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Research progress of complement system in spinal cord injury
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HEEY., MTapEss ol gian i & isie, C1 &M
Clq.Clr F1 Cls # I & A1, Hoh  Clq 5 Bk lisr 45 &
RECE C1 MM RIS Cls, ALY Cls H% C4.C2 43 5
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JHFLEE IO, (2)BEER F AR MBL 3K ficolin 59 J5L AL H
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TARZA L | P 20 L S A AE 20 I B A 5E S B X,
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T2 A5 14 20 T A 322 0L, AL B 5 22 e 1L PR 5 7 SCI
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i B Sl BRI



276 o[ A 2L R 2022 4EA 32 4555 3 1)

Chinese Journal of Spine and Spinal Cord, 2022, Vol. 32, No.3

3 WMEFELRESESCINAERE

TG G ATV AN 2850 B 8 3 DA S R R R SR A A
& AR B R U] AR R G AE SCL G A 5 1 4 it 3
Bl oAb B 26 T 254l A5 7 T A i T AR S B A
.
3.0 AR RE

Kobayakawa 5575 fifl #4495 /N R P 4¢ 21, SCL R B
W 20 i Bl K T SR AR B 2 BUR A MBI R S CSa ROTE AT C,
A5 05 X3 A0 8 & vty CSa 1y F s B AT H
Wi N it (R A BB E 2 2 . IRAFSE &, CSa ik 5
E WA G & A Z k25 5, WAL C5a-Gai-
PLCB3 15 517 T ML (8] Ca ¥k JE 14 , 51 & funt , 34l ATP
Te Ji6L A1 3 0 5 5 1 4006 1% VEE % 8 32 A 1 D AR a0 I s 4
MRS R RS RE 52 IR A IR 32 IRFS I, )5 # 2
SCI J B 3 [ 1 200 0 1) 15 ¥k B C5a X3 A & 3 85 1) 5% gk
/3 ¥ . Brennan ZEWHET T CSaR %4k % 1 8 B 1 455 109 7F
M. SCI# 1 JEH M, CSar™/MRH CXCLL IL-6 . 1L-1B % £
PR 98 7 7K ST 5 7 A 20/ BRI 35 e 3o o B 400 1) g )
W4 A 2 AR IR, CSaR M2 B S8 T H)
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LV EA 0 TR S R AR . XA E
55 1L-6 MR STAT3 3 A 3¢, Hoxt i 45 AL T 4l i
B AN I O IR IR T B D B A RE YT O S L,
CS5a-C5aR 155 7€ SCI A (¥ 9 9E I B & 2 v 40 4t
P& X ) T W L LG 7 SCL B B B % 2 X, Brennan
FEVSIR AR, A Sy — OGS B b MR A AR AR S 0 A HE
P, C3aR1 5 C3a 454 REREAK 22 AE 4H X 4 £k P 1 R
O 7 T E /N B B 403 ) R 4 M 28 AR AP 00T, 3 T e
C3aR1 % PTEN (99547 ¢ PTEN 52 PI3K/AKT 18 f#% 1 71
SRR R, AT o eSS CXCR2 i o o 40 it ) 38 7
BN, FE SCI #2 i FRBE v 10 1 B B 544 v P 400 g 1) &0
MLTERS o HE— 25 BR G AMAET 9 4 52 7 14 18 4% BIL KSR SCI
PR IE 97 4R AL T 1 S ) B St
3.2 THBREESE6E
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S A A 0 20 2% I AN ) S 0 A A R Y
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JE A U Y AE R T 20 5 0 % e T 4N L 4 T
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fig . P UL BIFIE KB E 1A B E S AR R 28 O SCI S M &
IR A2 ) I B S Clq.C3b MAC 55 #MA 9 T B
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S, Ho R Z 0] T B 2H 4R A i AE I i RS2 5 e AR R

HERALRE G DL S L 07 LG Su AR E], IR C3a,
C5a 77 B B8 B 0 v 77 A2 2E AR A T, T | 3 4R
I R RE S5 W T BE . SCI 5 Wnfar b A BE 85 e i 5 R
il 0] 1) 56 32 IR AR ML 5 B B
RIS i 2l o 0B T 1

SCI J& K G 72 40 M 2 0 28 A2 4 DX 3 A8 b & i
B 2 Fh A F . Hooshmand 55 FHIE 52 | th 22 B 4% 11 44 ity
(polymorphonucleocyte , PMN) #4 £ (¥ 5% 11 5 35 FL A2 3 T A
2 F 40 0 (human neural stem cell,hNSC) 7E & 4 14 i
B EPETEN T T hNSC [ 2 I B4l M i 431k, Horr,
PMN 741 Clq Al C3a IF & 175 5 X 2 5 & AR 1 DGR A
T o TE/IN BRUFF B4 5 SR o8¢ B, Y PMIN 32318 55 4R Ui
T KF7E SCI 2P ik B w5 g BH M Clg F1 C3a RE W2
i NSC 9 R WIEE R I e 2 s oo fb i %, RIKH A&
JE 8 I 240 Jt ) 2 ok A5 i ¥ 32 PR 0 2D Benavente S5 50E — 25
TEAE /N R P & B, Clg 7T 5 CD44 .GPR62 \BAIL ¢~
MET ADCYS5 2387 8 52 R 45 43 IF filt B B W5 5 5 4% =, I 45
NSC MG RS T Az . Clq 5 CD44 85 G ReIE G &
PRI 52 UK i, fie E NSC L 78 JF e 401 i b SR A 4 5 Al
g3k, 52 SCL I 248 52 R DI RE PR . IR AW T /A S
A7 R AE A 25 1 A0 M v (% 3R 35 R 4 4 R B TR T
I Z2 1 SCLIR YT B | X 20 i B8 A8 2 10 % S W Il B A7
EHEENL,
3.4 SN GEHEAE S 0 A A

Peterson PR E | Clq 7 15 A8 W7 /N B A 5] S il
REAERFER., M BR ,Clq SHERAHCHE AL &
FIE BELIT 5 5 1 A= A A ) 5 HE e ml 28007, 715 SCIJ 4l o€
RIAEAC S R Clq 4 BB 52 1 iz J57 5 5 o il 5 1) K B 17 3
ZERES AR AR A B ST C37 /)N BRURE TR I it AT A 4
YIAR | Peterson ZFPU7E 55 — I F o5 Fh WLEE 5], SCI 119 6 )&,
C37/IN B PR A 1 R it S 50 0t BRZE 38 In T A%, B
M C3 %l 5 1A HAT SR o A AUt i B 588 i
SCREN 22 F R R IS RE VI E] €3, ELKE C3b i & 85 37 (1 pl
ZIUR FE MR I, A C3b 2 LLFE A4 il b 58 2E
KIHFBRARZEI0HG J1, $2R8 C3b siAF VR B LA 1 .
EZMGERT  Clg & FERN 7, C3 7EH T ik
T, 22 W AR R A1 X A3l 2 0 A A8 19 A7 78 25 5, 30 1) 98 42 b
A B 23 AT BE X SCI i BUR 7 A4 A TRl S, B e 2 41
Lindblom “#37E  fi b 22 AR P 407 15 47 K B 43, CR2 1)
KPAEZ A s A W] Wb, HAES C3 B4k
P DR, W4 CD11bY/CD18*/)N 5 ot 40 il 175 5 11 5 fil i
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B2V . SCI G CR27-J LAY 2 il 25 ¢ B e iy R 4 i 35 4
T, T LRI A 2 G A A 5% i 1) 2% e A P O THD R AR ) O B
TEM.

4 FHEMEEL AT SCI
4.1 25 FER T SCI 5 #MA 2 S8 i 52 i

bk S FH I A BR 25 11 (intravenous immunoglobu-
lin, IVIg) FRLEAT 3R K I 5T 5 B0 K BT 2 2 v )1z
HF SCI I RIAYY o Brennan &8 B B IRIRSE T [VIg XF
SCI J&5 I A AMA 43 By 52 . 37 BL 0.5~2¢g/kg I (1 TVIg
HE I JBE R 0 ) b S T SR R AR A P R A
TP A5 /N BRI L 00 B2 45 SR R D s WU |, HLAE /N R 2
P A 28 ST A B LA C5a ,C3b SR 2 M4 5 1 B
NRE L BE— W T IVIg £E SCI RPEIRYT s i i sC
PR, VERH RN RAL, B4 REHER R TgM B R 1R 5 45
B, U TS AMA K SR S 4k & SCT #E &, Narang %517
VLG R U)W R S5 P A 300 55 B4—Crry, B4—
Crry 2 —FhELA A, B A B4mAb (1 B 5 B BT A FT#
PRI ) Crry 2 H2T00 50, B FOR 4 B £ /0 B 3d
Jei , IgM AT C3d A2 45 105 o0 I DUBUE S IR G b, —F Y
FEOAF T B E S, R B B4-Crry 76 SCI 201 A i 2t
XEE R 3P 500 0T R A oL B A 0 TR) B AR T4 B
o IgM FLAR B K V-, Zhao 513 8 B4 (7] 50 50 1 40 i
W PE AN R (exosomes derived from bone mesenchymal
stem cells, BMSCs—Exo) BB 6 21 P15 475 K B b 3z 3
TIRE, JFIE WA HIRR 4 U8 T BMSCs—Exo T i #M A
¥y fiE J1 ., BF 52 R W], BMSCs—Exo A58 1 55 /N5 I 41 U 45 4
FHLWT#h & mRNA 19 -& BRIV, R 406 5 C3.C5 A
NF-«B il (9 # i . 8 H 24 % 2 78 BMSCs—Exo 41
C5.C6 Mbl 45 7 Ffikh 1A &5 fik 00k AR I 5 B 4, BMSCs—
Exo Ab#A I T SCI 5 Clq BYIG kX S 25 BRI ATTXT
SMIAATEIR YT SCL T AT 1 B4 ) BR A
4.2 PR AMAOCHE IR 1 B 5

FERE Clq.C3 B I T4 4 35 77 39 4L 31U SCT
AN R 8 K D AR TS 2 RS TR R Yk
M, BBR Co (CR2 AFFMASE PR A2 3 T SCI i3 2145
Pat7 3, 3 8 I G R 2 VR B B 52 B AMAS B NS B
T AN T (1852 0 PR ) AR 3R S 1 G S B IR T
SCL AR5,
4.2.1 ¥m C3 C3 M HIE M B & RiE iR
SEAL KT A R 1 G 9T SR B W 5] i E A
VCP 2 —FfZIaebi R A M, Hie 5 C3b 454, Bk £
R AR RN 55 [ A AR 1) A e 1 K B A TR S VEP AT R
FEg RIS C3 S R BN e I RS AN e R R T
R R D RE TR0, K 5 —Fh C3 F AL 77 sCR1
o T B 5 K RS & B, CO TE 5 1 DX 8 1 BT AR K F
BN MR AL b Wi S AL W i (b VR 20 I B 32 AR S )
BT PR B BE AR . SCIJE 2 JH, R W4 3] K Bz 2 T g

BT A ik e 4 AR SE T C3 78 SCI & P YR
FISEN B2 R AE BN R JE C3aR1 S0 R Z S 1F
I, 22 B A8 B BB C3a—C3aR1 155 M348, 72k
i J2 , Brennan SEWIWF 58 & B0, 78 22 5 R AE B9 #6405 47 85 )5
C3arl™/IN R SCI ¥ [ 1 A AL/ BUSE A, i 26 T g 1 Wk
SRR, JFIE C3aR1 BEM ] CXCR2 X bz 20 it 1)
Bl 5 AR e A0 0 £E SCT R R B BR800, 26 1
RS C3aR1 (T HETT A SCI BT R LR R % |
4.2.2 LA C5  C5 ZMIE LY CSa & 5 B2 1) ARE A i,
MRS C5aR 45 & W L —3UAYT SCL YRS, 1 SCi
F CSar™/IN B A 26 Ty RE A BE 4 43 5 2% B0 N S 101 9%
g, MEH gAML B, FYE C5aR B C5aR1 Al
C5aR2 BiFf 43 A . C5a-C5aR1 155 5 MAC B TE %% Y A
K, FEZTE SCI hin i A % f 6 ; C5aR2 WLH A il & {7 47
Tfk , FLBe NG S BB AR B b BRGSO BR A
RE A5 5 W T RER AL . WCBUR BEL BT CSaR1 1 iE S K0
C5aR2 SR A BIYIRYT KRS o Zhang FFPUHRSE T C5aR1 4%
P PMX53 KA it T3 20 i B Al Xef 5 6 4 0 K SRS (1 52
Wi, 25 3 R IR L REAE SCLJR 1Y 8 A P9 A a2k 28 fir 11
PAE I W R BRI ) JBGE Bl RE ) o /N ELER IR PMX205 J2 75
— R C5aR1 K P, A m Bk P, 2 ARSI T 4
2 J5 19 A= R B 3 PMIXS3 T 4 HL 008 00 &8 e kT
B8 Biggins 5N i 48 15 i 44 45 /0N BUR & B, 40
(BGIHT 12h BB 7d) T LL PMX205 1T FEALHE % B
PG B S RS i ORI AN S WS NPk - S LB A N
M T Re kA, R AL TR YT 2t SCL iy (8.

PE T G 43 O RN AL B A w4 R T AT
A1) A T R WO (EH FT B IT K 245 BT IR R AR R
BRI A YRR A 20 49 BB A7 1) B BE T e 1 5 R AR TE A 46
TR A AT 45 05 1 A 15 ST R LATR YT SCT B A8 ik 2 4 i
Z SR oA Ok N Y A X S ) R T I 2 T RE
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