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[Abstract] Objective To assess the influence of vitamin D receptor (VDR) gene Bsm 1 » Fok1 , Taqg] and
Apa ] polymorphisms on the response to antiviral therapy in patients with chronic hepatitis C (CHC). Methods
There were total 124 patients with CHC treated with pegylated interferon plus ribavirin. VDR gene Bsm [ . Fok |
Tagq1 and Apa | polymorphisms were analyzed in 71 patients with sustained virological response (SVR) and 53
patients without SVR (non-SVR) by polymerase chain reaction-MassARRAY (PCR-MassARRAY). Results The
distributions of VDR genotype met Hardy-Weinberg equilibrium (all P>>0.05). There were no significant
differences in VDR Fok | , Tag | ,Apa | allele and genotype frequencies between SVR and non-SVR patients(all
P>0.05). The Bsm ] (GA) genotype was significant higher in the patients with SVR compared to those with non-
SVR (XZZS. 967, P=0.046). Three SNPs at VDR gene (Bsm | » Tag ] and Apa | ) were in strong linkage
disequilibrium. Linkage disequilibrium coefficient (D”) between Bsm | and Taq | was 1. 000 and the correlation
coefficient (#*) was 0.741. D’ between Bsm | and Apa T was 1. 000 and »* was 0. 082. D’ between Tag [ and
Apal was 0.829 and »* was 0.076. No relation existed between haplotypes and response to therapy (P>>0.05).
Conclusion Vitamin D receptor gene Bsm | polymorphism may be associated with the therapeutic response to
antiviral therapy with pegylated interferon plus ribavirin in chronic hepatitis C patients.
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Table 1 Primer sequences

Gene Primer sequence (5'-3")
Bsm | (rs1544410) F. ACGTTGGATGGAGGAACTAGATAAGCAGGG
: ACGTTGGATGAGAGCAGAGCCTGAGTATTG
: ACGTTGGATGGTTCCGGTCAAAGTCTCCAG
: ACGTTGGATGTGGCCTGCTTGCTGTTCTTA
: ACGTTGGATGTGTACGTCTGCAGTGTGTTG
: ACGTTGGATGTTCTTCTCTATCCCCGTGCC
: ACGTTGGATGTAGAGAAGAAGGCACAGGAG
R: ACGTTGGATGGTTGAGTGTCTGTGTGGGTG

Fok 1 (rs2228570)

Taq 1 (rs731236)

o™ xT X TR

Apa 1 (rs7975232)

%2 VDR EBEBsm | .Fok 1 .Tag 1 AR Apa | fz R EEEMNE G EFFES W (BHIE (%))
Table 2 The distribution of VDR polymorphisms and allele frequencies between non-SVR and SVR patients Ccase (%))

Gene Non-SVR group (n=53) SVR group (n=71) P
Bsm | (rs1544410:G>A)
G/A allele 105 (99. 1) /1 (0.9 134 (94.4)/8 (5.6) 0. 051
GG 52 (98. 1) 63 (88.7) 0.046
GA 1(1.9 8 (11.3)
AA 0 0
Fok | (rs2228570:A>G)
A/G allele 53 (50.0)/53 (50.0) 68 (47.9)/74 (52. 1) 0.742
AA 14 (26.4) 14 (19.7) 0. 559
AG 25 (47.2) 40 (56.3)
GG 14 (26.4) 17 (23.9)
Taq | (rs731236.T>C)
T/C allele 102 (96.2)/4 (3.8) 134 (94.4)/8 (5.6) 0.499
TT 49 (92.5) 63 (88.7) 0.488
TC 4(7.5) 8 (11.3)
CcC 0 0
Apa T (rs7975232. A>C)
A/C allele 34 (32.1)/72 (67.9) 44 (31.0)/98 (69.0) 0. 855
AA 8 (15. 1) 9 (12.7) 0.909
AC 18 (34.0) 26 (36.6)
cC 27 (50.9) 36 (50.7)

®3 VDR ZH{ERTE SVR A5 non-SVR AH 57 (HIH (%))
Table 3 The distribution of frequencies of VDR haplotype between non-SVR and SVR patients Ccase (%))

Haplotype Non-SVR group SVR group Odds ratio 95% confidence interval P
ACA 1 (0.9 8 (5.6) 0.164 0. 028-0. 950 0.076
ACC 0 0 — — —
GTA 31 (29.2) 36 (25.4) 1. 281 0.728-2. 255 0. 389
GTC 71 (67.0) 98 (69.0) 0.986 0.570-1. 704 0. 959
GCA 2 (1.9) 0 — — —

GCC 1(0.9) 0
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A MNALEZEHIT Bsm 1 Fok1 .Taql \Apal 4
A~ VDR SNPs i g #5037 53 5 %8 H Hapmap 40
JE I P 4 R S A L A 5 Bsm T (rs1544410)
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