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Association of vitamin D levels and vitamin D-related gene polymorphisms with liver fibrosis

in patients with biopsy-proven nonalcoholic fatty liver disease
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EX IV D I T ARERHHICBEE T 2 HEARRE - CTh 5, [BHEFRERE B
TEX IV DIIRZHBATHY, X I D ORZIERBOFREEITICEET DL ST
W5, R TR b EEAREBMERED —2>TH S IET Vo — LPEIEM VT BR(NAFLD) &
EX I D EDOREIZONT S, WS D0ENH 5. NAFLD EF L& & i L Cif
HEEX I DRBEMUMET, ZoMmELE# 2> D IRBEOI T NAFLD OXJE5 e T
WCBET D EHE SN TS, £/, B4 22 D HIESE SNPs b ififE 4 2 > DR L (A
BRIz, BHEAPREORRBICEEZ KT T EAHE ST\ 5 2%, NAFLD (AL CldZh
FTREFI SN2 L1320, 22 TARMZER, EE ¥ I U DR, L Te X I DG
B3 SNPs 75 NAFLD OJRHEIZ B2 5B e O+ 2 L2 RN E L.
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AR A REAT L, M FAIIC NAFLD &2l Savic 229 filzxise s Uiz, B ORI A,
Mg e ¥ 2 > DIREDE CTH 5 ME 25-hydroxyvitamin D; 2 £ % 5 72 i L S HIFR A,
B4 22 D EHBSE SNPs ZI7E L, 245 D75 5K+ 75 NAFLD OJFEEIC MIF T8 %
U7 72k, B4 22 D AHIBE SNPs 13 2 1V E THUODIEMEITR BIZ I TS HRE & o B
DHE SN TWDHLLFO SNPs ZllE L 72: CYP2R1, DHCR7, vitamin D binding protein(GC),
CYP27B1, vitamin D receptor(VDR). AMFFEI% H AREFRFKFTHEALR RGP B & O &R
JChifT E NIz, o, TRTOBREEIAMEIZOVWTOHRMAZ 5 TRENGFG LN EBHE
ThHoT-.
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Bk 122 B, Aotk 107 61, Al PRI 55 5% (18-84 %) Td - 7=. NAFLD A& DIfiLiE 25-
hydroxyvitamin D; & & O F9fE 1L 18 ng/ml(7-39 ng/ml)) TH ¥, ¥ ¥ I > D deficiency(25-
hydroxyvitamin D3 <20 ng/mL), "% X > D insufficiency(21-29 ng/mL), €L CE X I D
sufficiency(>30 ng/mL)IZ 5380 S 2 FBE 1L E L 4L 151 SER(65.9%), 61 JiEH(26.6%), % L T
17 SERFI(7.4%) %< DEFIZIEHX 22 D NRZ LT\, BEX X2 D deficiency (ZBS# 3
BHIRT-& LT, RN C4E, cold season (11 -4 ), IF#HE(LiERE, CYP2R1 151993116
genotype non-AA, % L C VDR rs2228570 genotype GG 23 S 41, 48 SEfEHTIZ30 T cold
season  (p=2.82x10% OR = 1.96; 95%CI = 1.07-3.57) , AR  (p=9.91x103; OR =
1.40;95%CI=1.08-1.82) , % L T CYP2R11s1993116 genotype non-AA (p=3.98x10%; OR =
2.25; 95%CI = 1.04-4.89) 2MNZIR 1 & LTt S vz, —J7, @mERME(LERE (advanced
fibrosis\Z BT~ 5 [H1- & L CHA M Caln, 4Pk, BMI &, ALT IXME, =L A7 m



— VARAE, HYENERGRAE, &b, AU @i, BERIE, SiiE, 25-hydroxyvitamin Ds i
JEIRAE, %= L C VDR rs1544410 genotype CC 23l S, ZEEMITICB VTRl (p =
5.05x10°%; OR = 1.10; 95%CI = 1.06-1.14) , BMI &fE  (p = 2.13x102; OR = 1.11; 95%CI =
1.02-122) , ¥z L AT o —/LEKME  (p=1.46x10% OR =1.03; 95%CI = 1.01-1.04) , {&IfL
1% 25-hydroxyvitamin D3 (p=7.34x103; OR = 1.09; 95%CI=1.02-1.16), 3 L T} VDR rs1544410
genotype CC  (p =9.15x103; OR, 4.04; 95%CI, 1.41-11.53) AMSZIAF & L CHIH Sz,
S 51T, MF 25-hydroxyvitamin D3 & VDR B1s1 SNP OfHAEDOEN, HME bR &%
PECBED D Z LR E N,
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AHFFEIE, cold season, IF#RAE(LHERE, % L C CYP2RI 151993116 genotype non-AA 7% NAFLD
BEOEH I D RZICEET MV THLZ EEH LML MEEX I DO
KEBTITEEANRIBH TICRZE TER SN D T2, HARIZEBW T HMREFR O cold season
IR AR S I BECMEE X I D RENMKMETH - T 5. £, Fx
BV T E X 2 2 D OKEREICEED % CYP2RI ORBLUZEIH S SNP i 4 2 v
DIBEICHEEE 252 L 2SI L. NAFLD A O X 2 o D R |C B 5 K+
IZOWT, B4 2 D UHESEH SNPs %50 THRpf L= DRSO T THDH. -
NAFLD O#EEDZ ITMIGE 4 I D REMEE T, ZADFRRME LM RIS E L7z,
2 E Tinvitro B L Winvivo DA IZE T, B4 22 D OEEOHHRRMEILIER AL
IZEN TV 5. BIE NAFLD B8 OIFRRHEL 2 S92 J7iki37e <, Z O CRITER o
2NEZ I D A NAFLD OVERIEIZR VG0 E ) A% OBFRETH S, EHIC

FexlTmiEE# I DIREL T TIERLS, ZOE# I D ORI VDR @{a%%)
F 72 NAFLD B#& O OERICEE T 5 Z L 240 TR L. fRE LT, MiFE#
IV DEEEL VDR EinF L& I ) 27 BNRWEAE, I bERIES T h T, U R
JRF%—77, £ LTl b 2BEIZE W TR CEREG OB G I3 58587 & 72
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Cold season, iT#p#ELiERE, % L C CYP2R1 SNP /X, NAFLD BREDOE X 2 D RZ DML
K7 Chotz. —J7, MiE 25-hydroxyvitamin D3 2 & VDR B{5 713, NAFLD £3E O
MEALMERE L ARSZ U CREE L T,



