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Pl g R575 SCHRbrERS: A
TR S AR 4L R ARSI MEIR (extracellular
matrix, ECM) SR8, -5 11 52 P B 4R (liver sinusoidal
endothelial cells, LSECs) % HJ#H%", LSECsHr & 5
4Rz 8], 1E 5 FILSECs B AT % £L AN i fa] A B0
2, BT it/ 56 JEISE i L LAY o B 1 , iR B ik
AR RN FHIE D, BLAh, LSECsHA KRN
BRI, TSGR S, BRI S a6 &
%ﬁﬁﬁ@ﬁ%ﬁﬁ'?%ﬁ Fa Rk ¥ AR B K TR I R &
o ST THRIK G UL B i Wi Wi FR) 25 PP i v S Ve
T%—LWJ‘%—LSECS,ﬁﬁ?i?ﬁ@ﬁ@?ﬁfﬁ%ﬂﬁéﬁfi
WL FELSECsH B FLAY BRI TN B T EE R HITZ IK,
XRMEAR o I S R & AL R B GOE I 4 4 AL EE By
bR, ECM T ALK 40N (hepatic stellate cell, HSC)
A, I HELSECsPE MR, fEIFEFA4-AL) I B , i
LSECskZHEEMREES) , I3 Wb 2 Ph AN R -F infe AL Ak
A1+ (transforming growth factor-beta, TGF-B) FiIfiL /M I
A=K R (platelet-derived growth factor, PDGF) , i —2
P T AHARATE AL, S EECMA: AR i fi AL
PPN (T AEAL Y . BeAb, 24 i 82 B40im
B RS YRR, SRR = A 2 BE IUBAE R,
JHF AR AR, J5e 26 BUTF A0 15 sz Pk B B , (R DEITF£F 4k
TR R RS, ASCERLSECSHISE MG Sl s FENT L 41t
T it R LI ST REA TE50E , DAA I EF ALY TR
PR T Y e K 75 1)
1 LSECsB5RTet4: (LR BARE S
ML S5 S s WL,
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1.1 TLR4/MyD88/NF-xBAz ¥ i# &

Tollk¢5Z 44 (toll-like receptor, TLR)& HAFEHE S
58 R (5 5 2, W R AR AR R % 43 7Bk
TLRME S s P i) SCBE 7 G TLRA HE R0 1L B
¥-88(myeloid differentiation factor 88, MyD88) FlliZ 4% %
PRl f-«B (nuclear transcription factor-kB, NF-xB) , #i%H
TLR4/MyD88/NF-kBf5 51 i# W] 53 Th1/Th2 635 2 Jwi 5
i, ik E R B, JHFRE AL A ) P9 B SR ILERT , LSECs
At TLR4 / MyDS88 / NF -«kB K 2254 )5 1% AL 5 1 ity
(mitogen-activated protein kinase, MAPK) % 5 & iR Bl
% ¥ (lipopolysaccharide, LPS) , #E i 5 MiHSCHILSECsH)
AL A DR T AR B AR EF AL A R -1 53 W
BB, SET AL T, NF-xBR[ il % 9 A4
FIE S 3R-6(interleukin-6, IL-6) . MEASEH f-a(tumor
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necrosis factor-o,, TNF-o) FIIL-8HBEHL , SEUTFEF 4L HUTE
™, Wt NF-kBAEA —FhEF4EALIE 75 T LSECsi¥
RGBT AR R R A A, MNF«BlE S
TH BRI, AT AR INO ST BRI e 5% , S 20U e
PROBERRERE Y R I AnA 5, S80Ik R, RAh,
TLRAM) G HE— B VIHS CHIAE S WA 2 5 S PR 1
AL R, G IHSCre A KEECM, R HERF£F
AEALHITE B S i . TLRAME 518 % 30 v] i 1ok i k27 4
R 1 (fibronectin, FN) 1974 , S E(LSECSHYIE RS ARl
B, IR AP AR, RiRBFSE R, TLRY /

MyD88 / NF-«kBf& S s (I EF AL bR th R 4% T %
FEM il T RINF-«BRYFRIE , L LPSHITLSECSHE
A AL, vTRER BRI IFEF4ete i ALkl 2 —.

12 VEGF/VEGFR243 5 3@ %

P Bz A= KR 1- (vascular endothelial growth factor,
VEGF ) %} S 40 A Fn N B 4R 2 A SR IR AT 2253 31
AR, 6 T 4EH7 1 5 R SRR P i A 52 00
204 P P -3 A (vascular endothelial growth
factor receptor, VEGFR2) ] 7EJiJé il N Bz % 11 5 VEGF
¥ SPESh & , VEGF/VEGFR2{ 51 % nl 4 g if & A=
&, FEAER AN T AN W VEGFIR A BT M N (55,
1 it VEGFRY/Akt/eNOSHEFFLSECsHY R MY, IkAh, VEGF
A DASE L B % 05 S ORI F s Lorenz. %1y
RSB 3T B bk i i o] LARCE LS ECsHETE T , il i
WG LS ECsR TR FY € A A% 5 i 42 T A e ) A
JHNE VEGF IR 2 151 15 R B2 i s, I B 5 1
FHERILSECSE Ak D ifi e E 1, 55 —J5 , £E1E
T ERILSECsH, VEGFR2[FS i, i AEREF 4L
LSECsH, KKK T, ZULIALENF i #e b, T i
%1 1t VEGFR2-VEGF il 36 R A5 AR IAE
1.3 ERKI/2/AKT4: 5 &%

LaoZe /N BT U AR T8 56 4 8 BB 4 2 L
10ditt, RIRAEIS M 5 e v , LSECsHh 4is M 5
57K 1 10 15112 (extracellular-signal regulated protein kinases
1 and 2, ERK1/2)-Akthli )5 FBILSECSs KA R A 38
TEFHELSECS R AT LA A e 4EL R . ERK1/2
FEAEFRFLSEC s HRA A il SR AN S AL (e ke
ZUEE ST I RIFEEEEM ., £ SR N4
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5], LSECSHERKI12(0 B ALK M, 53—t
A (nitrogen monoxide,NO)/4& H HIZE ) LA F 4R AE 1
PH-f+(hepatocyte growth factor, HGF), Wnt2 ) Fih38 1, A
MINHIHS CHEGA I L, 4EHRFLSEC e 2 4 M Ff AL ThRg
RFAGUEL T, MEEE AL R , AKtBERR L
A FLSECSHIE 4L R, F3UINO . HGF . Wnt2i) %
IRREAG, 2 UE T 40 M S5 Anid b, EIALSECsH
ERK 12 AL R Ake R fb v] LAY R /N EF 4L
TR/ U AR A, Pk, BANLSEC ERK1/2 -Akt
SEERKI12HAEAM ] DA4EFFLSEC SR RR E T , 1B
AT DL SO 2k A R T A R L R SR 36  I%BE T
KHIERK12[M Akt AL TLSECS I A R O %,
P AT £ RTLSECs & A BEFTHE I IR YT M B T LT AL
I,
14 eNOS/NOA: 5@ %

[Tk = 5 2 ARLSECsHI A B A8 A 2% . eNOSHI
15 FTG 4R (reactive oxygen species, ROS) it 7= Az v DA E—
R i W AS AL ak S R I, X AT EFFLSECSITINO
Fadsdbw EE™, DRoIESE, NOMEIIE Sk (HINO/
eNOS/SGC/cGMP/PKG/VASP) 2 S5l & W 11 DI RESZ 4t
LSECsHife & PR, Pk, AT LA i 8 AN O
118 2 A AR PR DA o535 A M P PN B TR, 57 1T Bk v
JERE™, BEAh, Duan W5 R I, P 41N otehfE 5
T E I BEeNOS-SGCfs Sl , S E(LSECsH B4
BN EAL , I B LSECSHY LS 43 W 1k , 53
JEAR I B AT A The = A ik . 45 LPTiR, eNOS/
NO/cGMP{E 5825 T LSECsH fL& iy ek as , Ik
— 55 T RFEF4eng 1k e & mpLl .
1.5 Hedgehogfs 5 i@ %

Hedgehog {5 S EMRMGIIE K. SR ds 4R it
P RIERHAE R . LSECsRHhECAAR BN iz —,
HhE 5 AEfE R RN I rh i 3 AN TG K , AELAE & P B 405
IR A B , TR GUE LR, IS ARHS Cil it
Hedgehogf% 5% SLSECsTANIM ™, {23k TLSECs
B FIIRNG ARG ER 45 7 B H (adipocyte fatty acid
binding protein, A-FABP) #4534, AR AHEYE 55, T
FA-FABPIE LR HWE Sl % g — 4 IiRLSECs &
S 451t , 35 SLSECSHVEGFRI A , dE— (e ZE T if.
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DL B A A AL A M PR 2B R R S LR, el
JFEFHEAE™, MAEME AL, i i i i 30 S Ram
Jitarb it yestH =% 2 14 1 (yes-associated protein 1, Yapl) /2 ik
HippoiB ™Y, 1M Yap i i i 1ot ¥ il £t 73 i e ity
A BB R0 B, A R ) iR T AT
RARRRHEAT R A A B, IXIECM A i 140 i
oA B, A, @i HME 58
REAMTRI B4 S LA (qniNOS .CD31, R 1) Y
Fik, MM IR LES CsHITBANIM & 1L, 325 SCE T 4r 4
&, AR RAL TR YT TR BEHTIY R

1.6 AMPKAz 538 %

58 R B, AT B R R 15 AL % 1 B (adenosine
monophosphate-activated protein kinase, AMPK ) {551l 5%
557 FFRE R A BR 1 A B A Fr g AR S &
Bl A Bt AR O AP KT 8% ) 5% A ik 284 4 e b
N O 5 A o 5L IR 40 00 981 0, DA o435 I 4F 4
A7, BB E AR SRR Ck e @ i AMPK A 5 il ik I
PR 5L S/ U, InaipTid ,eNOS
BH FIROSy™ A 22 ] i) -l %o T 4 FFLSECsH N O
BEXEE, FEAHE-2ZROS™ M F il & Nk
I, AERFREFLAIL SECsH i K3k, Tai % s R, 28K
HAE L PRI A -2 (cycloxygenase, COX-2) fi i)
PGE2-EP2-ERK1/2NOX1/NOX4{5 5 1l % FICoX -2 3L 1Y
LKB1-AMPK-NRF2-Ho-1{5 Sl #& i/ bROSHIBL & 1EH
W/ ONO R , M 98/ DLSECSHY B4R 45 1t , FFREE] ]
Jok i PR A5 1 203 . Hu ) P K U R A R 3 2% B
— PP AMPKGE P& B S 7—5- @ Sk e-4- PR B A% B A% 1T
(AICAR) , i it R LSECs 1 i AMPK/eNOS# % , 2k %
P B FR P IEDEZA , DA REE AR T TRk S ERE . &5 B P
R, X RV AMPKS Sl 25 T RN EE
LR , AMPKAE 5 38 B B 77 v] G st SR ) 36 9T I
UL,

1.7 CXCRAz 5i#@%

VanZeC A Ay, BF P A TR £F 4 10 10 45 514 i T
CXCHatLN 13144 (CXC chemokine receptor 4, CXCR4)
FICXCRTHFILFE . LR, LSECsH 3
R FICXCR7 & KI5 , 1l 1 s P B i s P 1D1-
Wit/ HGFI@ #& (2 B FEAE . TAER PR 5/ U v
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AT A A 4 PR32 #4 1 (fibroblast growth factor receptor
1, FGFR )& 51k i , IIHICXCR7/ID 1 % , B 55 CXCR7
FEQEHEIF 40 M 7 A R B VR, (R HECX CRAM 3 , DT
FEUREF AL MG . AR/ B 4 b R S
PERRCX CRAJE R o] DA AT (2 2 I P A s 42, FFRHLE
FGFRIN-SHINFEF4Etbi R SR &, [FIFE, fELSECsHh
WERMERIE CXCRTA] LAHER AT 464k, AL, LSECsA]
T XFCXCR7/CXCRAH AT S 18 # O VRIHE A U5 P
HFORTEF AL ] - , CXCRA B A Al 1 A il LT 41t
FE P R 98 55 25 PP s B LT 4R ARIG YT IURE S AR
AL B F IR T IR T R S A T B g e 5,
1.8 Notchz 5 @5

AEX] 9 S 2 R EF A AP I R 9w DL F 5 v R
B, Notchfg S s R T EEMEM . FELF4ELIFNER
AN R LSECsH , LSECs A fLAY BRI % CD31
FInf 4 1A 95 P - (von Willebrand factor, vWF) f 335
B 2 2 REA , Notehfs 5l BB i : SHE R -4 BB
(delta-like protein 4, DLLA)HY KA Eif, DLLARYE FRIA S
FLSECSH MK R FHS CIiG 1L, )R 2 , i FINotchf
51 P P FID AP TE UL ERD L LANI 2 FE KL SECs B4
1L A, I 07D J5 JEC BTG ok, A T SiE 2% P DY S Al 5 5
WP AR, ZhangZE P OBFSER A, Notch G
23 eNOS-sGCI Tk 155 , M FEUALSECsHIE
HIMAE L, HAh, Notehfs 5 HBIE L ] T IHLSECsHHY
VEGFR2, M i i Akt, ieNOSHERZ L LAGEFFLSECsHY
EAM AR, ik, fELSECsHNotchiZ 53 B i
Al FAaRFALE] S SECsBAM L 45 1k Se HS CHY B
. BAh, HilscherZ2 i f Bt st & 3, LSECH #)Notch
T 5 ALK 2 R AR, NotehfE S5 plhr i 1) e L
ISF) B 30 T AT , 3% a0 R ) v PR 2 e R S v
£ N A S B B R T B, S B30T TR R e . DLtk S v L BT
NotchfF 5 18 i BN otch I I 5 FH v] e JE HFEF 4R AL
B BRIGBTT W .

1.9 MAPKA: 5@ %

MAPKJRE — R FZAFE T 7L 3 b ) 22 2R &
3G . MAPKG P& AT 4PP 2R 5 X i 2k . ERK  c-Jun
RHELAR IR (c-Jun N-terminal kinase, INK), p38/MAPKFII
ERKS £8P B A2 vp RAF B ZAE . Guo i 5
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WESE, LSECSTEAM I Ak nT S 0 B i 48 A T Tk
TR TEAE Y R , A 145 A et B v o B AR TR R 4% T
SCHENE I, i PN B A IE RS 32 3 2 P Sl s it IR,
Src, p38/MAPKFiIP44/42/MAPK & % 5 PN iz 4R i F5 ) 2B
TS EA™, ennr i R e e ST B
H-F-VEGFR2&E £, M 25 P B At sy i da™

AR R — LI MR 15 Sl AR S
4R ) 5 S R RE IS I Rk R B A%
oVR3{EIEH A rh Rk /D, 24 BUR AR M B Fif 55
He I R T, B HS Cii AL i IfiL 4 37 A i HE ] A=
WikRE", BB BN (focal adhesion kinase, FAK) & —
RS R EARBEE S ED, SRS A
SECE AR RPN ERR397AL S FAK A REfR 1L, fE
JHEF4EALII], LSECsH Y8 & 2 K P T iR  FAKE 1 1]
i T iFRas MAPKIE B% 2 510 55 A 1, T EEF 411,

AR, T AR RR 45 & 8 A (adipocyte
fatty acid binding protein, A-FABP) ;& INKAE 514 S 10524
B P b R B & 1, LSECsiB S A-FABPROHEM
FHSC, Ml il it B INK /c-JunfE 5 R BIE TGFBH
ik, WOMHSCHIARITGERILASE 43wl 23 Wy 5 2,
B—BREIECMZE S, EHS CEBLIE K AL T SBUFET
HeAbi A R SR,
2 HiF

R4 TP it F2 42 7% , LSECSTERF IR 1 2 2
RIEH R T EEEN, 5HHKNZ PG 5% S
T L A TP 4RI AR R P L [ 2 5 T IFER
Aetbr R AERURIE, HE, AL IGTT 77 AT
B, L SECs 2 5 T 240 1 A= P £F 4EAL AL D 2R
NN A PRI B TG TR AT G T #R . IRl
TEXTIG 1 S PR R s Ak st v, 1%F LSEC HIZ54Es
PR AT LA B AR T i s 2P AL, SR 1% LSEC
W24 (R 1R T IR MR SO 4E L) Bl R X
BAR, mTRZ2EAMIENT 2RI, 5
BRZEIRIT R vTRER 2 4, Pk, 107K %
BRAWISE LSEC $EIa) 24549 Ko H 5 HAdF R AR ELAE
FH L UA B AR A% Sl 5 FE AT 27 AT 1 S 3 s i it e 1
TERBLEL, AR A £ER R SR IR TTY /Ny 254
BEBTHIBS IR
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AR EHERE T EITAI TR R

EFHE A AR ARAK K.E A
CREBER“FREH R E Uit , b 067000)
DRl BB AR T T 0B TR s B IEIE s BB ME 2

P8 R 683 SCEkbR G A

B HRE BT (subtrochanteric femur fracture, SFF)
S QI E B WHBRRZ — R AR R &
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