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Abstract

Hepatic fibrosis (HF), a chronic liver disease and a major cause of end-stage hepatocellular carci-
noma, is characterized by extracellular matrix (ECM) deposition, the result of an imbalance in ECM
synthesis and degradation. As the past few decades have revealed the possible role of vitamin D in
liver disease, a better understanding of the involvement of vitamin D, vitamin D receptor (VDR),
and vitamin D binding protein (VDBP) in liver inflammation and fibrosis formation has laid the
foundation for diagnosing liver fibrosis, determining the prognosis of liver disease, and new strate-
gies for the treatment of liver disease. This article reviews the research progress on the correla-
tion between vitamin D and liver fibrosis.
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1. 518

YE’ER D (P5ILER) 2 —MRIETE4ELE R, B =R S P A e RF 1 B R S K I A P4
(I RFI S B3 P T (B WS (R A AE) Y U (% 2 b Y B A7) B B (A A s K PR A5 8 2 BB 80 42 9 AR LA
REG[1]. $5 7323 PTH. FRE5E. 44K D MRS G Y. ek 4R D AR . B
WAE A RORT I H 2558 2, 482423 D T ORI A AA S S A B0 sl ™ B HCPAE S R e (LR
Sl BB B R S ) B A B GBI RREIN SR IREm[2]. fE4EAE R D MTFZ B
Hirh, 4R D sz SR 4R Z 18] B 9% B O A T FE R R 22—

2. HE R D WKESER

AR, AR D BUH IR CBCOIRADE A 38, HEAWMLTFIEY: 44 % D3 siHE1L
BEANYE A 2 D2 B3 MASALEE, IXPIRPE R 4E 4 2 D B AL E5 4, 761 Py R R A5 B EE ]
VD3 JEAERPHEE SN Eedm 56 T 7- Mot SU0E [ B B JEk A = A ) TR 22 4 DR 43 PR R ] 7 FELE I 2% |,
TR RAT ZANE S, KK BHSG R BBT R), JE— 0N T 4843 D k= . B AF7E T — L gy,
it AR SSRGS Y. VD2 UK H AN (R S I 22 M ), ASfEANEN 4, 5 VD3
L, ERIRIEAR, (B2, XFFERA4EER D Ol R AR G S AR B B I
e B B SR R, EIRIEIE B . ST (R T AN A AR R A B AL
HAERBEEMMEM[3]. 44 % D E 2l S8 T R AIui% N 4k 4E & D 524k (Vitamin D Receptor, VDR)
SEA RPN AE RN . 2 25(0H)D, F Ak LA AE VIS PERY 1,25-(0H),Ds I, FE 54423 D Jx
RLTCHF2E G, TR 3k RE PR 4 5% [4] [5] [6].

3. HEE D SEHALMKHXAR

BE LU EERRAB T, s T4E2EE D AP H T RefE i, wheREl, 48R D %
TR B AT YEAAROR[7], BT RRAF 48] OB (L= E) . IR 4E4[9] B2 BRIRIR T ik
[10]. EBELTYEIL . HFEF4EALSE . TXLEHTTT RIS 4R A AL S e T s it 1 3 i JEL B [11]

3.1. 184R®w. I

AWRFRIN, 4253 D v DL ATIE 20 B2 ik FF B2 IR 4B L (HSCs) iiE 46 . N1 TGFL HISRIA
ACERETT = AR AR AR [12] . 4EA2 3K D S ZAEB MR s TR s i, UL M A b s
[13] [14], {R4EAE 2R D /K5 I JIEB 0 9 35 1 DR E SR 21 H AT b NS 2

TE—T0 207 A [RIE L s 6 2 ) Ve Fe b, 4E2E 3R D /K5 B I AR 4 f 2 A oG . TR
T I 41 b fe AR A ) Ja S, 30 A1 4k A0 B 1 By 195 1 e B AL R R, T Ak A K TR -4
(transforming growth factor-p1, TGF-B1) 2124 N1k K I S A RUFR A 4L 4B Rl F-[15], 4EA4=3 D nl 4l

DOI: 10.12677/acm.2024.144997 122 I IR 2= =23t e


https://doi.org/10.12677/acm.2024.144997
http://creativecommons.org/licenses/by/4.0/

HHBUR « ZFIRIL, HANERER « 75 3

il T 22 IR &1 B (hepatic stellate cell, HSC)H TGF-1 /5 A 41 4E4k[16] [17].
3.2. IEEFERR A4 AT R

ARG i 17V P S (NARL D) A2 18 1 B A e R 4 e 1 2 B2 R IR, ol JHR U g i 3 AR %2 51
i, DRI HG i R 2R MR D B 7 PR (0038 0T O — AN E R AL AR R, Rk, SREUE 24 1T
T Jta R 7 1] NAFLD WA BT R AE R G AR R B2 . N RPAT IR A0 FCIE SR R B, VitD mIRE/E NAFLD
JH AR Ak A AL R FEAE R [18] [19]. FFME A B Wiy BRUCRR T LGS 15 2 (2 2645 5l %, #iltn Toll £
AR 4 (TLRA)E K, IXAEARPRS AR 1 I 28 B R ML AR BE 22, 1,25(0H),Ds T TLR4 H)3R%, #]
REARER —Fh s b JHT- 4 FR A2 43 R B v T 7 S [20] o

3.3. Fr4pashits

EEER, AEA IRAIR R RIS IR H 2 RO, #M 78 VD AT LA RO A [F R 3R 73 AT 2T 4R 4L
ifi[21]. WU R AN ELEA R D AT s TR A REE B 05 2 K RIRSEJORE A LR T 1A AT A
(13 S S JA A Tk 55 (1) TLR4 5548 &, TLR36 15 51% 72 Kupffer 4018 1A REME 77 o 20T U485 R SR
JFF AR 78 4E2E 3K D 2 — Rl B 280 i AU B0 45 R 10 7575 [22]

3.4. B CRIRTRATLT 4N

SKAVUR[23155 0T TU R Y], (EMRVE TR AT A 4Ef BB A 3R D SRZIERCH W, HEEE 4R
PEREINE, MIE4EAZR D KA, R4EEER D /KPR E A AL fa R . A T4 R [24]
RYIHYEER D IFHED 26.8 ng/ml I, 2R & LT LEL ) REUE . Re 0108 0.725, 0.733, it
W 4EA: 38 D K/ 26.8 ng/ml X8 1 2 BU T 25 0 25 P AT AT — 52 TR T

3.5. BEEMR . B4

JIEAE A (BA) & 22 LI AR I BB R, AT T T i& R (HPE), R R 2 U 75 S A7 1k
JRErdifl, it RNIFREA AR, TR B . AT I EF4Ef /2 BA B8 HPE 545 R 1 i =
LR bR . BA B AR REAG (L) G S kT L i E g (B B . CMV) B AE R 1
2%, UL TGF {7 530 M0 T SR 40 B (HSC) At B 14 i /0 J2E R TR [25] - 4E4E & D = 7F HPE
RIJLFERT A BA B)LH#RE I, EIRIE T 96.3%~98.9%[ 4% . Zhuang 52614k, BA MG
25(0H)D 7K TR 5 41 446 43 1AL PIINP (111 28 g g Ji 2 3k e JB ) /K S AH 9%

3.6. 44 % D B E A RBNSESER(HRC)REMITALENL

WU R[27], 4E4 2 D 7R ARSI B2 HI T A 40 AR HRC 3Rk . HRC Jd ik 4
2 E G N TGF-A1/Smad3 Fik FAH L E s S Vel H 4Lk, SR, 4E4E 3 D W] DAYE MR AP 2 Wi HRC 5]
) TGF-A1. Smad3 il p-smad3 /K¥-. b4k, HRC fEAIAE R 1 RIE W44 R D MThEE, R
VD #id i HRC K IEMEH[28].
3.7. B

P2 FF A RN AT AR 4L, IR R B ARFREAL, 0 & SR m AT, R TR R
MEERE . BTRART S, 4E% D RRHIERZMEINGE[29]. 2 TURINIRNRFFER, #b

YA R D B4EAEZ D A mT ) 5 A e A AR G BE, HRIRC N IR RN . B R AR B AT A R T
44K D iFFH c-met Al ERK Fi[30]. E-cadherin 1 Akt &34 [ 15815 S 40 B 300150 . oAb, 4k
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742 D %A% HepG2 4 v 4H 25 (1 i 2 el 2 (HDAC2) ik, FE44n p21 (WAF1/Cipl) ik, AMY
SEEUN KD, B FEPE T AT T

4. HEH S D #FEF

= YR D AMUEH T RN AR, Wil SFE. BMIL A&, FREEE. &
FRIRGL LA SRR 0S5 2 R R A 0% IR L ZLME X My 25(0H)Ds Fll R Pl R 1 I 4E4E 2 D
K, X4EAEER D AR RS AEE R M ZE e, AHOCSEERFR R A1, 25~80 ng/ml A4EAEER D (1)
RAETEH[31]. MR, EERALEAER D Wrlaes A —RIIBIEH, Wk, ek, & ST 5%E
1] 5 [32] -

5. ZIREARKRE

BEE X YA R D WHFCIIASIER N, KO 1 AT 442K D MR, ERAEDIfeE Ak T3 A
PRIV AT A BB 85 3R TR K V% o CUIRYEAE 3R D TS FIVR YT AT 44k IR D0 34 A I 7 20 1 4 FH O =X
RBREI U A AN B B IR A5 T5 i . TR 4R 3R D FEMS AW b s A My 0, AT SR O — R B AE
HIFRBE ARG T LT AEAL B 258, T3 — Rz i T AU T 45
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