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YEE 2K D b= APV

EANZ, YiEE D (vitamin D, VD) 3R %8
AN N AE R B B B VD, WA AT A%
P, 752 VD Heia tr 1 8l 8 45 A ds i 20 H IR
B EREAT W R4, B E B B A R T =
W7 [1,25 (OH) ,Ds]. fEFFIES HLH) 25 (OH) D U
a2 VD AR =9, 2 A K VD RE
A SERIZHC Y, VD S A R TR SE ) O B A T
B, RNV R AR PRI 0, VD = w] i
THem M4 % (A, D, E. K) Wksag s, 7
VR, — RSO0 T Dy RE v 5 AT RESZ I VD K&
o FEFURIN, VD R Z eI 9 5 3 A7 7E (92%)
F 13 BEFE T EZ VDY,

FI U AR B AME R, X EEEH] S VD
& (vitamin D receptor, VDR) 7£ LM 4, @k
WA . NK 40 . T 40 fa F0 B 40 i 1) Rk A %,
Uk, VD 2 ARE A R E BN E Y, &
AERAR B, VD BAT T 4l i AR KA A /R
PURAE BT Jefb R, X EeERAN IS 2 P
D15 R P P 5 R I LSRN Y 77 ko o6 1

—. VD M E eI %

1. VD M A B T £ 9§ B (hepatitis C virus,
HCV) g4 HCV IR YLt F 3 [l A 18 I A 5L 22
IR 2 —, HAZM: HCV YL 2 ATl 4k Ik PR 45 = 2
FHIRKKZE S . HCV UK TERYT 1) & 2 Peg T
PLE (PeglFN) FIA|EF M (ribavirin, RBV) H& N
FERBIEIT o P I 2E 2 Fll PegIEN/RBV YR JT 152 15
KRAFFELRR 725 M2 (sustained virological response,
SVR) % Z RN FE MM Y. 4R LUK T 20 ng/ml 15
4 VD k= bR, 84 K25 HCV AH OG-l 4k
FHEFFREAL £ #8474 VD ez 1,

Gal-Tanamy2&""%4 56 K VDA HEHHCVIEH,
25 (OH) D AEA—FFr HtHC VT, R 2HCV
(ke ie D8R, Gl N VDA 20 R G FTHCV 2[R A
HAEMSEEL, ik, VDE—F HRPUw e .
HLEMEVDIRRAEA WA TIENMEM, Kk, #f
DL R HC VIR AL (PR BRI TT o X IR I A VD, Bk
BIFNEE S HTHC VAR LR T iR XTI RE
SIS, 25 (OH) Dy AN & VD, B 4F ik
e, DX FE AT LABRAR A 7= 4225 (COHD Dy iy 55 (1)
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PR ES

Kondo 2PV&% i1 (OH) D,nf LA mHC V& YL
JH- 441 i 5 Peg IEN/RBV YA I (W RBUB A, IX R4 e 18
I FEACPBMCs " £ THL 3Ry 5 41 11-10 (interferon-
gamma-inducible protein-10, IP-10) [¥J7/KFFIHE EIFN
I HLA (interferon-stimulated genes, ISGs) 7ET/I
() IE AP LB . B IR SR, A 5 AROR] R AR
B, i T PEN % (chronic hepatitis C,
CHC) MR 7 v e VDI R 5 5K, B 7 % 454X
WP IEH, VDM R R ER, AT R R
R S N, 38 OR AP I G % S N . CHC B VDK
T LF 4E AL RN RAEFE B 5, VDK KRS CHC
G PeglFN-aRIRBV AT 2 WA 6,

X PEHC VIR G 140 i /v 22-28B (IL-28B)
1$12979860 C/TH:[K 2 A& MM VDIILIE /K2 HtHCV
TR IT N2 0P AS MO TG R 2, VDK (> 20
ng/ml) JEIL-28B rs12979860 C/TH: R £ &ML —A
AT, ATLAR E N HE CHC # SVR I IE A T ™
VDIKPAR TR 45 V697 45 )R AU, %1 HIPeglFN/RBV
WBITHHCV ZER2~38 3%, # A VD ] DL 32
FISVR., NimerZ5!"x$ 204k [K 2~ 3 4] 14 CHC &
F¢5 T PeglFN/RBVIGYT, A ik 4E4 2D, (2000
1U/d) , Logistic[r|H 7 #1 & IL4 8VD (OR: 3.0,
95%CI: 2.0~4.9, P < 0.001) . IMLEFVDIIKF (<
158> 15 ng/ml, OR: 2.2, P < 0.01) FYATEIE%L
(body mass index, BMI) (<< 30 2> 30, OR:
2.6, P<0.01) e N sz, Hik
7o VDY # PegIFN/RBVIATT AN KN 420 . [RIFEXT
TRV AG F AR ARV TT I 26 B 25 74 8 VDA
Hali - FRME VR 7 0T DA 3 P P 25 2% N (rapid
virological response, RVR) , HHHEEZENE (early
virological response, EVR) FISVRZ!", VD/K-[d]
FEXT A2 K ICHC g SVRELAT HUll A (i, #h 78 VD H]
FEESVR M,

Terrier " K BB M HC VIR ¥, K
25 (OH) D /K35 HELTR A LV Bk 8 1 e Fi
RO RIEA K, iR/, $ 7R VDEXTCHCHF 4k
KM 2 EGHEH .

VD Z BARAECHC A Wil /A 46, HiA AR
L E A L T AR AR R AT YAk 73 S FITL-28 Bk
2 &M, VDRI XAHCV RNAIMLE 22 /K TGP
(P S
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2. VD F1 HBV &%t VD 5 HCV J& 4L K MG
BROCRB W, A VD 518 HBV B ¢ & U
FU% /b, Farnik 25 U %t 203 #1181 28 iF % (CHB)
B AT WS R B VD ™ = [25 (OH) Dy <
10 ng/ml]. VD # = [25 (OH) D, = 10 ng/ml F1 <
20 ng/ml] 5 VD /K - A £ (25 (OH) D; = 20 ng/
ml) #4551k 69 15 (34%) , 95 4 (47%) Fi 39 {4
(19%) o P2 K3 5 87 & B HBV DNA % &
(log, IU/mD) /it 25 (OH) Dy /K IR % (P
=0.0007, 0.000048) , JxZJ 8K, i3 25 (OH) D,
JKFAE HBV G FH G 1 R Ak AN S A4 28 3 4 R
JH 28 6 HEZH B G [ (19.2 £ 1.2) nmol/L FiI (18.5
+1.3) nmol/L vs (31.6 £ 1.3) nmol/L], IiEFIKH
HRW bR E (BRPEBEREE . T B C- R IR
MR U ot 2t 25 T 1. Mahamid 45 MY AT
R BLER T ik HBV DNA # & fl HBeAg ¥ 1145 M %
Ak, I3 VD [I7KSE (> 20 ng/ml) Fl HBsAg [ &
A (OR: 2.6, 95%CI: 2.4~ 32, P=0.02) .

T Y% D ORI A S S

VD R EF AT VDR A2 TR 2 R4 b,
FEA PP e A, aipulRis RN, T 40 e f B 41 i
PLI A AN b ARSI FCIE S SR B TR 28 R
P BAT AT E I LASE, VD ] DU IERS %R e i 32 (1)
W& BIFNRAR NSRS 2R 478 VD G4
RIhBE A HRIEH, REERA A S RElR Y.

BT VD g R, A A LR B &
T e MR R A (TR ke — e ER, Bl vD
55 8 B G M 05 A AH DG M L B, (H O T 2
HE— B a5 ™ B9 A8 R TR (autoimmune
hepatitis, AIH) fff ) VD B2 L =8, NI
VD, AR SR, JLRZ AR AR T 15 52 ) R 4
M. Kupffer 40 AT 52040 M LA A 40 i &1 Y

ik M B v BF Al 4k (primary biliary cirrhosis,
PBC) J&—F @Ry R A E I, R fiE A e - 5
PRI IS B3 4% . VDR LR 22 25k Ak 5 L 00
AR, AR NP ORI HEG IR KA . K “BB”
RULKAE Bsm 11 “B” S5 &K 2 &M AT 585 PBC
RIFHIfER A 5 P, VD k= 75 PBC B h R ER
R, VD Al LUl E S AUE], BT 4 e AR 1
AR 2R 0 PR A AN A AR K 7~ B (transforming
growth factor-B, TGF-B) /L f\Ht S AEAHTIG EA/EH],
 PBCiRITh e HA B s MAEH . 7697 PBC H5iA
57 ATH ARG VD B2 A = 2,

i VD FIERE R A TR 1 A A 1

Trépo 2 P BF 5% J2 BLAE GRS ME AT £ % Calcoholic
liver disease, ALD) , ¥ ®H #Ht = 25 (OH) D
(< 10 ng/mD) 5 K & 2 R % K& ¥ % If§ (aspartate
aminotransferase, AST) (P =1.00x 10 *) 7KV &

FT e AFERRKE BT R (P=5.80% 10" %) |
MELD #1438 (P =2.50 x 10~ *) # Child-Pugh 14} (P
=8.50x 10" ") . 1 HZ K FEMHT R, (K25 (OH)
D, /K 5 1 4FE R A4 (OR =2.13, 95%CI = 1.18 ~
3.84, P=0.013) MFET: (HR =433, 95%CI =147 ~
1278, P=794x10"°) A&, S4b, KA1, 25
(OH) ,D kb ALD 3% ) PBMC, TNF-o /242 [#AI% (P
=3.00x 10" ) , WFEAN, TNF-o 78R IR /N
BUTFIE R IA BRI (P=0.04) . 554K, VD Al RE2
ALD BB PR A 2 b i RV e TR T R
Dasarathy 25 PV F 97 R B, VD LT 27 5 70 35 05 ks P
g B 1k FF9%  (non-alcoholic fatty liver disease, NAFLD)
A 5 R0 A A L B 25 BRI [ (21.2 £ 10.4) ng/ml
vs (357 +6.0) ng/ml) ], = NAFLD 3 8l PE R4 5%
VD KA P =029, P < 0.001) . %} NAFLD &
FPARE BT R, ARSI AT % (non-alcoholic
steatohepatitis, NASH) T i 25K T~ o 2l I Ui 1T i
H(18.1+84) vs (25.0+11.3) ng/ml] (P <0.01) .
% VD ¥R SRS S A0 S EREE AR R 4T 4
ARG (P < 0.05) . ZIREFRIASHTESRER, (T
M SERFFAEES VD IRFEIGAC (P=0.02) . {k VD
RS NAFLD #UIAHC, 1608 PR 5P i =4
B 5 N IERERETCAE S B, 25 (OH) D E/KF- 548
UERAAE BH DI FH B By 22 4T HIL NAFLD 5k 5741
ek B, i3 VD R BEEAR A NAFLD F 5k R o il
5}

NAFLD &3 25 (OH) D K& {k#~, VD il
& NAFLD &l — e o I PAH 1R 7 1m) 4
REWT T 7 AN REAf e, K RIS RENEAE B VD Il dE
J& KA NAFLD [ JR K 22 —XHa 97 HoAT iR =
X, A A E YERF SR B VD BRI T
NAFLD (45 B BF5T R BLAN 78 VD, Al LUK H
BBk £ 5 S 1) NASH A5 78 7 1k g 2, {H R e OR
RedR i MR REFN IR G A, (R B A HUIE / A4 E
Barchetta 25 P %% BLUZE T 27 1E % (8 4E N, VDR %
ik 5 HASH 20 23 2% P f FE 5 ARAH oG, 25 (OHD /K
%5 NAFLD 2 58AH X,

V4. VD FFAELL K T 3y 85 o4

AR 40 M0 Chepatic stellate cells, HSCs)
AT gL R A MK S 5%, Potter5P 5 k&
W1, 25- (OH) ,D; #i AHSCs T BB T B
1, 25- (OH) ,DsIPAFE A& 45 6 76 IR I A 81 3T i
(RSP 1. LAV R SR o 1A 328 3t 37 55 1R VDR A 5 (1)
Abramovitch?5C L A #iAS LB (thioacetamide,
TAA) i3 R4tk /N R IRARHSC, @1, 25
(OH) D MEILHUFAF 4 ER, RIS VDRYE
L THSCAN A i R IA ,  (HHSCIE i 334 m P4
40%0LL Fo ¥sn1, 25 (OH) D il BosE M HSC £ ik
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VDR. 1, 25 (OH) ,D,n] LAWHIHSCHE 5 F1 41 i1 J&]
HE DIRIAFENTS0%, I 248 & B 1
(tissue inhibitor of metalloproteinase 1, TIMP-1) 60%
S 1 al £i5 FiH40%. 1 H.1, 25 (OH) ,D,nf
DL INE i JE AR (¥ (matrix metalloproteinase-9,
MMP-9) 5EPE30%. Kk, 1, 25 (OH) ,D,iGJ7 Al
PLE 3 AR TAATS 3 41 440 A8 4y . VDRA] LU it
TGFBLHH] HSC 130 Fis 2R 44k, 177 VDR
B/ B R R 2 I AR 4R AL 3 7R VDR IE A — FiB 7
(6T FFEF AR i) 7 iR

Putz-BankutiZ& %25 (OH) DAIE MG AL
PEFIR AL Z G R I FUR I, 25 (OH) DF-EJ7K-F-HI
MELD#%> (r = —0.34, P =0.003) FIChild-Pughf}
4y (r=—021, P=0.080) Ak, 7EREYTIHIE,
KA IR RAVE AR fER BE6.37 (95%ClL: 1.75~
23.2, P=10.005) , ZETIRAFIIAR GRS h4.31
(1.38~13.5, P=0.012) . 25 (OH) D/KFFjiT T}
e R AL SO A0 F 1 2 25 AR DG U B, IRV DI SE 7]
Re BT Y0000 - T g R AR R 1 JHE Ty i 30 g R85 1)
BT,

Griinhage 25 PY #fF 57 & B8 25 (OH) D KV 5 I
i FE A ALH 2L B A A58 (P << 0.001) , JffEN VD
5 AR A A0S aa A7 DG 1T 5 T IR 21 2 4k Rt Je e oK
PRI, 2 TF R JFE 06 S VD (o = W] fi 2 0051 1T 2T 4
At R I — P Va7 Tk

Fiv VD A4 e

525 (OH) Dy IfiL i 7K1 B AR AH DG ) S 1 1R
% A& Pk (single nucleotide polymorphisms, SNPs)
5 HCV #1514 BT 40 fg 9% Chepatocellular carcinoma,
HCC) & & A X, w5 CYP2RI (OR=1.13,
95%CIL: 0.99 ~ 1.28, P=0.07) . GC (OR = 1.56,
95%CI: 1.12 ~ 2.15, P =0.007) #1 DHCR7 (OR =
1.42, 95%CI: 1.13 ~ 1.78, P =0.003) A%, ixi&
FER Al 5 AT e gt R G GME (P> 02) , 5
PegIFN-o Fl1 RBV W briEIG T I 45 KA oA M (B
ANSNP P> 0.2) . #7525 (OH) D, IfiLi % /K F
(A FE R phe g IRV 26 7 HCC kAR —eEH, thitr
VD {E HCV A ff) HCC B ot — & 1 B Guo
2 COURESY R B 1, 25 (OH) LDy 3 ik 3 1 #9241 i
b p27 (kipl) 11315 BRAIK 28 0 40 1 D8 - 1 7= A= 0 i)
HCC )kt

VDR £ K7 Fok T C > T 2411 7F HBV J# 4
A2 HCC 41 5 HCC 4 B & % % %)), HCC 4
Fok 1 TT P HCC A WiATH 5. EFA Fok
[ C > TR Z &R LAER—Fh e 1 x5 0
PEA HBV ISR ¢ [ HCC 28 19 5 1k A5 1 7
FREE P, HE AT 5T R B VDR JE K 7 1)
4y Aii £ HCC 2 A4 HCC 414140, VDR 3K £ &%

15 HBV G IGREAA G, 15 HCC RAETE R
B8, BrLL, VDR RN Z &5 HCC M 56 M ik 7 2
WS

7N~ VD FIT R HE

EAERF MM E A R E = 25 (OH) D, (<
50 nmol/L) ¥ bk 1 29 4y 66% "' VD A & 5l it =
1ELE B A AR G AR W, JUIL R & HFFa AR
AN JLEE B 6T HCV A 9% 19 HT B 4k T % i s 2
W, VD, B LY T Ok A0 s, T IX R A
WIAE N o bl B8 3 () — T S s ol R S 4t 7 — &
PR R M. FLIIRN 78 VD, R R A Ak g8 i HE
(acute cellular rejection, ACR) A7 AHXME (P
< 0.05) , VD EA X AP S5 A H 2 b = A e s i 52
oyt 92,

VDR &K 22 A1 T BE I 8 G2 A 3 (0 A4 1)
Sy, EIRBMAGSE—4, N2 #E VDR &
N2 &5 ACR [k 4 25RAHC. VDR R Z &M
(150 RT B B T e b e 57 3 Hof R A2 ACR 173
F(E 552 RN 1k = 3 G 5 R A | i P U e

t. B¥

AR VD R0 1R 06 3 AT T B RN
FC, AHRTTANFE VD R 0 5 0 s e i e 2,
BRI T IR RAIA N, B = R A R RN
el RE SRR A E, Rk, 4k AR
A FH L I 485 55 1 A/ PR ) FRAT T 5% 3 RN 5 1)
J7 ) M AT IR 9 R IR 3% B O B RN AR K BN VD,
800 ~ 1000 TU ] LA 4 5 76 2 1) VD™, £ H 45
1200 mg F1 VD; 800 TU A DARFAGHE B 41 K A2 26 43%
(P =0.043) FLERAEEAEE IR AR 32%Y HT
&k P8 VD FRM 3t e = R0 MR8 7R AN B I AEAE,
IXLCRLFO S T R A SR, W
RIRTIE PR 9T Y.
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