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WE FOEESBRORLERANEERARER, EELRIE N TERE. AR EHA, KEHNRE
SEERBESEEDERERRH TR, RTIEERRENRELRFS T LERHERELFLENL £,
HEBRBEARZRAGHEZRTET, AEARFRERY, BHERZREH, 2 WATETFLBTARS
ERXWEEER. MREENRETREMME, THWHE EXX S EROEAAR N ERFARELE. K

XGRTHEEERBELEEMERZERG AT L AR, UHAOME RRFH R EREREE

Kia  m R, AMRERAE, RERE

AMERAFAE T NSNS R 20 i) — 2K R
A, HABESCOA A ZFEN L. 19t LA
14 % X Bordet X BLILIE B AR — B FERE, HARST
PRIFR RS (DR FF 5 HT AR ELAE I AR, (HAI2R
FAESBAM I RE ST, A HED AL AR — M A BT
WRIEERIMIR, a2 gan 4 ek, A
IS DB ML EF B A S I A PN B B ) S TBOK
g, fEARR S SRR S S T BB A AR
H.REERKE BT FOUESE, e L A A i — i
PEAIREE (9 JOE S e S N AR, T AMAE 9 — E 2 it
PRI AR5 PR B R . A SRR AMA S
IR ST G e Dy e 38 LA 0L U T R RS B AR v
TEH.

1 AMEARG R A A1 H

MR R G AR B 53 P I H A E 2R  1
WEA AMEZAREIORMIEER AHMR. AMERSN
FEA A B HE OFh LT B sy, 4% I S 5 s
3l 4% RC1~CY, A& FMATE AL 4 31L& 12 (classical
pathway), BIHLIRHUAASE SVl i, MA B A sy,
FERE— RV N R, AMAIE T IE  55 R 0A
1% (alternative pathway)ifift, EPAZitC1, C4, C2,
C3b5 CIE MR C3bBbiX —C3F4 L, fEDIH -7 RIPH -1
IR BL N R 3 e S B e IR B, HMA TR I 28 =
FZIBRRBERIERZEMBL pathway), BIMBLS 4
I H B B HE 45 A Ja /K ECARNC2, B 35
7 B R S B, FMA LR I IX = 26 R T ]38 X
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RIS, RRAMEREROE G, B RC3H# i, S
B E EEAMA S C3 73 i N A MA3a(C3a) FIHMA3b(C3D),
C3bMCI A — DS G T CS AL, FEMAE
5 C5 53 B N AMAECSaFI R MACSD, &4 Ik I M.
TR 52 A ) (membrane attack complex, MAC).
FMABOE JE 7 A I C3a Ml CSas 43 A 5 41 il 32 1 1K)
C3aRFIC5aR % itk — 2 51 & e e i,

MR Z G0 1 BLAE ) 24 F A UM AR R AL
A4 R DR AR, U S U5 ) I kA R 05 A ) o T
2R, o I B O T2 AN 7 S5 5 A0 A 7 A A
FGY, IR R Ay FIIE B % IR L. A
TSR — RPIRAEAN R, WC3a, Cda, CSa, 5
I B T AR L SZ AR S A, R I S I A Ve P i,
AN ZH 208 2 PR 9ORE S BE. AR, FMAEE I8 AT LA
P BT R (WIC3b, C4b%E), 454 a it
L2 A% [ Wik 4 )2 T AH B A, i 3 S A il A ik
Je 55, BRRAMA R HEAE . AMATETS R E B &Y
J7 A HAs pR A B

2 RIS S B AN

IR BE A o R AL FERIER N, AATTIZEM A
PR B ey I ) A R e e — 18 1 AT FBE 2 98 ShE S 7
. ARG S AR AT 5% (innate immu-
nity) F3E B 1 % (adaptive immunity), FI# XARRIR
G, PR/ EVRANAE . PRI R NK A A 5
IR PR IR AP e e, R AR AET
AR RIBYA AL A 5. %R 1 B 5 R 2 S I
EA SR 2 RO M E Y R, Wi g R
% Il (angiotensin II, AnglIl). P % (endothelin,
ET). &M% (reactive oxygen species, ROS)%5 & 261
TG RNE SN, 53 ARE R - 2 B A A0 A B - 1
(monocyte chemoattractant protein-1, MCP-1). FH/ %
6(interleukin 6, IL-6)FH /M8 4 IR FE A F-o(tumor ne-
crosis factora, TNFo)HIZRI%, ML R & i 2 40
JH0, BBk A L B SROER 2 i A I B 4 ) S A
ST, S5 15 RS B R i,

R 2 e N A 2 2R G A WV P B i ) e 48
. 22 b s IR S A A Y AL 46 Ang TV . DOCA(des-
oxycorticosterone acetate)-£h BUR 1 & MM He /) B IS IE
82, AMES T CIMCSIE B4y b KR RIA, Hodid

C3aflIC5a%2 K (C3aRFIC5aR) S 5 5 W 41 i 42 AL i
10 I B A HR L T RE T LAY ML 6 M I
YHARAIM2BT A 1 BT, RMAIE B 10 S F 3 C3a
MCsa K &4, HIMIEE VRGNt L, ek 2
T e ik S i iR b T v i 2
EAMASYFClq, Ja&dt— 25 e iR
WD Re R, RO S, I S R
B A SURMA C3 RIS G N BE A B A KB B
AR Y, e sh AR, BRI A S
A 5510 P 4 R e I A A D 5 R R A
RARGIE RGE 57— EE R AW ORI ok 4
WEAESE T2 2 5 1 VA 1 K v i 2% B 45349 1 1A
5. W IR M 32 2R L 4 FCD1L1bAICD 1 1e 73l &
MR SZ AR 3(CR3) FIAMA 2 4(CR4) 1) 3= B4 8 47,
HMA > T CLq i3 SR G0 1) il 2 5 364k, T3
PURE IR, 258N T HREiEEDL Wk
ZARCSaREIA T H HER SR, (2t Ang [T S 1
S B O e kA M R 5 S AMAE AL Y
FERRGIEMM, O AT IR 2 Fh i i sh Ak
TR e P57 00 38 v ek g B Pk R e, HACSa
A2 12 PR 24 L 71 255 BT 19 265 (neutrophil extracellu-
lar traps) TR, HEIAEEEJOREMA RIS 1k, TnRIsh ik
P

e IV B2 2R 49 B, 45 T vk 2 24 i R B A B2 4 i )
FES 5 I 5. TAIMAE = iU 4R F B4 52 5 E
P ANFE I 12 R, R e ba /N R, UESET/BAN
R /N B (Ragl ™) Ang 11 BiDOCA-#h 7 5 19 5
M, T 4k B TAI M A DA R R R A, E—2
WFFE R I TR R B TAH AR LL, 4k 7% i ik 8 %
T 55 3 2 9 Ang 1T % 5 9 Rag 1™~/ B i) 1f /6 48
IR T M A FL RS T DL A R G A R
fJTh1. Th174HMRI KT R R Th2 . V55 HETZH
Hfi(regulatory T cell, Treg) A%, FMAXT T M 142
AL A E AR 2 T a3 B 4R A
PR3 F B W A R AR S 40 M 1 B A . A
FOIRA M SERE TR 28 5 K1, BT 2 5 T AE P 2 id v
(T, C3a/CSalf it e B4 2 IR0 My B L -23, it
2 5Th1740R MGk, 4MWIL-17 IR 45 e . 2
AREVIRIE, THMA RBERIL-172 5 & fE
LSS E B AR AT, R i S A MA T FRIL-17
(1B BORE TR — P 78 BAT F AN (B 1 B VA 5 1R K
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R SR T RN 7, AMAZAC3aR/
C5aR KEFRIE T TN, FTHC3aR/C5aRIEVERES FT
20 YL ) G 25 6 Treg R LA 70461224 CA BT SR
T8, W Treg 2 F fe 1 ik 0111 G 2 SRE S B PRI If
% U 2k 7% Treg 20 M 101 Ang 11 %5 5 1 5 . J 5 22,
5 1EH TregZU MU A L, C3aR/CSaR bk ) Treg 2l i GE %
K o 5 G BE I S, DR B UG 4R F2 C3aR/
C5aR R ¥ TregBE % 1t 35 BEAR i LA 2 iy 1 51 &2 1)
PR TR BRI A 1 B UAEOE AT1 34k
o' ERRER RS2 RS 5 1R S, Bt i 70 e sE, B4
F i 2k B 4 Ang 1175 S 1) e I JS B i 8 453452, Ak
ZARSY T FIFEEBAN IR K ERIA A, B H A2
B 5w MR LS B R R NS 2.

3 pbMA S A 5 e d e

LA 545 2 v I R AR A R T BE 2 Rkt L0
P ARV S W B AL R Ak JE TG T 4R
2, AMERIBRIIES 5 I &4 0 A== DhRe
. BT ME AR R E R AMA S T, JF HIE AN
A oK R IRAMA S TSR, RMASER AR S AL
FEILE DhRe 5 A 38 EEAEH. Clafest i g
MO GEAT R, 5T I H TR, CLIMH A
T CHINHAT ] G B 40 B AR AAMAC3 VTR, BELIE
04549 & 3 A B T )R 20, 3 B K =
C3aifiiIp38 MAPK(mitogen-activated protein kinase)
FINF-xB(nuclear factor kappa B)il 4 (30 175 5 15
W FZ 41 fiIC AM-1(intercellular adhesion molecule 1)F
VCAM-1(vascular cell adhesion molecule 1)ffj5RiA, 3%
A EL G 1 5305 B o SR 42, Csadifidt H A2 Ak A G
(5 55 18 B2 128 P B2 41 R ICAM-1 F1PAI-1(plasmino-
gen activator inhibitor-1)f{3E, IR LA 1515 f5 8
B R Y, FMAGR AR 1) B T CDS9RID AR U i
i BEL T A MASR AR (R A, 0TI P 2 4 D 8 S0 (%) A
RIS, BB M B A e i Rl
AR FCR B, PN B2 41 i 18] 52 4k (endothelial-to-
mesenchymal transition, EndoMT)7E & L& S 85 A0
JUFE R I A 28 R O A e A SRR . C3a
FICSan] LUl i WuE AKTIE S, 755N AR AL
A, (RBELFYEAL oy TR IK, A A R A AR R O
T RIS, C3afCS5asZ M4 177 8 i #iH Wnt/B-
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cateninif B0 1065 355 1E470 5R 8 S 19 P g 1) o A7),
AT AL Bk 445 1 3 5K 0 2 AE if 4 A i AR
SR 5y, AMECIFIC3ake W B S 5 B
%M /M K BR (spontaneous hypertension rat, SHR) -
VLA R B AL STE AT RS, bt R
MCP12: 5542 F g . Ang 123k 05 40 ffa 330
*MAEC1q, J5 3 B B-cateninf B 1 L4 g
FROSBE, R v IR St A g ok
PRI C3FNCS AR 1E 41 I RS 2 4 240 it 1) 34 5 R L
oAk, 5T ERRAN A MR 2 AL, fERE ST
K7 1)k, T CSasZ ARH5 517775 5 B 40 i 1m) M2 Y
Pra VR AL, ) = I 5 5 ) ML 2 24 A D U A
S B A,

AMA ] DL E S 5 R 0 IS T .
SHR ' I #MAC3 ) ik 2 35 58 T X I WK Y (Wistar-
Kyoto) K, C3HIE FIF{ERE B HHN NS &=-1E 5%
SRR RGEMEL. CIRMBR/N AT R L L
F TR, BRI IEZH 23N B Ang TR, #0H) E
U - i e R A, C3BE S I 34 SHR I i I -
T ULZH A p A 2 20 2R R [ B B TR SR R A A, RSP
LA fry 35, R K B 8 F Dahl B U (Dahl-
salt sensitive, Dahl-SS)& Ifil K FRAMAEIE 2 TG AL,
SR A FH AT PEFMA SZ 4R 1 (soluble complement recep-
torl, sCR1)Ab#Dahl-SS K fR,, BHWrC3FICS/K i/ 5
I RMAIER AR F 5 A0 I AN B8 BE L I 1 v R0 B R 1)
AR SRR R BN, mRAMARCI B MA
AL HNHI K- CD59FF A M Ang [T 15 T 1 & fLUE, X
PN I 5 A2 — MR AR 0 B AE B AR, B FH Ik
HAE AR AR Rt s o T,

SR, 22 e L s BB B S50 S, AMAIER AR IS AL
SR E IR, B WK N Ang [T SR, 7%
HIAMA S FEIECLg, C3ACSSE, {H B H2 PRI x 2L 4h
A5y A Be i J0 1) 0L 3 1 4 5 5 1 L P
FERAMAE RG0S L AT A R BRAEH. T4
¥ ar L2 5 s A v v, T H 2 R ek
25 M, RIRMA 7 nT g i 4% s %
U AVE R R B2 5 R R, W FOUESE— IR ki gk
72 C3aRMIC5aRILA w55 1K) Treg 4, AT LA 35 BEAIK
Ang 155 (0 & ML, 1 7% 78 M7 A= 284 1) Treg 410 i I A
REYERF I H 7K, 020 22 TR S Treg A REAM ] IfiL 1 (1)
TR0l HURBF IR, RFRC3aRFICSaR4ERF Treg
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I BRI #% 5 K F Foxp3(forkhead box protein P3)f5
&, ARIEH AN ENE AR K R s, B AR
TregAliffi /£ Ang Il F1C3a/CSafllif T, 1R EKRFHLR
AT Foxp3 ik, i gt 20E 1, S8 RAE
JSERITER, 0 Ang 11355 S 16 R 7. 330 wF 7AiE
SE, IL-17BHMERIyS TR A Th1 7410 2 5 & LR 5h 4
PRSP I 5T, TL-1 738 #0240 BNO ) 7= A2,
PRIFEROSHIAEJ, 3 1M 38 o fail i 8 1 4E AL A i 5
I A B R AT 59 A 10 43 T LA AR 338 s ) T g,
C3a/C5afs 5 8 ¥ Y BE W7 ] #0040 TA0 ML 5 OB L -17,
DALt 5 A DU I kMA@ A%, 2R filAng 1T, &
0 8 1 I s A6 6 R 2% 75 5 (R TL- 17 P M T 400 A P 3 A
Bt RN,

4 pMAEE AR E B

L S B R As B L E AR L. . B
HIBE, Rl AMAIE AR I A A v I 44 55 A
O NFE A VR IR AR Z 2z 00, &l R
(1) U 20 23 H e A I 21K Bk MAR gy TR, B
Clg, C3, C3c, CSHIC5b-9%%, X LexMA s Fid i #hAk
PRI, 77 AR KB RREN 0T, WIC3aMICSa%E, /5
I R 538 B ™. C1qAIC3 kB eih T 5 I i 4
MO AL, R CLq ) B AR I B A A A
R B, AH SR CIREBE I B0 MR, oo B 4F
HeAr, FIFH TR DA Br B 40 B A S 10 ) R MA R 1L
FIE Wk £F Ak ik ™). C3amT DA kS /N b R 2
JlE] A AN AR EA BT R, 53 B R ERIL, C3
R AT LIS ITRAAS RS RIS, HLEIWFIIESE,
C3aill I 5 5 5% [A FLXRa(liver X receptor a)ffl
KLF5(Kriippel-like factor 5)&#iX— M A1
FUT - CS R BR I DOCA- Hh U & 1L R 175 5 0
INERBEACANER IR, CSI/KAEF=H)CSa e H 72 R C5aR
E e I A AR B B I 2 23 b = 3R, R )2 C5aR & v
FIE T B IE R B SR A M AT S MR 4R AL, CSaRmRBE
4| Ang 11 15 S S /N ERBU A BT PR, FRAIR B UE
FRER T IR I, ERA B EAT Y, 52K
R, A\ BE F TARIESE, C3aRMICSaREEA
TN SR REFI 1] Ang 11155 5 1) ey ML B 45349 A0 4
E R 73Rk, b Re R 2 I i R B e, IF ORI
C3aRFIC5aR KEFRIA T TN, d i (i ik 2 A e B2

Jl'B 1 Ak, T3] C3aRMIC5aR AE 5 35 12 #E Treg i i
AL, F 98 I R 45405 i e X e A G AR
IR, MRS T2 RIE T B AT L, ALFE B S 40
FL RN ) S 4B, T 81 v I s R 4 1 45 A
AT, ALFE R G s A MR AT JRE [ B, LA K B
Ja VB AR YA R, RN [ B AMAAE F 16 2371
4 4 Ja I B A5 P TR S5 R T O 2 ) S L B
WHEAL.

2 T AN [F 11 1 100 PR Y B4700F SR MAR 437 O
AP 32 40 A, Ang 11175 S 160 g I O JE 58440 3o i
EBEA C3FICD59 7> F IR, HAZEC3EFR. C3aRig
B AICDS 9 b H 15 A 2 35 0% Ang 1115 3 1) 0 I
¥y, SR OGRS BoR, C3aRBHM: 5% 40 i K B A7
7T ARG i O 5 FR 3 O LA 2, FHERE TR0 3
(R JERERE, TRl C3aR7E f il o Ik B 44 v (1) AR
A FRR AT, 52 Mk, #ME R T-C5
VU6 7o I o JFE A o R v o 4 2 O B B I 4R AR
H, C5aRGi R, HLCsSH FIPLIARFICSasZ A F bl 5 g i
Z AN Ang 115 S B0 AL, H05) 0540 i 75 O i
R, BE S B B S IR IE SR CSaR EE KA T
B ELRR A, A5 RORE R TR R R, A
B RIE T —BAE S, CSalfi EC3aZ: b i R A
o B AN MM AR FR () R 42, BT S5 %
i SO R, LR e IR SRS B PR AS. al A E
RIAE OV Z IR T, CS5a/CSaR R IE KB
I, R CSaRFE P AT LLBH B AL 520 JULAH i 1 5
%, 0| TNFoRIIFNy2E 2 5 R T i 21654, S 41, 7680
AE/NER IO AR T B S50, CSaR KB Rk T 4545 B Ar
(o AR B, s BRC SaR sl R F CSaR (45 B35 g S 3
b 0o UL B 2R RE Y X ST SR S AR OR,
CSaR WS T s, EONgnrE S =2l
FE b R ¥ B R E .

5 RBa5RYE

B2, AMRBIREIE A R PNPIR N BE 5 T
RIIE RN, FIRFIEHERAAS REGUHGE, 5515 KT
(Tt R e i s S A A R IRAIE SEZ, I T i AT DA fie
BEAMA T TAERERS B HARAE, F5 SAMEIIR SN, el
e IS #2403, SRTTAE A Ok, AMAFE vy I AR %
O ML 0 TR B e R T AT+ > AR, RV A
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Mathis™! 5% 28 1518 b 76 8 55 TR AT LA $7i o8 1)K
H A P S R TR I C3aRAIC5aR 7] fiE
JR9VA T R L R T, R B A ) I R
FEAE AR @, — I E A ST SE, C3MK
S5 I AT R OEAR OO, R IS e I AR O
PR R, MR SREAR K RRMEE XY, EiEE
I3 FR A M AH SUS A AR AGIESE, MO FIER XTI, &
JE ' A ) TR DA A R 2 R AMAC3PTRR, FEHLC3
K5 BN MR 2 AEA OGP, X LRI R AR,
AMARR ) & C3 AT g8 Ik 280 Je B 2 5 e I A R
s g Y EAEERE, BRCAERZER
IMERF AR, FTIRIT SR JOREAH G

PRI, B [ AMACS B 1) Ffllravulizumab £ 28 F F¥R97
WV RFFRELE G0, C34Hi] ffllpegeetacoplan 48 4
S FH AT R R R 2 R e SR AR T A
KA, IMERGIR T T4, W 90 R L) A
J71,  H AT ANE R R kM 2y R] LR 9B G v I
JERR S B 05 10 T TR . S S T TR 2 MO E
i I AR R R BN [RI B BAMA 23 -1 AL BB 2 S
) i, SR Y B B 5T [ EHMELAS DG E2, mil
JE AR H I, MAMER R ) 7w s 2
FEMPBURHEZ —, [ B 38 2 0 AMA R G 52ma 1
FLAE 3 % FH G 1R v L R A R e R I Ok R AE A g —
AL

%R
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The role of complement pathway-mediated inflammation and immune
regulation in the development of hypertension and related target
organ damage
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Shanghai Institute of Hypertension, Ruijin Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China

Hypertension is one of the major risk factors for cardiovascular and cerebrovascular diseases. However, the molecular and
pathological mechanism of hypertension remains unclear. Recent studies suggest that immune cell activation is involved in the
development of hypertension, and chronic low-grade inflammation induces vascular dysfunction and related diseases. The
complement pathway, as an important regulator of the immune system, plays a critical role in recruiting immune cells, regulating
inflammation and inflammatory factors release. Abnormal activation of complement pathway and up-regulation of complement
molecules are involved in the process of hypertension-related cardiovascular diseases. We herein mainly review the role of
complement pathway in hypertension and related target organ damage, and propose a potential target for translational research in
cardiovascular immunology.
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