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Research progress of hepatic oval cell-mediated liver regeneration
in cirrhotic liver

FAN Shuang, ZHAO Jianguo, WANG Zhenxia

(A Area, Department of Hepatobiliary and Pancreatosplenic Surgery, the Affiliated Hospital of Inner Mongolia Medical University, Hohhot
010050, China)

Abstract The liver depends on two mechanisms—hepatocyte self-renewal and proliferation and differentiation of the
hepatic oval cells (HOCs) to obtain the repair of liver injury. HOCs are a group of hepatic stem cells with
multipotent differentiation potential, and play an important role in liver regeneration. The regeneration ability
of the hepatocytes in the cirrhotic liver is low, and HOCs participate in the repair and reconstruction of liver
damage. The activation, proliferation and differentiation of HOCs are closely associated with the liver cirrhosis
microenvironment. So, the in-depth study on the mechanism of the HOCs-mediated liver regeneration in liver
cirrhosis and their advantages in cell transplantation in liver cirrhosis will provide a new strategy for the treatment
of end-stage liver cirrhosis. Here, the authors address the general features of the HOCs and the research progress
regarding such as their function in the liver cirrhosis microenvironment and the regulation of the liver cirrhosis
microenvironment in HOCs-mediated liver regeneration.
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J A A 2 48 e T AN 8] A B AR T 51 /Y
PEATHE . KB MER AR BTN . BURK R TEH A
TR R T, BN, 245 W0 DA R T e o A
EAL, e E YIS R AL o o I S RE AR
BT S RE R AR, LSRR T 2 4 b R e 42
1. M T REFRSNIG MR, 52045
Jii (extracellular matrix, ECM ) o JE VL, filifif
JUE IE W B S5 AG R, /N R A S5 R O, B
JSR IR 2L 4 AR A L A A Ak 2 U8 5 4 ik
FErp, A0 M R B AR 0y, HAZ B,
HLT AR 00 TR A0 Y 25 5 6 R 2k B ) RE 3 R SE AL
FEER R 40 ( hepatic oval cells, HOC) J2HA £
AT RE R T AL, R RO S o A T 40 i i
EUH, 25NN ST aer =D, Hi,
3 AT B I5] 440 M E JE A A 20 20 rR 3 A Y O B e
Y FH A 52T I 453 005 4 B JHF R A pg LR, Ok I
TR T 4 BB Y g

1 HOC Ml & 541

EANFIES, HOCHR R “HFF4if” ™, HiEg
BEFESN RBUN, BRIHIR, ZREINETE,
M 3% W B 1k L e G, A M R 2 N A 88 R AL A T 4
JL RN R4S A B =z 8] . B AT A W HOC R T
Hering/NEP S 4 B /40 40 B -5 0 i v %) 222 )5 41
JL, M A0 T DL e i 28 R g A () A R OB B FR
JFF 440 L/ 4L 240 /N2 O B0 T 40 7 T T 40 /4
i/ NEE T, GE A MR RAE SRS, FEIER
A PR A TR IR B RS, R a1k
T A 51 473 P 6 o s 220 AT 00 e R R A8 b Rz i b A
P8 B2 I 4 6 g Aot 38306 41 0t a4k

Hurm Ak KIEREMHOCKHIEY, "6
EAFEEN . BrBtERiEME i aea L. 4
HOC [w) FF 240 Ja 5 m] 43 A BsE, Al DL 3k B 4l B b s
YAFP., ALB. HepParl G-6-P:24HOC |n] H &
Y j Ty ) A AR, AT DA GRS RS I R A bR ic
CK7. CK8, CK18, CK19, «-GTP; HOCIKH] S
Feak s T 40 AR S Thy-1. C-kit, CD34, SCF
%o Wik, HOCREARICY MR T3 2, W]
PR S0 T3 e Al AL 1 AR i -
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2 HOC EMELEHATHENEREH

H O C7E AT £k 21 40 b B0 B0 e AR 2% 1 — 2
FFPSE i, “ORAMEANTR, ZERAR
JIF 20 M P 2R 2 B . AP ARE AL AL 2, EC M B2 TIT
L, T AN B U] AT 20 i P R R /D i 5 4 S BUE 25
SERG S I RE LAY SR R A5 A5 A AT L
M PR AR/ P ZE M, A 32 0 9 A 25
He, I3 A1 27 4 Al st T 1 52 P4 B 40 i 7 L B0k 20
R, BT SR IR P T ST E B
A A AR, BEL BT TS i R R0 H 4 I TR Y X 1) 28
e, EUNF A0SR G R IR A Bl s
BT, R EUE AR, iR
AR %, 25 3B/ I R AR AT i
6 2% F S EOME BE AL AT 40 M AR R R BN, T
WfIA]R LA KPR AR A T 40 M A BB o8 42 K MUAE H
MR, A Lo AR PEIR AL, 2 IE W 1 2
e, PSRRI T AL .

3 HOC 7ERFREL AR B 1E

JHF B8 A ) e AR ML R e S 2 i ) R, 2
JEFEMCI A 5 A 09 3h 45 i 2 98, 5 B EMC
G s 2 (80) B, EREMCH L B
DAL, JERUHF£F 4k, BIAFAE 1L BF R IR 40
( hepatic stellate cells, HSC ) A WA EMC
1 32 SO AR Y HS CBT 45 P> 2 2B Bt
B JG sh RS B . PR G55, Ja o B B
L8 AT 4 A 55 4 6 T 3 RN AZ 5 0 L 7R 8 0 AT
RV JOE 22 453 S SO A0 M L S 96 A0 M L ot /R
T I 48 P9 B2 40 i 5 BTG F- B . PLTATAE AR KA
F . @A HA K AT (connective tissue growth
factor, GTGF) . TNF-a . IL-6%540 1[N T, %
WHHSC, AN EHEMC, DIE 52 i 01 )5 16 2
RN FEEREE BB, TS A, Bk
PRV R AN WG o Wb, RS AE T © 00 06 B0
FIHSCE A, B ¥OE R HSCL AT LUHE o [ 43 i 7
KAk — e HSCIE L, S BT 41k ) 2 it
L EHSCEUIS M B, HOCHEN 8 id & i
GTGF, BEWEHE JEHSC Y 3G 5 A1 2 = EMC 43 Wb 1Y E
Iy AR, o B B TR AR A ) TR
J 40 M5 5 43k B9 HO C RS AT £F 484k 1 /1N B
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e, BERS R A i AR )% . Ik, HOCHE
PAHS C oA 3 2000 240 el B4 T A8 AL SR S5 v, BRBE
HATLF il , WRETHTEF4EfL, W Wik A 5 e
TP JH JUE 74 A 64 408 i

4 HEXRIAEN HOC A SHEEERN
=

T 2 S AR O 55 0 HO G AR 1 BT £ 45478
I HHOCHEL B 5 £ 4 A i 8 B2 e ARG, &
FREMAFAES AN, ECM, 28U, v
ST ARG R, L B i
O[3 4 B A v AL, 4 A AN oA SR R
4.1 BFESRR4MAE

FEMPA B, RAEANM . HSC . 2R 48 40
JiE 0 A T 2 i 45 I S T 200 e e o 0 4 Y Y T
BT R U A O Y A0 M . %A A iR A B[540 Rk
I SN SCHEAE T, i 2 MR R AE N T,
IFN-y . B RFE 7R T s 355 5 (tumor
necrosis factor like weak induce of apoptosis,
TWEAK) . TNF-a . IL-6% R84 i 5[5 40 i 14 7%
TEAE L, 53 A 5 5E 40 A BT LA S 5 5 ) 4
FEEMR P AREPEMC, XAl {8 & 28 K X o [
240 B A RN (1 o o R

HSCHISEF A A L 2 V1 5 A4F, W TGF- o A
B . Faifid=+ A F (hepatocyte growth factor,
HGF ) . MVYEMLF 44 M A KM T (acidic
fibroblast growth factor, aFGF ) f1#EEZAEKHT
(epidermal growth factor, EGF) , BB OY A
20 ffg I 4 E LR A P A IR T HS CRE R A
Jaggedl, HEFLIE B IR 40 Bl Jag/Notchil 15 5 431k
AEAE 1 Bz 2 . ieAh, FEMRSRE HS CA B 5 20 i A
[F) 55 5% & BLHS CRE % 17 12375 U 1681 40 i 1) T 40 Jf 07
] 704k, B 1 e S 2 PR A5 RO T D R A A
VEFISN, 55 01 (5 40 B 1) B 40 4 b A o a4 ™

VA o 20 B 2 E TR TN RS B R AR,
WA A PR 5 B T BN I A0 B, ) P B S e G o)
fbo A BF 521223 T P 0 A0 00 T 40 1
JRARiEwnt3a, WOE OB 0 E A waofF SO
A Il [ L e
4.2 ECM

e NEER RS TESY, R, E
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g T 445 HA A AR P DA R 1 2 M, R T 2 O [ AN
G A5 o Ak . B B 40 i 5 ZEE C MY DT B A K ik
WG AR LT A, A BRI RS R A kB 2 A7 i
M FREY . Van Hul B0 0F 55 0E B T 78 T 45 41k
F4 /N B B 2 4 240 B 3% A6 R E CMT AR 78 B[R] | 22
Je TN 1 . EAE R AR R R T
— 5, HUUBUS 09[R 40 i 1 5 2 O AR OG0 2R
AR ORI ZF 4 3% R 2 RO A B B Rl LA K
1Y [53] 4 Jf0 1 344 5 4 41 00 B 1 A K PR 0 R i B9 [
20 M1 o AR AR PTY A A O R AN S R L
J2 R B R A DG, B A O[5 40 B )
20 B 1) A Ak, 3 RS R I R B A B T R
Matrilin—2 2 35 i I 0 20 ffg /1 3 5t 2 14 109 53 01 i B
Z—, FH2-AAF/PHHE T UP (R 4 i 3 58 A B0 F 5% %
M Matrilin-2 /9 2% 5 2 5 B B 40 i A 5 1) B J0E B
(SRR | A/ N {7 /% vl OO0V ES =R ey A SR 0
55 AR LR R 04 B (5 40 A2 e R 40 iy
R A
4.3 FEENFEERE

HOCA 5 E P A 2o P 75 228 Y Y IR 8%
Wk EZMME TS5, G2 &GS E KR
HOC ] BT 40 B AIRAS b R 4l i ) 4k . 2224
DT JLE&S S : (1) Wnt/ B -cateninfz 538 %,
TEVRANIFGE K Wt/ B -catenin {5 il B AR 3 57 5]
240 60 i) JET 200 e R0 R A4 L AR Williams B2 A
IAE2-AAF/PHF A= Zh W B AL | i 448 oo B 3
AWt 18 15 01 15 48 B 5 B 3R A Fzd 232 (K25 5
AL LA 2F B (50 20 A 14 58 Ak R BF 4R L. (2) HGF/
c-Me 3 fi /2 B9 (5 20 B 330 0% 55 40 Ak %) O St it o 7
c-MetJ R A B /0N BB Y, [R]Bh o5 S B E 2 405, 1k
PY B (59 400 i 36 g o B R R, HGF/e-Metif
% AN LB A2 1 AT O [ 400 B 1) 30 A 5 3G 5, e
5 5[5 40 A A B 7 ) ar kY. (3) EGF/EGFR
15 5 18 J% BE 0% 15 S U0 5 40 i i BSR40
b, FCHLHI AL R 8 5 Noteh {5 54> F 58 g B3,
(4) OSM/OSM-R15 5 i #% {i2 if B [51 J 41 Bt 43 £k ok BT
AR, DT AR B A A
4.4 WMERS

ML PHENLH B S5 THOCH L FE . Oben
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20 B B4 TR BE R 7 AR T R R U AR L L3 e

http://www.zpwz.net



o 8

A, % HINIE 40 B A AR AL AL 28 rp - AT AR B T SR 1009

% TR A B R S A . S5 Ak, 1R OR Bk
7B 22 1) I AN AT B R 25 M 22 SCIC s, O T A
AW, IF BB NN A IEAL A0 i . A
SR F IS /0N A8 R v T TR 240 i 2 8 R S A M 3 Y
SR LA E A2 W] RESE 1 £ Tk IE B O (B
20 M b A 7 A M3 52 R 4 A S O 15 A0 M A T A
DL B
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X RE AL R G T N B A8 R BB Rk )
HYRIT, MEGPN PR, bk R AN I e R AU AR
Wo xETF IR AL RACER ], RS2 iR IT AN BE
R R FE LA, IR — 1T Z A Tr
%, BRI R R A2 B BEF BT, e HE R S
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C- B CRP FHRUAT 9 55 2 HAV LHLE ECG
Toll FE2Z 1A TLRs M T A A e A A R bFGF oA CCU
FHEA i A JNK RAHE N PCR M %5k 1 Angll
41t WBC PUAEWREN - EWRBE AW ABCIE A P AR R T VEGF
H AR IL BRI E ALY HRP I AE ML A TR 7 vWF
ik 1Cs, WEEPUEYREN - EYRE APk SABC ik M£T A Hb

A ZRAL CV IR ERZE T PBS nLIINGS SCr
FRCHISERIUAE MR E D - BRI SP ik SBETOCEN GFP 1M PR 2 A BUN
e N EGF TR FK B 5 W2 R 7 ELISA 1L/ PLT
PR R AL R Tl ALT X2 SR FDA I BP
N MDA ik i, EEG I AR S0,
PRI R 25 HCV NEEZ / IRZHE LPS ORI MRV — A% A 1R NADPH
fikaniayisgid i SOD A R — S AL A A Tl eNOS PR SR 2R A AE SARS
R R MRI A LI 3% CCr — A NO
AV 2% Ji M 2 1 L st VLDL-C JREA BUN EA A NOS
A% P N 1 I LDL-C LI AN [ T LW TR EDTA
ki A 5 R PaCo, VEE I S (] PT il ACh
ki e 5 Pa0, LIRS EHE BSA LRI HBV
ZHIBEE AR DMSO PR HSP CHINFRITE e Pk HBeAb
St st — A WEE S RT-PCR N sl HIV LI e B HBeAg
WEIE T 40 Th NGB BRI R HCG I 9 s R A HBsAD
JHF AR A= A HGF CHERRARTT ATP Vi) S =S HBsAg
T IFN =mEH TG RV SRR FEAZ DB HBcAb
1o 2 P i B 1 A HDL-C ARG AR T NS IR PR HBcAg
A e H R GSH A T A4 WHO S EIR T FLTC
AR pH B E PG XUFEIK ddH,0 PSR LA ATl iNOS
MR RNA 22 B F TG AR S MAPK JEAAR BRI TUNEL
BINF -« B NF-« B PG P A 2 e Rl il S 1 MTT Ze B LOH
LI RBC TIANG — L, HE MR Ak s RO ECL
LTYNABYIE R ESR J& A i FBS I R SE R ¥ TNF
AL -2 COX-2 R RAE S BMI hE N ICU

T AR 35 1 TS 1] APTT RINZHR AR AST b KT TGF
PR ROS WAL A% R DNA SR AVt NK 41
ATV BA LR SR AIDS it [ B 43 ICAM [ERZAIEEA DBIL
JillNs Cr ANHEANE T ECM S JIE ] TC

HE T4 J £ MMP YA A M TR T ERK JENiliEa TBIL
AL X ZRW7)2 BRAHF AR CT LR FN
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