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Complement and liver regeneration
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Abstract: Complement system is known as highly sophisticated immune defense mechanism and effector arm in
host defense against serial infectious agents, such as cellular debris, apoptotic cells and foreign intruders. For recent
decades, the traditional perception of complement in immunity has been drastically challenged by accumulating
evidence for novel and unexpected functions. Generally, complement is now known to be involved in metabolism,
reproduction, osteogenesis, tissue regeneration and stem cell biology, efc. In this review, recent discoveries are
referred to discuss the previously under-appreciated role of complement in liver regeneration induced by various

pathogens. The unintegrated effect of complement on regeneration priming and pro-inflammation modulates the

balance between liver regeneration and injury, which determines the pathological process.
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JRBUAFR EAE R, R RE RN, I B bR U
YRAZ LR . ARFAE T, AMATE AR AK T 1)
“otlh” Feik (tick-over) S FIAAT T IAH HAE R,
TR WK S 52 Hh RS0 AT 5 G e i U 1
Z P G5 R AR R, fMA S nl i I 28 L4
R IR R IR 5 — Py NS I A P HRRAE
PR 40 M 2R N B AE RN, LR A A
Al A Bh & A, T AMA 8 5 AR B0 R 3
RS0 G 22 00 B oy DAL A 0 7 AR BAE A, A
s ZRE (1.

REFWEYAR, H ERIEFRL =4 C3 )
IKARTE, MR =Rl AN R T C3 KR+ S5 CS
HALRR AL, s SAMA RS 2 BN 5>
HHEE % (C3a. Cda Ml C5a). 7 2 (C3b Al C4b)
N v 4 AMA 1 73 (CSb. C6. C7. C8 1 C9) 41
BB E AP (MAC). ik, — 5, iR
C3b (5 C4b) YR TR AR T, 5 G 5 Rl B A0
PR, 515 5 MAC 4N A/E s 5 — 7,
AETE N IS4 C3a, Cda FII CSa vl A it
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Higgins 1 Anderson" #:37 i KBL 70% JT47) %
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b7 RAFIEAE, WA H TN 5o T2 K AT
T . F AR KB40, S5 %A B
() SERESA T (W R AE A M5 ), FRAEBLEIAE T -
ZH 234543 i o D3 e L AR T A S i 4 A s R
D NPSIRNEPN b i' @ 255 P e ol |G o S P R S 89
DNA & J5 40 i 58 58, A% - 40 i 208 38\ 40 i )
R AL st R W, B D) BR S TNF-a #
IL-6 25 1 A= i 4y IR 1 (1 B g B 1T 35 46 NF-xB Al
STAT-3 45 % % 0% A v, i L EGF. TGF-a
N HGF 25 F AN R I RIE, 8 8h F A ) iy B
(K 2).

AR 23 V1B (PH) B8, VF 2 0F 50 45
BosAMERG S Y TUIR G AR, B3P
KEEAL 9> C3 F1 C5 %1 HF A 1) 7 3 22 50 H 2L
Strey 2 P2 1 Markiewski 28 ™) 3 1o It PR i B2 B
W T C3. C5 R ILZARAE T UIRR 1 A nd Re v (£
Mo g 5w, X TEAERY), C3 8L C5 KK

LPST (portal blood flow) HGF

Asulin
T3
Thyroid Pancreas

[ R
-::;;a-nal h‘-}patectomy f\o\}) Stellate cell
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> Norepinephrine

FBR B (C37 8 C57T) A IFUIBR G AP AR 32 40, R
IR R A v (P A6 T 2 R S (¥ S 48343 . 1 €3 W
C5 KL DA 3L g B BT AR5 7 2F 52 BH 1) 1 L 5 R 7™
H o RJ5 44 h AGUR WAL, JHDHER DNA
A B I DR B 4 22 5 AEOR AT BOR 5 BRI N 25
Tl fEE & C3a Ml CSa o IF FHAE KPR & e B 4F
Y, e T A P U AR AR AR R . X
7~ C3 1 C5 AR M H X BB R TS5
JHFFAE I 8o 6 HEHLHI ) 3 — P s« (1)
C3 1, C5 B R RE R IT 5242, {5 C37 A1 C57 3h 4
ARG B FEEARR M, FIh C3 AR5 46T
. WRAEAE AR O iy, 1 DNA & plfE €57 4l
RPN B AU IR Ml C37 i B3 R B
(Q)C3" B ) B 5 STAT-3, NF-xB 45 #7 /F 41 i
FBPY, X 5 RE s o IL-6 A% 4k i A
TNF /K73 8% PR B g B — @ Xt itk 3)
ZiWIBAIT C5a 244 (C5a R) LT 52 AT 75 4R
N, HAJG TNF-a. IL-6. NF-xB . STAT-3 /K&
Z IR, fooR Chailiid 5 2R EHZ 54
PR B, AT g S RMASE I T AR )3 3 KT (TNF-a.
IL-6) J¢ Hoif5 ' #4567 (NF-kB . STAT-3) [F) 3%
IR K

MR EE R F ok, C31E I HMA RS 4l
g5, AU R C3a G M) AR, B FHAT I T
W N, i C5 BTEAGFE FHAE, DAtk, C3
RIS B HT HAE R R CS5™ 9 7 i 5 {H C3/
CS™ i IF 32 33 1 B IR XA CS AR AL
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FHXS AT M AE 3 A] B 0l i 5 L AE Kupffer
A i IR 32 4K (C5a R) A EAEF, A7 5 3h K1
(TNF-a., IL-6) 15K ¥, Ff 75 F % s W0 K+
(NF-kB. STAT-3) & (& 3 P, M C3 1 C5 15
4 A S E KRG, AMERGE R ACFIFOR AL
il V12 A2 kAT I P A (9 2 4y (priming) B B, X
W SIS FTESE : C3 7 Zh) T R 20 min FIA 5
8 h 34y T B AE R B Wit LLAN 78 €3, (BT AR
RN HIERAE R, AR Ja 45T N0 U905 ™ &, if
ARATES T M55 LT TR A3 A ar i B, 3o
FHAMAYE AT T AR AR RO 2 02, it e
A AMA RGN RES e Bt, Xv] fe 5 AMA(R
HEFR A A0 M AR IE AN A G AR A, W5
WoR, BRI AMEEIF VIR IR &I T 2 &
b, S HIEARTE 2 h A48 hak B B, B3R
2 h) Z 5 F RS R EA TR 3, M ks
VU TA 5 W 40 35 B 2 S L L i Tl A ), %
TAMATE G VR R AR, R T R
TERPBEE R R P R T R, AT (22
WEDIRE VKL o 53— 71T, FMAIE B AT P75 9 SR
B AR VR B2, (e AT 2R S et T
At A7 FE MR  He 25 PRSI T Strey 25 B2 (145 4,
KRB C3" ST D) B B S g AR RN
Az B, IR B 1) C3 AR MR Ak 2 1 (acylation
stimulating protein, ASP) HJ Jik % C37 &4 JIF- 45 1j #11
NEWTAS PERR . ST ASP & 7 21 g 5 4 55 4 1

K7, HEN C3 = S8 ASP AN, B RR K
AN R TR B, R AR A T I R AR, 5 )
i 0 T 1) P R () e ds AR G sk B, 5 ke I iy ME AR
BE I WEJE A5 P S5 4h, WS 2 7R CSa ] i) 3
Kupffer i J R 50T 51 i 2% 1) 4201 300 460 24 0 A B,
AT RE M AR B R Ay, (AT 4 B v iR
AR G B A F TR N A SR Y] B WL, AMAZERRAR
e M ER T Reth 25 T80 / AR,
3.2 HHFHG/BE

TR AT B0 2 AL 275 3 (W ). RS
o3 B S JAR M= 5 R RO P sz i s, S LIE T
B3 ME W TN T 40 AR Ak 1 5 e YRR 22 1) S 5 4
55 YO AR R IR TSR R 0 R, R BT 4 e
AR T, AE 15 S 8 N RN 5 A4 1 R R 77 Y,
{EARXS T D) B IE s INa B 7, #5382 % 4
e, NI 5| & TNF 55 58 5 K A 5 10 f i I v,
AEAE IS L A R s A P 4 S e S B B A
B, B AT IR S s 47 AN P AR A 2 T
YA PR R A R e T R R R I EE LR R
3.2.1  CCLATEUH# /1 2E

CCl, n i B4 B s S e i 4, 5 Dl A0 A R 3
FGAE e N 2, 3 B S 4 o T A A, e
WO IR 4K 2 P B2 45 B . Markiewski 25 9 1
Mastellos % ™ | H] CCl, I8 a vk F B L, of
01 C3 HIC5 X B PR 440 F A i g . 45 R W
7~ C3 M CSHZ 5T CCl, rE I dA e 8,

Partial hepatectomy

ROS LPS

Complement activation

C3

O1T |

cyclins
Ga c5 cdks
C5a G
C3aR / gk i
A .
‘ C5aR A o GO0/G1
~ o : & AP-1
\ A TNFo——TNRRI — NF- B cesrip @)
NF-xB ' __, IL1—s
STAT-3  — IL-6— |IL-6R — STAT-3
Hepatocyte
Kupffer cell priming
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H 5 DIBRA 0 AR b 4 D AL B0 : (1)
CCl, #ERfi G, C3 405 2 s, #5H1T 2h Fl
48 h A BIWEAE 5 DARMAS IR IR 55 0 25 K1~ (CVF)
BELIBT C3 )i, HHFFRAE ™ H 52 PH, DNA & B 2 K
C3" BhWfE CCl, AbFE 5 AT F 4 32 51, 1T A3 AL
Y0 T B AE IR, (EVES C3a n[ K E C37 s i BT
FAERE S 5 C3aR ™ EhW{E CCl, 45 DNA £ ik
AR 5 (2) CS Bl H AT R T )i (6
AR, RO RFSEE . R 0 S I FIIR AL,
JFF 40 e 366 G J B B S AR, {H 3 BT Ah 78 C5 B
C5a 1] i 25 38 i F A s [ARE, C5aR [ LI 5
FELSTF 40 M 5 R ) e

ARG RN, C3 F C5 IR RS 5
PEMEZRAM, 458 e ERVIRERARER,
W BT AE PR RIS 2R rh B A A R ) A A
HI 5 5 C37 Sh e 40 I B A S (P A s 4k, 3
R GEIR Z A LUE BRI . 55— 51, €57
WAE CCL AE L G L4505 58 ik i ), 2R
FAEDRE DABAEAE— 2 2 5 . C3 iH1L 4 C3b. iC3b
HAEE A TR SR ZEAN M (0 VT, 2R B0 A 45
3 5 AR S P SE s B, RAIERPEAEEAER 5 M
C5 BRI A ShRg Ak HAT 4 AR 4 I 7E I
322 WRE MR

WA P P90 7 T 000 B P o — P R s AR v
(R, PA 1) P 08 A7 FH 38 0o
Az VL BT B S S BEAR T P A A IR S 1 R R
AR ARG A RE SR G, 1 S IE 5k
RO S0 SN, PR R A P BRI A,
YL N EEEE . R NS T RS 1 S
MK LA F SR AMA TR L IR 2, 25 S S5 RS B
SRR 211 G 2 a] BEAT BT 0L 1 el 1

Jarvelainen 25 "8V %5 TSRS % ST C1.
C3. C8 F1 CO PLRAIE I, i 4 (1 0 ) 1 45 R 7
Crry il CD59 1A R, U6BAWRS il 75 S AMATE L,
388 5 P MR RT A5 A A Y PR U, B M T
REML HET RS 5 S I Bi05. AMA 2> C3 Fi C6 Xt iR
FEVERF B0 LA AR, C37 shiariing 52 5t &
FURE RS S 0 S s g YR AR A B, %
W C6™ B4 ) %o ¥ 953 495 T Ak B 3 5 IR
AT SE BT AN - e C3 L mikR 5 15,
RS AL BEREAR O T AR AR AN 28 U A2 T iR A K
SyiERIk, BT H BT D BRI C4BP K&
I U PR R i A A 23 (TCCs) FRAG, 7 /MR R
AT AN JOREAE PG, nT Be S 5 WORS PR v

FER B,

BEPERF WL AR, SRR E N 0
JH-BE 2508 Al B 7, 51 R S e N s N,
IL-6 LT 1 STAT-3, anfieidt RAEK 1 TNF-a
MIRILAE, S i i (Kupffer 40 . ob 4k 41 i
G i A5 ) At 97 A o R R S A P A, SE
PR AR bR B2, e FUBE R TNF 253 J8 48 0 B 3%
SEWI B RES, B EAE IR HLE P A
gL T R A A 5 ARk, A MATI 2 50T
ARG . Sy — 7T, C3 Al C6 2[RI E AL i
MIVERT, e RERE bAh S T s ok R M B sk
S C3 nl i RRE R, AR IR C6 SR AMA 4L
3 WA R E MAC JE R, 1 BRI R 52 40 40 i AT
JEAA, AR RAER A, A B TR AL R B R B 1
52, X AT REMARE T AMA TR AL ) 40 B I OR B 1
Mo 4, C3 i BAWANEACHER, M2l
ARZS TR (i T % R 7T At 5 i R E S B AH G B2
3.2.3  EER A

Jos BRI 22 1 2 o B8 5 RS I T IE 2008, B
A R Ze L G, JEBL HBV F1HCV 51K
(1) TSRO B 98 0 i 2 P I 28 10 44, HOR AR
PR PERT . AR AT i () T G IR B, R
BLHI AN B, 0 G 98 IR S L T B ) a0 4% T
AR BT AR, ST AMA SRR I K56
R AT —LERIE

Qu 25 B b JE RS A w9t & L, HBV # 3E
DR1 30149 JHF U o R 30 1 PR 7 CDIS9 7K I 2 R B
90 W /K ¥ b, HBV 55 7 42 ] i 5 4 i & o
CD59 KIAKFRME T, FERHRMAA T 1% 40
2N A RBURS 5 1 HBV R B 35 T I Fh CD59 /K
SRR IR S A IR AA AR, S s #MATE AL 7E HBV
SRR IR BLAT BUR Y. .

HCV G HL IR0 R I, AMATE AL R FE 2
5T HCV (8RS . HCV %008 RS 5 4 45 &
T Clq ZARIIERIE LB (C1qR)™ FE4mibil 41 J4 i i
T N B AR, kD TL-2 K 7 AR CD69 Al
IFN-y 23055, J0BI40 B i Hom 2246 1 B HOV
OVEE A BRI R IR S I B RS e B o, 365
ROVRAE PaiAsvE . 4F 4 4b 2595 42 5 4 A (C3)
LA OE,  HyEg AMA TR 7 CDS55 mf i 4
iE O TR, A A S AR AT RE S AR B AL A K,
HCV JBGe 8 AR [T g £ 35 1038 1) A 10 B A 27k
Horp C3a /KPR 3E HCV B FNE 3 A BER TH
m, Hm AR R R E T 5 C3a /K T, WioR
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C3a A[/E N HCV Y e AR A F e
3.3 BERESRINL/FEFRTRA

JFF U i I / 5 8 Y #1407 (ischemia-reperfusion
injury, IRT) & —FhifG R HE WL a0 IRve. IR
PR, o0 3 BEIR Jo 2 B AR 25 5 RS A S i 47 B2
M 5 FEFNAE AT I PR BT, ] jsaH 40 A
AR B (R4 7, i Dk A2 I AR B, (PR EE: ) — s I
()P, 05 BRI BA A4 2% o 28 BRL -~ R A W 2 1 )
VERINEE "2 45007 5 AMATE A4 0t b v bz 41 i 2R
L W LA . Sl g ENE . 51UR RIE,
R AN Az HE T A Y, T B B X
G A0 7 PR A B B o A A ot gt — 28 e
I AR T T AE 2 A B Y, Nwose 25 1 Al
Arumugam'™ 43 5 BEL W7 %h 4435 £k A1 CSaR 1) 15 H,
AT IRT Ji FF40 i A AT S e &2 5 ifi He %5 7
76 C3 7 b LU K Morris 25 5 S5 pE 30 MAC
Ja AR T RBIM S K. X MAEE S S
BRI/ PR REVE AR AT, PR AMAII I AT A X A A 1)
BT R S%,

EAE R IR, DI & 5 I A it . / 75
W KRG, AMALEIL TR IR AR, RN
9 I D) B - BN TS A6 0] 3 Bl R AR R ORI 4
T2k P It / P sk A v, AT B A 0l %
RE B3 47 1 2% . He 25 PO 5T 1 HF 9 Bk LA K e /
FEE R P AMAIE R, DO P e e — A
AT RMA AT (445 / T AR, FMATE AL
F S ECPE 1 AN [R5 1) FRERE . X C37 ShAid S
F AR AL R ) ASP nl it B AR, HE S R
ASP HIEUAS T MR IR, BT (C37 5 ) 45
T AR & ASP B2)ats O 7, ABLSF- i B A AT
ot e ERR, A AR R A . S Ab,
A C3 B CR2-Crry tHARTG 7 RIALR - AT
P16 S BV LUK A CR2-Crrry ] C3 1] 3 jf ™ 7
Wi, AR AR B ER K6 A, R & CR2-Crry
A B S 540 W 0 59 B R AR M G 5, IR JH D) KR
S B PR T EEAMA TS A — o TR, 23— LA
PR3 IRT B 9Y €37, R[5 CR2-Crry
S BRAT 450 / P AE R AOR, 4 R R & CR2-
Crry 411 P2 R R LA A 2 B S k55, F B A
T AT G A T 3 T B 0 L P I, A
45 1 AR TR P4 1) A ) T PR AR I T I Ak

4 NG

AMER G WK S e 1 B B R 7, AT

SEREMI TR RGN, 2 5 [ G N3k AT
PESRBE T . BEEDITURRAN, AMALE o BEvaE 2
SRR BEE B AR 7R R, VEZ BT IR [ ANMATS
MRS F IR RAE AT, XK RET T3 T AMA T fE
IRNA

WL AR B, U RMA RS AR
IR 03 3 BA R 3, IR RE S A 5 i A
YEFF RN RERACUAT . Sy s, 2L i
B IR S SR AT AN R A IR SO S IR HLAR B B
(R 0 S LT S A L AR D e sie R 4
IRIETE -3 s ouw il ST S-S TRINRES T €

3Pl BT B 1) 280 R B F T LA BL A
BEATMRRE . (D) IO HLEI I 22 5%, T ARDIBR 5
JONE S S, RSO IR SO A T 2 2L
PN Q) PR RE RS E k. AMATEAL AT
%55 TNF-o 1 IL-6 (RZRIE Ty, 10 P& A AR
XEAL s TNF-a 0 2 N e SO T8 7, 52
T JFFJOE 53 405 FIR SE I REAR DG 17 5 TL-6 S BE R 7
PR, BAIHRSER T (R PTE EIRE HAH Y
W AR 28 5 AP A e 2 R DL R 40 0 B AR PR 2R
(3) AMATIREM Z L. AMAZ FEAL I DIRE, WXt
THEEA NRSEARERAU R ER, AR
BRI ERERSE, TRERS S T/ HAR R
FER M I 45 2R o (4) AT A A B T 4 1
RPN R A SR AU s PR E P AN il
VERIIE 5L T AMA R GUAE R Y B 2R D g L (0 2 #F
Ph, BE— 2P BOWE SO T B WD A LR MA SR
HAREEE .
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