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[ Abstract] Objective To investigate whether the presence of complement factor H ( CFH ) gene
polymorphisms is associated with unexplained mild visual loss (UMVL) in type 2 diabetes mellitus patients.
Methods A case control study was adopted. The participants included two groups from a previous population-based
epidemiology study on type 2 diabetes mellitus patients in the Beixinjing community , Shanghai: UMVL was defined by
a best corrected visual acuity ( BCVA) <20/25 and = 20/63 in both eyes, with no eye diseases causing visual
impairment, such as corneal diseases, cataract, age-related macular degeneration, glaucoma, optic nerve atrophy,
diabetic retinopathy,etc. Genomic DNA was isolated from the peripheral venous blood of all the participants and then

loaded onto Fluidigm Digital Arrays. Four CFH gene single nucleotide polymorphisms ( SNPs) (rs800292,rs1061170,
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1s529825, 151410996, 15203674 ) were assessed with the SPSS 13.0 and HAPLoVIEW 4.0 software to test the
statistical association of CFH polymorphisms with UMVL. The study protocol was approved by the Ethics Committee of
Shanghai General Hospital, Shanghai Jiaotong University ( No. 2013KY023 ). All the procedures were conducted
according to the tenets of the Declaration of Helsinki. Written informed consent was obtained from each subject prior to
entering the study cohort.  Results Total of 135 residents with UMVL and 133 with normal vision( BCVA =20/25
in both eyes) were enrolled. The UMVL group matched the control group in terms of gender, age, onset age, and
duration of diabetes mellitus, hemoglobin Alc levels, and body mass index (all at P >0.05). The four SNPs
(rs800292,rs1061170,1s529825,rs1410996) except 15203674 tested in the UMVL and control groups were qualified
by the Hardy-Weinberg equilibrium ( P>0.05). There were no differences in SNPs and genotypes between the two
groups in the four loci of the CFH gene. The P value of allele frequencies of rs529825, rs800292, rs1410996 and
rs1061170 were 0.79,0.25,0. 69 and 0. 77 ,respectively,,and the P value of genotype frequencies were 0.61,0. 69,
0. 87 and 0. 43, respectively.  Conclusions There is no correlation between CFH gene polymorphism and UMVL in
type 2 diabetic patients.

[Key words] Diabetes mellitus; Complement factor H gene; Single nucleotide polymorphism; Unexplained
mild visual loss; Allele; Gene frequency; Odd ratio
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Table 1 Comparison of demographic and clinical characteristics between the UMVL group and control group

o W?{z/ R " BERAG AR BRI Bkma e 2 I i A e g
% (B/%,n) (meanzSD,%) (meanzSD,%)  (mean*SD,4)  (meanxSD,%) (mean=SD,mmol/1) (mean=SD, kg/m*)

UMVL 41 135/135  53/82 65.34%5. 41 58.48+10.76 6.86+5.21 7.24x1. 46 7.21%2.08 25.00+3. 62

Xt B8 41 133/133  60/73 64.82+8. 45 57.51£10. 15 7.30+5. 86 7.09+1. 34 7.17+1.88 25.75%3. 51

X /el 0.94 0. 60 0. 86 0. 65 0.91 0.17 1.72

P 0.39 0.55 0.39 0.52 0.36 0.87 0.09

W (aX® 86 b RS 0 06) UMV, T8 3k fif B 1 42 1 40 0 42 4

Note ; ( a;thest;h;independent t test) UMVL:unexplained mild visual loss
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Table 2 CFH allele frequencies analysis between the UMVL
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Note; UMVL; unexplained mild visual loss; CFH: complement factor H; SNPs: single

nucleotide polymorphisms; MAF: minor allele frequency; OR: odds ratio; CI: confidence

interval ( # :X” test)
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