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i P Y 780955 75 P JIF 48 (chronic hepatitis C,CHO) 2 #11
Bl 9 e o P B B M R 2 — . IR LA AR G i . &R
N BT 4% 95 7% Chepatitis C virus, HCV) &Y R 254 3%, 4
P 15 [ Y T HOVIY L H . CHC WAR MEUR #9897
T RER BT 4 R (pegylated-interferon, Peg-IFN) o B4
FIE A bk, FiE 5 F R P # 0 L 4 XF HCV AT J8 ) A i
T 25 0 1) R 5 MR VR T 0 B B0 7R 25 W (direct antiviral a-
gents, DAAs) BB 58 15 2] T 0 3 & Je . 385 1 P 75 09 97 8
(AR B A R A SR R s by UL 2855 i, ik, S AR
BN MBI E A E R BEENEL., FAEXDHE
SR WA R T S O R A R RS . Rk R
WFFRIE S 4E R R D ik B e 98 15 48 T, 900 vl ULAE A
— T B B S 5 A R A8 T 2 22 R S AR DG M R R VR IT
AR AEA R D S 98 1 1E K 5 CHC By 338 97 1 4
RUFRHAITER
1 ®HEZDHERKRIERNG

AR DNKE R EY A BEEME4EEER D
AR Dy A LU ) 4 3, i m] D p R o i 7 AR [
s 2 52 SR BB R A T B . dEAE R Ds i A MR 6 36 )5 5 4k
H: & D 454 % [ (vitamin D binding protein, VDBP) #4145 &, 7£
FFIE 25-52 (L AR T 22 0 25-72 4k 28 % Dy [25 (0D Dy L R
B R R R Dy 7E MR AE I A E IR A —
KPR RN e A R D RG] BEJE 7R Lo 32 ARG 19 1E T A L
1o 25-Z R QAR Dy [1a,25(OHD, Dy, W FR & b = R4 LE
ZD WEMHER], EHEELERE D 5SEN4EER D 2K
(nuclear vitamin D receptor,nVDR) 454 J51% 5 VDR 5 ¥ 2
i X 5% & (retinol X receptor, RXR)JE i 5 ¥f — 4K, gk 5
DNA 1y 4t 4 & D %% i JC #f (vitamin D response element,
VDRE) %54, W75 DNA %% 5%, DT 52 e 2 A 35 G 28 98 5 L 240
J 8 5 Ay Ak T,

LB AL B S A% 5L B CYP27B, B T T Ik BB /NVE b
U0 NS T RS R 7 w1 AN 7N VN | S g
WEFE 3R T2 A M 3635 1o 3R Al » 0 L2 3800 19 B W 41 it
K 5K 40 i ( dendritic cell, DC), 5 '8 H 1o AL B 32 %
32 HUIR 3 IR R 85 B RN 1,25 (0D, Dy e BE 19 34 15 A [ B
PEA LD 1o FRALRE F 22 TRy MR Z MR, sk,
VI 2 G 58 20 B A0 55 B0 A 20 L B W 400 i L DC L 3 Ak B8 38 5 1) 3k
T 20 i 55 34 35 VDR,

2 HEEDWRERATIER

Rl o 9% 40 Ml R 5K 1o 2 LG A VDR 45 304 09 & L, 4
AZ DM RERTERAZZHEN. HArA g4 % D Xt
1A e 9 B3 L M e AR VR . B 2 3 20 M Cantigen
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presenting cell, APO A T LAl 244K D fE R G H
RN FERAI, 550 454K D LIRS HA DK
PR TENUAR A e R AR

2.1 4R D5 APC  APC 245 e % 5% I i L 4 1 47 J
Il b BT PR 2k gy T Bk E iy — 2R, %
HUAPC £ 24 Bz E w40 g 1 DC, 8 E w20 g Fn DC [7] i
ik laBRALEEF VDR, BE B AR D B 40 W55 43 W
R, dEEZR D Al AL F A% A0 M F — 25 o Ak B B A
e 48 8 5 0 200 ) A B T R A T s TR M 32 SR 41 A
2 VE 2 4 1K (major histocompatibility complex, MHC)-1I DL &
LB o F R Wk APC 23 BT B0 T 40 88 % 9% 1
ZERIRE D5 B0 A0 A A% A R UR A DC Y 436 A S R
ok B B, 8 0 1 A % (interleukin, 11)-12 [ 40 W , 38 i
IL-10 43 i - &3k DC 1y [ &P T=0

2.2 AR DHHMAMK HUBCEWIK FEEd b
L Fp L 20 M A AR, 2 B AL T cathelicidin 3 B K Ccathelicidin
antimicrobial peptide, CAMP) F 55 ) 25 58 1 . 1 1. 2 0% YK 9 R
AR TS 435 0 1y 0 M b T 5 i R A5 R BT A TR L LT R B
ML EMEM. 4% DAl LR CAMP i p2 P E i % 5.
117 384 58 11 A G5 988 I 25 SR 2

2.3 44EDE THEIR CD4™ T ARk HEEAR R4 N
HONPE T WE I (T helper, Th)1 #1 Th2 4 W AE. Thl 48
M 32 4 9 TL-2  TFN-v  Ji 8 31 38 [ F (tumor necrosis factor,
TNF)-B, /i 3 40 Ml G0 , 5 e e HE % 5 Th2 4 i 5= 22 43 b 1L~
4, 1L-5,1L-6 IL-10, /v MR S 2 . 15 e e i % . 4E/E &K D
RWIEIL T 40 o 4k, 8 1L-2  IEN-y 3 3 3 2>, 9 i) Thl 28
J 7 A A T4 TL-5 A0 TL-10 7 A2 1 i {2 3 Th2 40 i >
AT AR HE Th A Th2 40 %% 1k . f Thl/Th2 A REAR.
Kurosaki 255 % B i Thl/Th2 23K 1 % CHC £
FR 5206 1 b 2 (sustained viral response, SVR) (1) it 37 71 il
R RRGEEZ DT LIME CHC WK EIRIT AU, 4K D
Al Th17 40050 e R 40 I8 7 1L-1777, 4e4E 26 D thnf
BT 40 M 22 38 40 i 30 T 9k B2 40 g A 5G40 -4 (eytotoxic T
lymphocyte-associated antigen, CTLA-4) #1 FoxP3, % 5 845 4
T 40 Jitd (regulating T cell, Treg) i 7= A0,

2.4 4HAEFRD BT iR D ANGEDT T Th
KA B AN, W EEAEN T B A, ik B g i g 5
WMoy b e B A 40 W e 12 B 40 = AL 5 S B 4l i
N

3 #EEDECHCHIRSRTHEXE

3.1 AR DA CHC hifm e & =Ny
M3 25COH)D; K FEARF 50 nmol/L(20 ng/mL) % Xy 4k 4

EEE W (1982~ T oo B2, 328 A 005 7 PR IF R0 50 (L
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Z = (vitamin D deficiency), 4/ F 50 ~ 75 nmol/L (20 ~
30 ng/mL) Z A 8 X A4 E FE D R R (vitamin D insufficien-
e, HEIbhRE R HI R 10 I AR D Bz
AT R IR AR M FRE B R R g R D B =
2 P I Ve A 2 W A R R T B AR A A AR R O R
ME L YR E D 2 AR W W WL, Fisher 250 38 386 41 0 i1
TR P I R P 68 YA F D B Z L 23 W fF A Y
AR DARRE IFREAL R S A % D ez B AR I Ak R E T ol
3 (86.3% wvs. 49. 0%, P=0.000 D, 3 HAAZE D=
A VR4 & 2 8 Bt 15 0 = TR 34 0 . Child-Pugh 43 %8 C iy
BH 25(0H)D; KV BART A Sy & FH[(22. 7410, 0)
nmol/L ws. (45.8=+16.8) nmol/L,P<C0.001], Arteh 2"
EERER M RBRE R 2N ER DZ AR, TH
JECERL S B3 O 45 2 R B 1 A1 o JE Al ol B PR 3% T B 2 6 s /b
B RFTE N HCV X 4 A4 3 A0 B 4 4F 808 1 i
540 DR 1 R AR A R A R A T

3.2 34 25(OH)D; K5 SVR Mt HAT, 34 25
(OH)D; K F-RE T 1E N LR 75 16 97 45 5 1 T B 38 7 47 7 5
B, Petta &0 % BT bR v G 75 1697 (Peg-1FNa B A I B2
FEMOPFERE 1 A CHC #3878 25(OH) D, 2 &K
HEFETE SVR Ayt ~7 T Bl 2 (OR=1. 039,95 % CI=1. 002~
1.077), Ge ZUSI) R fE F 19 & & @A (K | Interleukin-28B
(1L28B) 3 1 3iF rs12979860 C/T WL &M 23 H 1 # CHC
HE AT SVR B (0 W00 &K L 10 Bitetto Z50°0 W & BLAE 3 5%
£k 25(OH)D; KFERMER T CHC B #3815 SVR Ay b 7 75 0
P2 A J TL28B rs12979860 C/T Z2 &M M HAMFB O =%
1A I FH AT DLHR s B0 B0 3R CHC (B35 38 1% SVR Y o 7 .
Lange 0% 22k 25(OH)D, ik =t 53 H 2/3 # CHC
BHEM SVR EYIM K (LR D = i3 81% 3K 18 SVR,
ik R DB B H I 50% 343 SVR, P<<0. 000 1), Gal-
Tanamy 2 BFSE & BL4E L 2 D Al @ 240 Huh7. 5 JF 40
il Z h HCV & il , i IRIESE T 4 4E R D fER S HCV 3454
RGP E M A S AER I BT LIS IFN-o LA EE
ATy X HCV & il # —BiEW 44 R D 5 CHC 4t
WEERIRIT ORI Stk . (B2, WA W R £ 48 25 (OH) Dy
KFELE CHC B bR ER R B I7 Y SVR B, S Eux
SR SEAE R 25 S 0 R M ORI L A E A 25 (OHD D,
KPZ BB S BRIV SIS 2 N E R . 3 H
RREAE R 1,25(0H), Dy KFHT,

3.3 fAEFEDMRGEEPHERRNZEMS SVRMEXME &
Wi R gEA: & DRl ig 2 1oL . VDBP, VDR f
HEHEZEM S CHC br B G IT Y SVR A X, Lange
S0 g BRI ZE 25(OHD D, K5 CHC f 4% v 3% 2
BRI SVR ok AR 1o LB 26 1% 38 N CYP27B, Ji 8 X
I rs10877012 A/C £ &40 SVR gy b~z W N % (AA £/
T B 3815 SVR By HL @i He CC &R B 15%,OR=1. 52,
95%CI=1.061~2.188,P=0. 02), fE& NN CYP27B, W%
M5 1,25(0H), Dy /KPP H YA L, L HE Lk 25(OH) D, K F
WA M4k 2 D X SVR W /E . Falleti 251 % Bl ik 47 45
HEPUR #EIAJT B MEJR B CHC B Y VDBP 3 [N £ &4 GC
rs7041 G>T.GC rsd4588 C>A L4 25(OH)D, KE# Y5
SVRER., BEWIS WP HEHRKRTFEF I ATEENMN
(WT+.:G-C/G-C,G-C/T-C,G-C/G-A) F i #: /NF 3 4~ £ 5
HH B (WT-.G-C/T-A, T-A/T-C, T-A/T-A, T-C/T-C), %
JCENEAT 8 m WT+ & I 34k 25(OH) D, >20 ng/mL J&

FRESF 201358 A% 412 5% 23 4

SVR #2057 # [ & (OR=14. 52, P=0. 015), Baur % %
P VDR %: K 4 rs1544410 (Bsm T ). rs1544410 (Apa [ ).
rs731236(Taq 1 )3 My S A FLIA R CCA 5 CHC 5 B B
EITTC R A B YA X (OR=1. 69,95% CI=1.07~2.67,P=
0.028), 1 £ £k 25(OH)D; it Z 5K SVR M KA F
FARAI CCA % T (OR=13.55,95% CI=1. 005~12. 57,
P=0.049), UL EAFFNG — MG 744 2% D 5 SVR
F) A SR 1
3.4 CHCH#EBUR#IRIT H#buiE R D 5 SVR MM
) HEY kL PR CHC WByr b sm i 2E 2 D ACR Bl A
FR o LA 3 2 T/ 70 iy B e AT 3 06 2 B A E PR B R
J7 R EAb R 4EAE R Ds 2 000 1U/dL H A4 13 25 (OH) Dy
KK TF 32 ng/mL], 3K 1 Y CHC & 3 1 Pl g 8 2% b &
(RVR:44% wvs. 17%, P<C0. 001), 5& 4 B WA 95 55 2 &
(cEVR:94% wvs. 48% , P<C0. 001),SVR(86% ws. 42% , P<<
0. 001) B F X HR 41T, 3L X 2 B P 2095 3 T 6 B E 1Y SVR
(95% ws. 77 % » P<C0. 001) W & F %t B L7 25 Blfy L 2 R A
— 35T [ B 1 AT 5T 2% W RS RS TR BN 5k R R R T P AR T 4k 2
# D A LIEE SVR™Y , (H4EA4: 2 D 48 A& FiE T7 i E)
H R B G — i o 1 ke 75 25 K T8 i B v 22 I8 590 % BROBIF 5
PLE— 259l CHC b5 HE B0 #1897 T A s 4 28 ] D 4 3%
IvEEE-A R

gi L b iR D B2 78 CHC % %It Hol g5
BITNBE R, g4 E DREHER T Lo L . VDBP,
VDR 3K 28 d S CHC fREPLW BRI B SVR A %,
e D IR AR T RB R R R T ROCR M ALE . H
HI PR CHC B #b s 425 R D MY ai G v ok 5 R 20 LA WF
FE4en CHC B E AR MEPL N 8RR 7 il @ b e 4EE R D
HEYE SVR, HEMRMWIEA gEEER DXk CHC i
B BT B IR IT SR B T R B N IS
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