[ R U ES )i

/N AT 7 AR 47 (9 1 AL A 5 adk e
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fHE  H A i (spinal cord injury, SCD)JZ i1 F40 Jy SRS IV A R AE B 0H7 S 22 25 A R BIAR , IF
FEREFAROREOLLL AR5 DU Y i Sh D) RE R A, FEBORR R o /MBI Dy Hh MR A 22 R G2 A Y
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FE42E R741;R741.02;R744 XHEHRIEEE A DOI

B #1473 (spinal cord injury, SCI) J& H T4 H
EARS VR IS MUAAE B BT B 2 S5 A RBER
IEEBEE B LR AR T DU AL Y Iz s T fig
BRAS | BRAE AR 2 70 T3 T R 10, B0k R
P2 T RE PR AT S 2 SCI AR B R (K JERN . BT 4k
ZEICIIBET 58 Ml % 42 1) 25 0 S TR R PR 3 L /N IR
J5T 4 R Ay I BT 248 FEL 1Y) — 3 2 5 0T AT IR
INE 3 IR e AR

1 /MNERFRZBRERIE X

/NS BT AR LR A AR 48 22 4 (central nervous
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/NS IO 240 Jf A U B 4 11 A A AH 41 (muyeloid
progenitor cells, MPCs )™, J1- 78 & & M 7E A CNS,
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AT IL-10 DLKWE B BUMCR |, & 23l i 3 hn ek 5 A A K
“F (transforming growth factor, TGF) | #§ % [ ## i ( Sphingosine
kinase, SphK) Fl CD 163, [FIAE & #4410 i S0 , A Wi T 40 i Ao 7
FAU, SE DL AR, M2 BN BT AR T LA I SCLUS 41
B S4TSRl AR SR
2.4 HA

SCLJ& , /M B A4 43 B A [ 52, ARSI B 2 A
[ F Y IA] By 4 . LU AN SCILJR , 7 gt 4 Y 3 4ok 5 1058 1l 214 1
FCRR B ar 58, AT B Jin Jik 988 IR FE R 7 (tumor necrosis factor,
TNF) (973 , B35 /NB B 240 i A M2 [6] M1 Ak, A I BEL S SCIT
JRIENRERIIEE ™, [RIRE , B S T 3 8] 70 5 1 20 i S
A, AT L3 i miR-216-5p ¥ 15 TLR4/NF-x B/PI3K/Akt {5 5 8
B, AR /NI BR AN M2 [7] MRS B iR B E SCT I BEMK
SERIVE RN B AR R S A0 B S5 B B AR It B, /NI I
YA BN Z2 T4k, 1 Li S UHIERA 35K Ms4a7 (9 MG3 2/)
J B A AT A E SCT )R B TCIEIRIE & .

MBI R
TNFa SN

s
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IRk

HHaRG MOB XA e TRIFERRS,
IFNy  IL12
®pE CDIb e BT
— : E ‘0‘
P2PY2 M2 B Gy
2/ IL10  IL4 LY
AR %
—_—_ cp206 col63  IDEURARIIEATLL
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Bl Te TR SEian

(- GCSF
E /N R AR AR U T MPCs, - 8 i B 45 (MO) L, 76 SCI
JE 7 28 BTG R (M) FIE ARG B (M2) , MR 258534
R SAE A -4 1] LA LAE T, PRI B, A T2 21
PRI s M2 T2 RAEHER I, AR Fr, BELRG IR OB IRAE A, A7
FITHEWRE
EI1 SCLS /MBS A Y 435 5 D g

3 N BRYERETE SCI R ThAE (WL E 2)

JINJBE B 2 LS CNS 1) 222 I e e 4L, 75 SCLIE A 48
E SV o /INJE J5T 200 B3 A B {EARARR , BEFEA 055 20 ~ 40 min P
TCHBE", 550 270 S A R BT A MR A AE B . b 40
)5 1A CNS (14 51 Jo] S 7% 4t T i 2422 55 /N I JoT 4 B A 5
Wi o 3X— B GAR 7R /NI B 240 MR Sy W 5%, T S S 240 A e o &
Ml A TT A Z MR T — e RE A, T imdk
ATTH 53 3 DA/ IN P I A L 1 B 55 b 4 LA B AR R A R
A3 53 DR/ NI SR A A AE SCIHP Y B2 NI
3.1 AR e e SCL Y 49 ALAEAE A
3.0 SAMARRE T SCIJR , ZINBE 5 40 i ] LATE 2t 0 W4 28
AH I R 7 (4 ROS \ TNF-ai25 ) U B R A9 AE 5 (J8 9
BRI ) , 515 SCIAYLE K04 .
3.1.2  SIASFREIN  SCUR/MNK AN A K B 5E . RIS
/NI ALY P38 P2X4 SZ R FHOC R I RIB N, 15 KK
BN ELS
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3.1.3  HWERER AE SCIWIH, /1N ot 41 i 13 MyD88 ik 1%,
A Wi R A OB P, ZR R SR DIt BT 14 2 5 e o 240 L 14 A=
P, B IR P HERS /NI AN A AR S g L
e Y (R R Y S B v R o AN e RN Y
AR AR R AR —iE
3.4 HAh /N BRANMER T 4 A RER S Ah 38 4 i
ZEFE AR T, H T IRAE SCLR F RS, I it & 45 HoAE
FH o HE A SCI 5 71N J5 20 43 100 o 050 i 22785 5 PR F 48 m, £
HEBRHE Y BLAh, /NB B A o] DL o A TR R P 2 Ak ag
RN IZ 2y L 6 5 fl (4 T ¥E P, I 1151 SCILiz sh ik bt T BE 1Y)
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3.2 MR gefeAE SCI P e 8] Ak A
320 /MR R TRANM A ME T S S /NI T
JH 38 55 2 A IL- 100, TNFald }2 Clq, 155 B IE IR B 40 i 4255
PETT AR AR , AT HE— 25 R 28 D RE ISR, ML /NI 4l
Jid3A 0] LA i TLR/MyDS8S 15 538 4, i 14 52 o7 1 B2 9 Je Joit 4
FfLAY 5 (0 L LUK BE SN, 15 & 25 WA JE B, Jin e SCI i 4k & M4t
0, /IS 5 240 T DA XS LR o 200 A A AR A S L
/I I8 S5 200 L 1 30 5 DR A R AR o SR I I B A Y PY 1 32
A Al IR B 4052 1L-6 . IL-1B LA K2 TNF a4 48 5E PR 1 H 5
VR L AR HEIEIRIE A, BRI IR AEAZ O , A6 52 0L fiki S5 e , 861 9 40T
B e — 2 R L RE Ui 2T L 58 e o A M A A3
AR FEEY . /NSS40 8 ] LS8 i Plexin-B2 A4 A,
AR IEIR b B TR B T4 M S A Y, 2D R A A A R AE D
KA i , A5 SCLE S5 T RE Pk &2 ™ RIS BRI o
it 7 A2 IS PR 22T il 58 DA B L TE AL B A
B, MBI SCI 42 sh IS D RE A A

AR /N TR AN 0T LLAE SCTR 2R 7 K20 TGFRLA
JGF Fuil A1 AL TR BB £k , DR s5 e i ie) , Al 2E
P28 T0 5 70 28 Je S5 AT M (%) 7 306, U/ N b 1 5 D R 52 P
FRATHES | /0N e I 40 i XeF 2 T 52 I 40 6 %) 5% i T 2 A B 2
SCI PR 114 B A% T ] 4, 35K AR 070N g S5 40 b e % S AR 4 42 52
HNFUE SRR G
322 /NEFAAEXTAETTIMER SCIAME], /N B4 i
AT JAE I T 2 B8 R, 15 F AT ET ™, I R
RIFIAR R B2 S0 AEA I, [ 2o b P (550 etk
/NS ST 4 AL 22 O T R R AR A 2 RS S S
B 5 BB AECT Wt ] DL ik EGFR2/PI3K/Akt A2 41l
il /N BT AT A ) TLR1/NF-xB {5538 i, )35 H AR PEAm M R 11
R, 2 SCLJR 2 Bh I RE M AE ™ . /NI 5 4 i 148 7T LA 3l 3
P28 04 28 IS AR ELAE FH 0 — 25081 PG P o 2022 4F —
T % 4T Science FUTFFEE I, CD11c(+) /MK B 20 T L3
S EREAE RN -1 S 5 EERRN SRR S8 Kl w2,
3.2.3 /MR RANNT DS AR EIFERT /M SR AT LA 3E
T M AR GO | A TR A1 1) e B/ 2 i T A R SE T8,
S T/ B AR AE 5, AT LAS> SCLG /D 28 i I 4 fr)
FET0Y, Liu4FF] F PDGFR 45 M5 S o g A iR
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9% & B, 5 TP R AN I AT 2B 1 B 41 I (monocyte-derived
macrophages, MDMs ) 1] LAl /N 8 [ 240 [ A5 100 7 0 B 9 i
FEF, 43 MDMs 23388 /N5 53 4 I s s O+ AL D e 2 7

K2 SCIJE/Mt i DigE

4 Rg

JNBE AN AR SCU Bl g vhoR 2 LRk, A WFoT i
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AL, BEREAT S AR P JRE 5 b 23R Ak, AT (2 i 22 )
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1 SCU Il P 5 e 28 1 4 M 44 434 4, AT BR il T SCI
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