.000"
I 2.142  0.969-4.736  0.060
v 2.004 1.013-3.963  0.046
OXL dosage[ps/(mg/m*)]
<680 1.000°
>680 2.142  1.295-3.544  0.003
Chemotherapy regimen
FOLFOX6 1.000°
Xelox 0.637  0.231-1.756  0.383
Physical condition score
0 1.000
1 0.721  0.433-1.202  0.210
rs12632942 genotype
AA 1.000
AG+GG 2.044  1.231-3.392  0.006
"Reference
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