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Abstract

Chronic viral hepatitis B (CHB) is a worldwide infectious disease caused by hepatitis B virus,
which seriously harms human health. Iron overload can be observed in patients with chronic he-
patitis B, where excess iron forms non-transferrin binding iron (NTBI), resulting in the production
of large amounts of reactive oxygen species (ROS), resulting in liver cell and tissue damage, which

XEFIH: TH, AT, Bl seet 28R 2 P ER T TR D). IRIRESERE, 2022, 12(3): 1820-1825.
DOI: 10.12677/acm.2022.123262


http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2022.123262
https://doi.org/10.12677/acm.2022.123262
http://www.hanspub.org

TR, AT

in turn causes liver fibrosis. Therefore, an in-depth understanding of the role of iron overload in
liver fibrosis and the formulation of effective measures for the diagnosis and treatment of iron
overload in CHB patients can help prevent or slow down the fibrosis process before fibrosis
reaches the irreversible stage. This review focuses on the role of iron overload in liver fibrosis and
the role of iron overload in disease progression in CHB patients.

Keywords

Iron Overload, Mechanism, Liver Fibrosis, Hepatitis B

Copyright © 2022 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|8

EARTEN R, NEN ISR T 238 PAPIRES, St R NME T DA EE IR R . BRAIE N 2R
WA, 57 NMEN PRI, (EE&EMEXT TR, EWAENASE 4 708k,
291 ek MR E A A T AR, FIN R RAE | 25 8B 288 . R, TR HEE, 24
1~2 =Zon G Bk pk i b e r i, it — RAERBE ARG i B2k SRR A4 G, ARG
H AR IR BRI RIS B Ol BRARFI N 2 I IR ZY), LB AN 28 2 )
EAFE o TETRERAE LT, R N MW 18 IR S0k Bt N 4 i () kR e T 38 0, i R IR BE SR O
it a5 FUHEMUFrERS) S S, BREERRE QS G2 (INTBI). NTBI 25 5 4 40 i i
W, FECEHEEROS)IA, ROS MBI 5 FUAREA . AHMITT . A% R0 LA I 453 1 2 g 107 e 1 o 3
b, Mz 580N SRR TEERE T 1],

2. FFBRE SRR HER

JIF P 2 B R A, B2 A AR K (hepeidin) (0 =535 5T, 2 S54ERrA N 8T, ik
ORI EEAE 7 A . TSRS 5 Hepeidin ) mRNA £IEH Z V)RR AMEWFESRE AL SSMIE
YRR OSSR ISR, P NTBI BA =35 1%, hepeidin 785 8k 8 4 1M1 2 WY S0 8 it B B0 5 1fn
EH, s e RIS 1 (DMT D2 N4, sl i H i) NTBI [2]. FEkE E 524k 1 (TR
HERE AR 2 (TIR2)Z NN T BB TR BT R 3R, XA T X S 2k B B 25 G 8k
Wl . Hepeidin 1525712 B2 A TS TRk DAL 40 R 553k 200 L P i A7 3503 7 2 A% BB 34 3]
X EGR HR A R IA 52 a8 A AN FOUE A% DR 2 s ], R DR Rk BOGHE(E 5 l % rP 45 B 23— U T 28 X R
Al RE e G| BRI T KL

Z 51797 hepcidin F3% {5 T IE B 32 B A% Fs ), ROE @ KM T IL-6 Ak E SN STAT3
55 KRB hepeidin [IFRIL, 54h, HESRRTTERR T 5 —FX RS BBUKNIRSE, OREBTEEIES
RAEFEABMP), EEE BMP6 55, HUGEAIMIAN Smad & [ I8 EE1L. BMPs J& T TGF-g £ MAEKH
THWE, HS5BEZARBMPREME EY), FSFHIEYS Smad & AA KERIE K, JUHZ Smadd.
Smad £ FHE NGB AZ SR & L R 3 5%, RIS HAMP. Smad6. Smad7 1 1d1 )33k [4]. hepcidin
()25 SZ RS A5 1], HRYE Chaston 5551 R AEMRE, SR LB HIH) BMP/Smad 15 5 K115 hepcidin
MRIE o
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3. SRBHAERT AU PRIER

TEARPE T o It R R v, AT 42 — AN E R A SRl i sh A 24k 72, H 58
HANE B (ECM) R /3B #i A 2, T SRR 05 AT 923 2B 45 W e AT 4R e fb it Jg vh R, S 80h
M ER REIR . L G5 R AR T Bk TR 1K R A B R ARA R B T RE 2L, Sl ik 56 HS o s A
IR A KR [6]. FFEATE R MEFREMHCO MR R R Eh & — AN EE KR, 2RI &R
5 B LA AR MR T R 7]

P PE 7 R AR WG, FHZLSREVE B s . 0 P B AR A . DA BT IR ZH 2L AR
AAE SRR, M S SO . dEMEE 751 ROS (HAMLY . SEME . FikH HEA
AR, PTUSR AN, oM RIRIE, MELRATIRE, RIS I ZF
YEft. ROS BT AT LU it IR o i S A AN R 1 451 4 [ 8] T {8t -4 i 5ok FOA 452 07 PR SR URR, e 2% 3k
R T AE RS RN T, 3 T AR PR T P T AT AN B Kupffer 40 i3, 3516 1) Kupffer
YT A R 2 A A IR AR 4 464K IR 7, 4 TNF-a. IL-1. IL-10+ IFN-y. TGF-f1. PDGF. bFGF. MCP-1
I ROS F5[9]. Wbl Kupffer 2 i £t n DU X Se g i i 22 2k TAR i B R E I A . Tk
Kupffer 2 LA K 52 451 (1 T 4 7= A= 1R P 3 1k DR - 2 5 550 5 e A PR R AR EEL 200 G ) 4 SRR, [ 23
TR AN (HSCs), X2 8 ShAF 4 — AN B 2P ¥R [10]. HSCs 72 BT A M A 1 15 oA 13%~15%
BN Ay T R0 2 2 A IO v R S R ECML S5 A A 23 2 SRR [ 1] 3035 (19 HSCs % 7A6 ANLRK
2 kA MR I AR AH L (HSC-MFs). HSC-MFs 15 HoAth 28 28 (14 [l 21 44 48 it (MIF ) U T A [ 2 284 1) 240 i
(AR ELA & B 3B R 71, R G A ECM By DA R — S8 AR KR G e 1 R 1, TR I e 008 4 S R A 22 A
ARG 1B I RAE AL AR R 12]. EAh, KA H AT 4 R DU S R A0 i wT LA 2k 2 1 Bl Bk A i
T, UE Bk T DL E O I B AR AT AR

JFF A2 R A PR 820 A FPE R 4 A A 1) S SR s e DR 3 R OB DR 31, (R 2 2 A 2 JH BB Py i e 2 %
HODIR, RS U TSR L, HSCs WS LA B ECM UIRR % HSCs 4 i B 42 70 [F) 42
SR SR o IE 8 AR TR (LIC) 2K T 35 umol/g [13], 4K LIC #id 60 pmol/g i, HSCs [
Dhaeizd ok L, Melid 250 umol/g B, FFEEALEEAS AT EE G kA 14]. HRTOH M L7, &
SRAESE T kT DL SR AR AL R . an, Bk ST K R IR RS R R A I, $2m T KR+ TGF-B
Tk KN, F VRN RGO, (ERE N R B RE AL I F2[15]. Ramm S5 B IKIESE T A3 LIC #
HSCs 362 [ AAHDGE[16]. FER BRI HSCs A ALER BRI 45 R, B n T HSCs Mg, SEHetk
HE N T R E E AR, AR SRR R EE[17].

4. SRBHHISHR

KTHHBMIZW, FEEIIEFRA hepeidine LIC. B AMEEEEN . Hd, FFHALUSKEE AN
W W hnrE, BEAEEG M. RARRE . TSR, AMENE IR T BRI AZ(MRI)
AT DURE BRI & LIC, AU HEHEI S BRI MR B AR 35 AT DLVPAS R BE, BRI R ORI8D 1 FFE A 1)
WEE[18]. MIERENS MRI S5A T, AT LUK INAN & &AL, 38T DL Bl W e R 21 4 AL 1)
S HI(F3-F4) [19]. HEAA LIC BFIMERELE, HATSEGHRSEMK, HEARETEE R EE
AR o

ENEN, BEER P RA R GRS LR ER. AR, B niEkEH
) FEEZRPE20]. AR R, MIFSREAR T IR LR 1.5 f5(&Z % > 300 ng/ml, %P > 450 ng/ml)
SIS B R [21] . MIEEE SR T A B 000 SR AR A 1 S8 1) L BE T 28, (Bt A /D H50F

DOI: 10.12677/acm.2022.123262 1822 I IR = =23t e


https://doi.org/10.12677/acm.2022.123262

TH, AT

TR B G BL b 5 IS Bk B B Z (M R A A S Bk o (B AR R 02, FERRER T A AL ROAERAS T 2T
WLELEN R F KR T R [22]

Hepcidin X FFEF4EAL OVPAS BAT T S (H L [FIRE 52 JOE MR BRI 5200 o 72 TR 2T 2 40 n =2 10 5
FErH, hepcidin 58k F HUAE AR, 15 Sk E A ARBRER AR AT m[23]. X LEHF TR Y] hepeidin 2 4£
YLt e A A RIARICY), I hepeidin/Bk 8 (1 LU AR B2 IR AL OV AEAR 5 BRAMR RS R K 5
ARSI AERTHAEAL P S B FT Bk — 2B hepeidin M1 &8 SRR [21].

FELFAEAL VPG AP, ek sR B B BB S kAR < 180 mgydl I, FB A IO AR A7 Al T HE AR [24],
PRI FC T A D AL S8 AR A RO TR PR - AE1R I R R e, B AT 4L A e 301,
TR A, FFRE AL B A LTS F Bk R A IR T AR R A B 5 [25]

MRE HATHEFE, MiHEkE A hepeidin (1 LU BE WS 2 35 A7 70 AT B 2R 4EAL VP4l BRARSC
A RET A T F . A2 WA 3 ST A B R AL A A 58 e

5. SiBH 58 CRREERX

M %R E CBRF 5 B3 A BT AL IS e, o 35%10 B3 A 2, i AT ik
IR B IS R B . GGT ABPERE R IR AT B INA 0% 7EMBVE 2R B 2 rh, IR BE I 3
TAT 6 A2 P RS I VAR B8 Giad 2 o (1 TF 5 [ A0 e P2 A A Y AR 6 TR, A B P 40 i o e 25 4k PR A
P SR AR LA FLa 5 . IXSE R I ] BEMARE 1 /E CHB IR YL AL LIC fI 225 7R BL LIC
B, TMALE 2 J8 S n[26] .

TENS M LB EEVE I 28 B v, B 3000 B PR B 200 A5 T DUV %% 31 2 SRR P g g
H LIC 5 R RGN 2 EA DG,  Forr kT BR7E A DR A0 M 7% A R 27 2 A3t Jie R R PO BRAE Y, Ik
T R S BN ) B AR [27]. LR, BRATCANY N HepG2 40 - BT 28 7 88 mRNA IRk, X ] RE
AT YRR RGN JORE, TN LT 4EALFE B [28]. B ARIX e £ 2 gk f a1 JEL R VAL IR 99 7345 5 (1 48 UAL
S S B hepeidin J8/0, (HLEIGRHE T H A KBS hepcidin M) 2 [A177 75 K 58 R[29]

JHEAG 2 CHB it el F PR, gk HCC MFEEXEERFE R, 2 70%~90%H]
HCC Jpi {9 # 72 B A0 & F i >k o FFREAK 51 G AR B ) 25, B 4 bR 1 A K RF-. HSCs A
Kupffer 28 B A0 TRE R 2 S0, m DU (1) & (6] AN [R5 B8l A A4 28 25 1) HCC R AR
AR 5 R RE RS B 05, 7E18PE QR R SR L B, BB EUR HCC 1R A RIRm[30]. 1B
FEREAL I LR, AR Py ik Bk T DA R R ek, thnT DLE B S 8UE . NTBI 2 E M ROS
RIS, ROS AT RASN 3 (1) DNA $ifj5, tn] DA gE i@ 450 1 HCC MK JE . il 2 A B 4 1) 175 3
e il RNA miR-92 i FERIA, L mT 5 804t M 7k 28 A T S 8UMR A AR (3 1] K HH ™ 2R 2 S BUF
YHMSZA%, ATRE B HCC R ML 22 74 . Bl 04 T s s il sema 7k N e KRG ThRe, AT FELIEATL
A ROE R BRI IR A . HCC MR S8R R RIA B A, HAMP. R, HEkEam
TfR2 ) mRNA 7KFF#AK, M TR1 FIZRIENF5[32].

6. R4

PR AL T LT HEAL SRR R A A R J A — DN B R 3. BT 2R AL 2 2 A R 23K R 5
LR, HA BN EE R R RR . BV 2T 4EAL R SE BRI A LR Y [, JRA T3 —
A I TR T B AT AL BB S AR S 1 4 R R R I % R I R o AR . R AL R R
BN ST HCC RS A o<, JEd S 1 g5 B B pL S =R e 2R, it —2
il 72 T RE AL BB BRI TR e . IR YT RIS E 1 2EA
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