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Abstract

In the field of hepatobiliary surgery, liver resection is an effective method for treating benign and
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malignant liver diseases. Excessive liver resection also increases the risk of liver failure. In recent
years, a large number of in vitro and in vivo experiments have studied methods to promote liver
regeneration after surgery to prevent small liver syndrome and liver failure. However, at the same
time, research results have shown that liver regeneration after liver resection also promotes tumor
growth and activates the recurrence of hidden lesions. Therefore, How to balance the relationship
between postoperative liver regeneration and tumor recurrence inhibition has become an urgent
problem to be solved in liver and gallbladder surgery. This article reviews the research progress
of liver regeneration from three aspects: typical models of liver regeneration, mechanisms of liver
regeneration, and the relationship between liver regeneration and tumor recurrence.
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1. 5|15

JEUR P IR 200 PP DR s DL RS P PR O B ATT R, AR RSB LR R A R o UrsssEsk, A
LRk e, BEZ AR 2REGW), IndERSEZ5 W DL K S BER A3 soRis 2 M TR AR . (Eat HATm =, &t
XTI PR 58 BT AR BR LK J R RS ARLAT S8 & FRATT T T JH-240 M s B 1 i o (LR FRAT TR RIE, AXH
AR A PR, T HAERT RS f e, AR A B TEAE KRR A IR, X AR BRI RCRE —
SEMIRIBR o I RHATVEE RS A DD B3R I 0 PP P A O F T Je S — 230

2. FFREYIRR AT B R S B h 4R Y

FEFE I W SRR FEAE ML, B R BT A IE ) SR IO R AT IRATN F oA B
B T0% I IEVIBRERL 1], XK WIRRY /L 1931 4F Higgins Al Anderson AT IR Ja H-FEAE BT Sz,
HOL bR AT AINRIXRAEMFEL N T HIEVIBRAR S, SRR FERERTAE 1 R[] AT DLIRE
A, MERFEAKER2], WLk Emy, XRH&EKITHE. 55 NRBEREG 705
Ref oy, XA BA TN TSI VI BRAT A (T R AL 1 S ks e, A8 T4 TR SESME T T0G AT 15
Wi 2% 28 fj I, DRIt N R PR [3 11 — B LR R oS3 4k, W An AT HEDIRR (87 80 2 4T« S e LS
N AT F b 5 5 o 2 (et S (AT X — SRR R O it . AE SRS AR, SRATIE T SRR A, AT
R AR RIFELZE ) 1 R B A G % 2805 5% I8 E P 1207 DL S SRR R 1 A As, AR
FRZIBAE £

3. FFBEYIBRAR FRH9RTAE A E 4L

FAVEXS I REREAT T80 VIBR LS, R AR BRI B 8 il R B, JHE 40 A 1 e i R T gk 2>, 3
JH WD) 3% 3 — SR AR 15 5 40 Tt 28 R A (0 FFE R 4 e, AL 8 4 40 B (A T~ GO SR IR [ 7E 5 5 1K
NREANIGTERY B, R RS BN PR AR, 85 IR AR T B A R,
TRAE T IESh RS PR IE IR 2, 1IX—id 2, FAVERZ AT IEFE2E (liver regeneration, LR) [4]. FFHFFE A& —
AR SRR, T AR I S BT A0 A F) P AR B B DA SR I G R R S A, IR R
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K BIFFEHM . BT AL IR A (stimulates hepatic stellate cells, HSCs). AFT-4H. T 52 % 4 (liver sinusoidal
endothelial cells, LSECs)% % K425, WA SFFIEAMBEEE, Wik, AR, BEMER%
FMZ 5, RN ZR & RERKR T 401 LR Z0E 545 BB L R [4]. FRATIE
W HRAERN =B, RIHARBE shB B SR By 2 b BB, N 3AT T A A 5B B
31 FEENRNE

IEEAEOCT, R B L RCP 0, 48 K 2 B0 IR A Al i LIRS o T )
BRAJE 1) 4 /NF N, BRAZITFARMIRI N Go BB N G1 #, JF46 T PRI AR AE 2 . OC T I FAE 19 )3 s AL
l, WAVEAHES BUCR, BTIHERTIER, T8N B E S, 3307 R4 B S 5.
S W 17 Q1 R ANG 3 2 € e O P S A W 0 Sy | 2 ST S A X IV o N i o e R L A S
DL i it & 2R s, I SE s 7y B, BRI SE oy B 4 MO R B ) B B2 2, TR SR
iR, BF4HiAE K Bl ¥ (hepatocyte growth factor, HGF). FH4Hfi/ % 6 (interleukin 6, IL-6). — %4t % (nitric
oxide, NO). —H & & Fi(nitric oxide synthase, NOS)&5— RHI K F#i o0 ih . fE1ZdFEH, [THKE J109BE
() TR AL A5 AR A P A, [RIE 5 75T 52 P B2 4l (liver sinusoidal endothelial cells, LSECs)fEiX
BTN F3 R B A R — A BT AR R BERE[S] (6] [7]. SUbRIRS, FFIEDIBRA G 4k &k A i 2526
RNE NN G 8L DA S 5% SR 43 b R DR 1 2 SO 4 B S NS ROk T IR AE . S 5 IR AE I R
AR ¥ 2 TNFLHGF. IL-6. NO, ‘BAT 3 52 o I 2235 36 40 il (kupffer cells)F! SEC JIr 734 . LSECs
(liver sinusoidal endothelial cells, LSECs)BI 52 9 fe 4 ff, 7B/ FAE RS, AW —S LA (NO).
I/ 3R-6 SEAMMA 1, XL 7T, HIE4EM T HGF U B2 RIS, 5[,
XK B[R] S 3o ok 2 T A2 IR 41 A (stimulates hepatic stellate cells, HSCs), 1§75 HGF L& VEGF B8 i,
BB HERE T R AR, I AR > R S I 8] (9] TiAh, EFFIEVIRAR S, RIEAMALAE
VR EERI, T HAEM AR — 20 EokiF, BEC ISR S KGR R S3RAT5ER
FEREDIBRA G A2 53 0h— R 5 SRR IR -, 3 1 48 JAE 24 M DR] 75 ke FHF Uk 6 5 DA B ek % 240 P
LTS MREEM LY EENER, HAh a8 T TNF-a, IL-6 Z5[10]. TNF-a UL A IL-6 76T A4
MBS RS T EENER, FEashdfEd, e a4 T Go R IE4 M G1 HHFAZ.
FEFHIEFHE RS, TNF-a 815 TNF-R1 &5 &AM T IL-6, X IL-6 /£ LR fEH FoEes, #ms
JH4E R I )2 R AL G, W4 T — RIME S8 2I R, At BREuEHET 3 W
ZHW MR, ISP REEEN, XA N RIEER, #E—DER T4
A ZANEE ], TR R 2 AR RIS AR IA, DNA 6 s i 3¢ B, IL-6 1X 207 al{E AR S 1L-6R
gid, HEMIBH T R atk, B0 MiFEA gp130, MIMEAF JAK/STAT, MAPK Al PI3K/AKT
SETEEEN, EREBRENE, HUIBRARRE RSN SRR 51R — REUSN, I 1 0 34 5
[10] [11]. BEAb, IRZBUEMEME AN S ST E AR HA, XEHIEER T

3.2. FBAREEME

FRATT AT ) 2R I A B, B S R R R M H A 22 70 20 G1 14 S WL ARy 7%,
KRRz 3 72 iR, X AL S I AR B A B, T ELAE AR S B B
B> UM PR A AE A B . B dRA R, 4 I D1 BRI CD1 J2 JH-4m M 38 5E 31 1)
—ANEEARE, ARG B AN E RS R S Ah, SER RN R 8 B I8 HGF Rt
AR c-Met. 3 J7AE KK F 524 (epidermal growth factor receptor, EGFR) & itk EGF. #4bAK N F-a
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(transforming growth factor-a, TGF-o) LA S A 22 73 )5, B VEGF M2 AA%E . KT HHIE HGF A H 3244
c-Met RJBE IS AR A 9 2 DI BR AR S5 JHE P AR T IS A B B b 4% — 22 [12]. HGF BRI A K A7, H 3=
2 LESCs. HSCs S4HMI A1, & iy Sebr B —RMiE e, g5t 5k v+ 28 l. — K
THEOLT, HAE AT AR B R A, AR 8 LR B AR A e, HORIEEA 12
FEfE uPA B R A /KR A KEAL[13]. c-Met, {EN HGF M52k, HHA BB v,
JFH5 HGF J&[[#521k. HGF 5 L[ c-Met HZ5 G A, #— DA FFEE MAPK, #Ak— R
WML, U, SRR A P e T (AP- DB R T is A, AR (AT IIE DNA (5 5 = BERE IR 14].
KT EGFR R FRECHR, FAE AL S B T HGF/e-Met B2 1A, i 3 5208 42 (1 1 ok
IEBIEMEANE . RS ER—FE A TGF-a, EHHHEN & EGFR 1—2KREA, 7EI1HE 40
M 3E5E 5 7 R R RE b R S T EEMER[15]. e, ERATERAIEYIBR ARG AR 2 AN/
W, HACEFH G, I BEEERREWR. AR, IATE /A B S50 4 P (2 A8 12 35 Rk
JEZIE NG, DRI IE S IO ST I R, 8 7r/D BRAR N I TR 16]. S — R T
i, FATHE TGF-a L2577 BN/ RS i, S Wiss,  JRATTA I /) B PR JH U 240 1 0, 2 TP
F[17]. @i BRI 5 . FRATAMER I TGF-a 7ENNEM MEAH Mo 38 58 5 0 2, (kAR 1 5 T R
HEEHELEEN. VEGF, RIENEARKRE T, & WAL IE A R EEAE A . AN AT sish 1)
BRI, EAE A 3 BRI I L A B AR A S A A, (R A I S AR AR DT T [18] . A SER AT
FAUESE, FATTEBMNEVIRA T, M8 PR AR i R &7, AR T I A B4, m ekt P 1 4
(R RGTE 4L, IO A 0 B 2R A 19], MU T WL, VEGF 76 40 i AR iR S BRI B 5 R 455 B B
YEH.

3.3. FEAERNLKIEME

IRAETRATTR IR I PR AE B 2 1l B, 240 R ) JHE I A8 28 8 DAY R N A IR B BTt vk, 26 R
A b FERTIE PR AR 2 b e, TR A 5T A L N R et . (FUR B H ATk, G A A R
BURE A W e A R TE 2 . 4TIt sid, 4K K B (transforming growth factor beta, TGF-p),
& H TR T 2 B — AN AR R 2 . OB IR AR S AR, il TGF-B 5 HAMR k45 &,
BETT A M 0 2> 2 S BB I S B (201 VEAERVE, TGF-p1 H4c 520k 2 M4 S, &
o E SRR A, 2RI — P OE, 461 smad B KR RAE IR AL, 5 HARSE R AR
R AE AR R T RS SURIVE R, BRI A 8B S 1 N RS, MR &R AE 1 7E
[21]. Bgitbz 4k, TGF-p1 i&n] UMER T HSCs, JG&E LR N, AHMsMEm b RS orilh, B 20 sh
FEPUH KR, KB HGF 1RSI T H 2 R R RS bl <, &R HGF AR K35 IEH 1)
M e, (EIA R A AR R H #[22]. 534k, FERTIERAEE RS, TGF-g "l LMEM T CD1 s
MRABIEE B, Rt Dm0 G GE 5 5 A, ATTE B AR R H (23] 7E Lee 55
[24] NHSESGAIE TP ORI, ks IR A 78, ARATTINE TGF-p1 KILZARMI/K-F I 22w, M HGF
L HSZAR o-Met THIEAHS, RIUNIKF, EZXAEN T, AR 2R 5100 & 2 26, X
T—ANEK: BN TGF-B 5 HAH RN SZAR ) & [E R IA AT BE 222 5 I 50 mi AR AR I 2 B B bAh, K&
WEFE R B, PR KT (Hepatocyte Nuclear Factor4 Alpha, HNF4a)th 2 515 AT 5670 VI AR JG A &
1B FE[25]0 W FHAR VAR T, LA K F(NGF), ‘EAa7EFE A s B AR 1), TR IR B
o, BRI DL A E FRR T2 P75 (PTSNTRMHES &, Il 1 2RI T2, dhmk B2 b i
FAERHB[26]. AR, 405N E ST 55 31X — R ] LE AR I 2B R N R34
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o R, SRR, BN+ 52, DHRATE SRR .
4. FREBESHBELZHNXA

D R R 37 I SR T RS T N CWNE 2 =W A 0L BTy S o S G £ 2 b =R I PR
AT 2 Ay 5 i RS0 A g 1 e o e o R FIT R R, TR R D B oA B AR 35 B B 2 IR 1 DR g 2 4,
H 2345 B3 IR T IR S I RBUIRES , TEXFIRES T, N8 T IR WU BT 7 (8 22 J8 2 I F5 AR AL
Hilo IEGIFRAIE ETBTE, FFEE SRR PR N 2 & T AR RS M S 2R B fEIX LR
B, WEZNARRE TS5, YURIE SR, (BB A R S R Nk TS . (HS
RS, A O, B SN AR T — ST AE, X e 2 55 1A 1 4 P R AL
PG HEA R R RAEVINEER, FUIBRAR &I SR 1A A 5 S5 8 J5 R RO 400 255 D4 1) 98
AR, IX— R A )RR 5] R 2 S O . TERR R 28]5 AR S, AT T BN BRI SR A A
E B A D) B A S O A 7K P 5 g 52 A B R AR DG, I BABATIAE 7 7 /K F B ARG IE T AR J5 58
oA c-met. VEGFR-2 %543 F 7KV (17t 515 52 % g iR A4 AR DL B i eg A AR 2 PRt 38 AH R ) K
BOAESE, FERFAEVIBRA S B /N Y, HGF RIEAKCF-IRGE EFF, KRR BT IEHE KT 30 £,
LHILFER, c-met 238 K EWHIE[29]. HGF 244K 2 302 H IR IVLRSCEF 4E 20 B (MF) BT 20 i = A 11, 243
KN ANIE T, AT DAL e 4 = AR U, XN T R AR E N, SRR, ez
Mff oS 7%, ABAUESE T HGF R LB 52 R 1 FH 5 P e 40 A 7 365 558 Bl 88 (9042 28 R (271, IE R 41
W, HGF SZARFRIE KR MIKT, MEMBEHLAN, BERRIEKFEERA N, mHEL T ERE
RAS, X — SRR IR P A R K . %FF VEGFR, BPIE P AEK KT, 2 Bl szch|
PR — R M A RN T AHERRRM, RS B R A R b, R BLE R A
R E RS T IEW AL T8 2K VEGFR-2 M SE 0 T s 145 22 LA S B A -+ 5 V01
KA, KA HHZ YL T A= R BT VEGFR LA BT VEGFR HUAZ5Y 4 2 N S5 1IRIR[30]. 5
A=A 2, HEMREE R SRR TGF-4, KT XHMBET, BN fEEZ
MBI EES SH . EMEERITH, ARaEiRf, EFFESEPEE TGF-p /4, BIMER
PN SRAF 0L, AR R A0E] T s g 7 R S, SRR R RS s, gk
PR A K AR T A 2 N AERREE[31]. WFFER I, TGF-B 7E MR AL S N AFAE R EERIA ML R, (H R HAH
L2 ARTE R 2 N HRARACTIRES o MR SZ AR FRIA I BRIG , (A 15E 0 TGF-p SR 40 M 34 58 1) H 43
WIS Z I . 28R, TES5 WA B R U, iy 4 i PR Dy 1234 450 P LT DA R A5 PR AR 240 Bt T 1% 2
B IERIEHE, 5 IE W A T ARBIE T, 1 o 73 e 4 A W SR B A A7 25 |), i T
g SR A AR B RER, BRI R T R R R . T IR B R ERAR,  #E @ X T TGF- 5200 sk L L)
[32]. J34b, XEFREFEMEMIR IR R R, A IR T /N RAEEAT T AR DIBR A S5 77 A= FRARR 980 e B
Rl IRt T S R IR A S5 B [33 ], B R R 1A 52 K 2 A T L HP A7 A TR P T 240 B B3 2 Ak T AR AR
B [34], FEAEDIRRAR G 4k & 0B A e RS T IoRs 40 B sl 18 T S A2 98 R ARHIRIR S, B
ok ut, BRFTRE T MR a0 eI S T AN S R P, RS IR AT LS R — RGN K7
AR K TR 7 19 503 T 456 154 P P B 1 B0 IS L PR e R 15 DI 5 5 8, e SR R4/
o

5 R4

RFBATAS A Fr # i PR AT ARSI A RO, BATRT LOAR SRR A A R AL L+ B
7%, HETEE A SO LT FAAL T AW R R B B (HIATHAER A A PO e L
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AR AR AT BT B VR A, S TR DT SRR LA 2 B JORE PR DL H A AR L TR -2 5 A e 2
[35]. BEHBATBEFCIABITRAN, FATE IR TUIERA R 1085 R A5 I A4, BLRERAR S I AhE
MURAEBEAR LRI RER, SO, PRLEFEFRE, N RPARNER. Xk R 2 1
W T AN e 2P IEAR J& B A2 1055 70 0 5 BRI S £ T A J5 A 5 R SRR ) ok Ak — [l L,
LA thAT TARZ WU S kR o A5 e =R AT 2 A i I 1) 73 — K, AR T AR EAS
DL IRAEH BT DhRE B DK, (A AR BT O IR I R AP0 1 A G i3 BE . H AT TR A =7 i
REARHEGNT], (IR PR BT AR A HE BRI TS AN BESEBL, I 2 9 AT Tl PR L AG B8 A DM A 2
TERIBkG. 500, BEARAT A AR R BA AL, AT BERH L, AR ABA T T AT AR
Hh 5 IR R R DIAR SR K 70 1 BVE RT DRI AOFE Bt B A5 RAC R i S AR ] — 220 70 1 245 B
FANEIG), XONIRR 293R8 7 — @ RESANIE T . e ARG KRG, AR RS TA T8
KT G T, B e DIRERIVR R, 53— D7 T AT RE S8 T R I R . X gy AR
FLARERE T HERRIBEER, A BRATREN A AR KPR 2 T HLE L — IR ZIFN R S IRTT, R
ERREEE AR, A L AT A TTER, R I AT ST A B AR SR A 5
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