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N B S B At I iR A R REVIT R R

B F#HE

(WL R 2R e 25812 &, BN 310058)

WE A4 AR (traumatic brain injury, TBI) & 258 B A XK AAB I 2R A
—, BRI RA 247697 7 5. TBIFT 40 A MANIEC: BT 69 R K M AR, R A A BRI, AR
JE W kR MG, R A — R P A ety mIRad AR, 2 K 9E R TBIM —AMAFE, €A A 2 —
ANRETBIEEA TR X, EATBRNEZZAATHE —BLEZRIEZH—ELAG X, M m
FOAETBLA 4 G4k ilad oE, AR MU A ARS8 T/ dm B4k, RILEAY 2R Feib 2 Z MR T
VER, B sl N JR am BARAR A 76 97 TBLE) — AN E 32 k.. 12 XA TBLA L & N IRF 4m el 6 B 722 4 A
) REBVA BRI m L Hy $e, 5 0906 97 ik e AR R B RAF — 42 3A

KRR /NN G R A TR SRS

Research Progress of the Relationship between Microglia

and Traumatic Brain Injury

TANG Jiaqi, LU Yunbi*
(Department of Pharmacology, Zhejiang University School of Medicine, Hangzhou 310058, China)

Abstract TBI (traumatic brain injury) is one of the main causes of human death and disability in the
world, and there is no effective treatment at present. TBI can be divided into two stages: transient primary injury,
which occurs at the moment of injury, and subsequent secondary injury. The secondary injury involves a series of
complex pathological processes. Neuroinflammation is a symbol of TBI, which is considered as a major factor in
determining disease progression and outcome. Microglia, as the first and most important immune defense line in the
central nervous system, is activated rapidly after TBI, and shows dynamic phenotype in response to the changes of
brain microenvironment. Microglia has dual effects of neuroprotection and neurotoxicity. Therefore, microglia is
regarded as an important target for the treatment of TBI. Here, the temporal and spatial characteristics, function of
microglia after TBI and the research progress of microglia-targeted therapy are reviewed.

Keywords microglia; traumatic brain injury; treatment strategy
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RAEH, NPT AR B —TE BT 4R, /NI 4 ikt
I 453 4% i R T %) 452 0 A 9% J3 1 B Al R s
SR G LA IA 1% 1 — 185 % (adenosine triphosphate,
ATP)RH ) 77 2O 88 B 5 507 . 1S/
Ji2 ot 4 BB TA O B s A R4 VE Y, R DAY B 4
e, SR, AETBIE M, V5 2 /N o3 41 f A7) Ak
TRORRE, REFEHN A FR. TFER, X
TN B4 L AE TBIH A F I B 745 31 1 Bk Bk
ZIRVE, PN BT A0 R 9 sRR T R
1 2 FH 5%

1 TBI

TBUZ FR 7E 041 77 % s Bl (14 %27 Bof 1
TRAMER D REME B T P P TE, BEL
1 000533 i35 %2 2 TBIFI M B, TBLELA mES
W mEGRE . BRI A, KRR E, &
HREAAT S AH 1 RS A S AE , PRIk TBI
FEE M AEE R EA R Y, Ak, TBIS 33
B IR RIG BRI WA AR IS S50 5 ) IR 3
el i, TBIFIFG G & — N Sam AL AR
I 17

TBIFI AR B 2%, BT 454 0 KR s B 1
SR, TBIFEAS [A) £ 3 A 1) 995 38 0 72 2 AN 58 4 Al
A 1o TBLE A% PR i 43495 — e o] 23 S w R, BRI &
PEFIGE R o R OR MEBAG R B S B %) K A2, |
SEB B 5k, FEARIL A% B R, I
ATREAEA BN R, ARG KA, fE0 T
A KT B RA— RV I HBE,
PRI RERRAS . H B4R IR A
I BE B IR« 98RE F B AT 4 FRAE TS, AT 5 5L
kR MR gk R AR AL I AR 5 AR, 1R R R MR
1 05 B BN B BRI R AR, RTRRSEEOH . Ak K
PR A5 0 458 TR R M 45 45 5 ) o R oL R A
oK BEVE R BEAR PN R T A, X L
WA AL, 5l kA D Ren T, #E— 040
IR, PRE JORE & 40 R I 40 1) i BRI AR
B A O AR, T /0N 5 4 A 7E 3L A T
e,

2 INIRREAE
18564, 1 [F 2% 44 95 % X RUDOLF K B 1
glia— 17 R I KM AN [/ T # & e A f . 7E

b5 B JLHE B, X — U R A R 2218 . ELF|
19194, /NI 53 41 il (microglia) A4 15 Ay —Fh A7 (i 41
2SR VU PR 4 22 % 5 P1 O DELM VR LI 4
2.1 /N BRYBBERYRIR

/NI J5T 40 A YR TV i B B 3 rh Rk e S A
F RUNXI (runt related transcription factor 1)F152
PR SR W o-Kit(SUPR CD117) 1 - 7 i 2 4L 4
Pt FER BT, /N BN P FE A A AT A 40
RAHERIG K B % 9.5 RENL KM, 85 b AR
RN A, BRI dUBE, R MR
Iy AT R e /N 4 B o3 A 32 e S LT
SPI1(spleen focus forming virus proviral integra-
tion oncogene)( LARIFR N PU. 1) FI P02 1 15 A8
FR R 42 12T /) R 5 4 i e 5 R R R 4 R L AE
XA R I ECED, 1X — i R T AR T
WA 7 15244 (colony-stimulating factor 1 receptor,
CSFIR) I RFEE 0T, A2 /N5 5T 40 i A g 40
KA Wb E AT,
2.2 PNERERAARERYRE

/N T J5iE 4 A DR e Y A A L, AR i L
RS AR, RILE WL E IR BT S
FAE G . HHE BN M i) 70 2607 5, /NI 4 i
PR A g 8 MO B /) o L (MY )
A ARTBOE L/ B 5T 40 B (M2 8L )10 /)N B J5 241 i
MBS & — Fi g & A AR 2 B 1 ARAS , T8 [
IS i A2 TollFE 2 A4 A y- L3R5 Sl B 51k . M1
TIN5 20 J mT 7 A A R 2 P R [ R R A
[A-¥- -a(tumor necrosis factor-o, TNF-a). 4/
# -6(interleukin-6, IL-6). IL-1BJFI#&1L AT, i AT
5 NADPH % A B A1 EE 57 42 8 £ E g 120°0, /)
B J5 240 i M2 B i 2 /) o 4 i 6 0 5 A
FRAS o M2 BN I 41 i 7T 5 kS R g 11 3%
&, WA T, JHEE AR R 10 AL A
PR 7 PEEHT R 40 PR 5~ R 1Y, AR, KT M
B MR ARMA A AE R, BIESE R, /)
2 I A B A A 22 E ), ARSI RIS B2 B
B, MARKAELE DR Pt B0, A
RNAJ AT FE WY, /N B 5 240 g 7T DA R I 2 ik M1
RO M2 B BE bR S LR U7 B s A 22 mE Fe R W]
ZIN B T3 4 M S EE MO B AT M2 B B T2 1
il HAOBTHREE S FEAR N, /B 5T 4 i 1)
RYENEIR, FAEZMARKMEMEIES . &iof
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WE TR I, LE /N BRI A7 7 22 2D OFh 7 % s /KT
AR B /0N e o A S ) R N 2SR B R R
A, WHAE 19N BN B A0 A P A
BIF 030 3k 6 /0N e R A M = e TR ZS 34T 90 M, 7E/N R
AN B0 A Hp U 52 21 10FRAS [R] (149 /) Fie Jog 4t B T2 2
MERERY AL, G FEN 51 I A0 L KT /N B
NN 5 40 i B A I 25 e PR B S SR R E
VLS 45 0 22 T A AR S e 0 e A i 3R 2R 231 R
— b5 2 1R AT P A DG 1) /N R J5 A4 i I B
2.3 NERRYBRBRIINEE
EPRRAE RGN R IR E R s AR
F e /0N B 5 4 R DA A R R 22 A 4 AT AR T
2 Tv N1 D s Y 2R Bl s 7S e L L 7N
SR 7 SR v I R 1, DA R AR T A T R A
TR PP YR M AT, AT 428 i ph 2 R A, R T A
2 U HCER 2200, R i [X /N i T 40 A i 5 T Y
CD11b(CR3)FIClq. C3IEHMEI/EHMNTTSER
fil A B BT, /NS BT A BRI e o ik 22 P b 428 TR A
T, ZHRAEE . A, NIRRT GEE AT 5 DR
J J5i 24 B A A 4B A HAE 2 5 8888 B &
2 R T A R PR I s T AT P — A Bl
A0 M B, 38 I e e RS i 5% kT AS T e %% ] L 7
e AR 1045 LA B X3, 15 4830 40 i Ak AE i 2
FORE EAE D, RREE DRI E 5l , % & A B (S 5
S R SRR BIFFE R I, B~V A A TR B AT
BERAE P () BB v ik /0N T JoT A BV Ak Dl 5 ik 48 ¢
i 5 9 AH G (1) R B 1230 R Ak 1) /0N T 41 i T ) B
FEAEM AR AR S B R TP S, st s ik
TNF-o IL-10f1C 1q, B 097055 )5 40 fa vl (g ik 2
TV I Jo3 4 B A A b 0 B P R 2R OO BT e Joit 4
J AT LSS AN R A, RIS PR 7 7S =R
Bty RN i Y ol 2278 FR R, DM IFEH 2B 0,

3 NSRS TBI

PR 98 0E 2 TBG 4k K 1401000 f S 35 IRFAIE 2
—, & AR I G, — 71, B ME A
4H M tn s, RSB 5 — 5, e X ] LR F|
RFHFAEESMAEHTEMIEN. Wi, w5 S
FHES JE IO [ A R 7 1)k e AT N E 2. T
N S5 40 it PR AR AR 4 R G I B I, AETBIR AR
S, Bt I O AR, LR AR 2 oA, ki
Z 5ME RKAE

3.1 TBUGE/MNRERZBREAYET =S HHIE

TBIJiE /1M 53 4 B 4 a3 s R =364 , 1T
T8 25208 X485 /I8 B ot 40 JfL 1) T 2 HH i SRS IR Y
15 FE A SR B AR US4 1 38 TR 1 96 AN 3G K (1)
LA B2, —JROR U, /N5 A R R IO RS 4 —
AMEHRFS B AT 70 8L, 120G RSB 1) — i M1
A i A MBS SX PR AN [F] B R AR S B R T
e TR EE o AR 4 i fa 4 i R B AN P2 SRR T, /S
2 I 24H 1R P SRS S A0 A [ P g TR AR o D ) 1 i
JZ Fi4E# i (controlled cortical impact, CCI) R 5 4]
TBI, M2/ s 4R AE 45105 5 1 N3G, 265K B
%, sk o R RZ 5T SCIRAR AN G A4 o
(1) M1 BL /N S 40 B AE 40 05 05 VRIS F e 39 , e 4%
ila A AR R . SRR, HWE
M54 (fluid percussion injury, FPI)FEY 5] f 5%
TR RT3 M2 AR /N B Jo 24 i R O, R
TEF5 5 TR MTHIR , T M1 B /N 5 40 i 72 357245 J
30K AT R BRI BT oK A TS B, e CCla
I ERNE R AN A, M2 Ik AR AR AT L
RN, B TR M2 FRC 4 = 2 M1 bR
VIR B B IX SR8, Wad5i497 5 st /0N I o 4
DAM2EDN E, 1B DM . /N CCIS A
/N BT 20 PR/ R A AT A 22 A B T R (R R A
MI1BHIM2 B FRIL B, Ix KW, TBLE /M T 41 A
TR B 70 BT SR R P M

WS R B, /NI 5T 40 i A 2 48 o Ik FE 9
1B JE AR AT DALE 35405 J5 B0 BUAF 9 DR B A8 MR B0 R
A. AR TBUS 14, i WA EBOE IR 1) /M IR
JREMAE T FE TBLEEFE P REL, TBUR /MK B4 L
TEA I3 B T DR 174 B8 — 000 i A I
FEA BB T &I, R /) JR2 Jofi 40 i 76 4524 & mT A7
FERKIE 185 2 AP, VB IR 8 /N i Jo 4 b ) 38 284
) A BT, FLI S Y 4] /0N I o 4 B 2 I i 43 4% 5
TEAENSE 589 M.

AR R, W43 i I8 I 5 48 L ) 0 A XA
AAEWS (8] _EANE], T HAE 2 (] AN E . /IR 5 48
JL I A T i ot 4 A S A 3 A T
AR SR A L, AEAE 4540 JE 1 O H Rz b 1 i X
KSRz KRR —FW, XK
AR, G152 T BORMG & A A8 1 P 48 SRE, Xl ¢
JiE AN A BELE T kL B I 58 4V AR, T HLAU T B
I [R] R HERS 47 ik 21 d2e 28 A o 350 %) LAt I X
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3.2 PERRYERBETBIFAIER

A W FCINN, TBUS 52 3 40 B R i ¥ 45345 # 5%
I TR T A K P A I, DA SR AR N R A
ffa, 1Bt 4 SR AU, /)N oR 4 e 3 E A% 33
iR i, WAL — AR AR 5 A R AR
PEIR IR, SR, 5 Ak 0 /0N 5 400 At RE R T o
AEWR, WEER. DA &R & AR RV
MR T, TINS5 Bl (ORI 9T R B, /NI
S AN E T AR 0 E R I R, X AT AE
F FH T /N 5 40 B 4 S SE AR (1 2%, ik T i R
/NI R AR 18 R Th e

TBIJe 5 31/ 2 J5 40 160 3535 T L35 Bk AE 400 i
AR, B SR YER, A BTN A1
PRAZ B, BRI, 78 NSRRI 2 sh Pt 7o, TBIS:
SN SR 20 M B TRDS , 1T 2 B 4IRS, aX
1P S 2 L VI G 2w i =S A DAL O A e
ZAE ALY TN i ] DN O R B CRARID A R UIEZSp o) I
A Ty A AT A= A S R, 0 R B s
TLHEEBER Y, G BT HHAT R K. BD
PPZBAT PEAS AN A AR . 7ECCIHR, 181 /NI R
YRS AL SREE T O . A CSOAR RN Y i A Ok 49T,
HiLHERW, PRME KRG H0)GE, MNRFEAS 5
(RIRF S 20 5 i S IV 2 18 o1 £ e b 22 3R A7 M 0
R,

TBU5 /R R 4 B s B WEAEH, X570
2 JR 240 B (I AN [R R 8 2 T ) P 2 DA 5% . 3o T4
155 Ji K 9 E S o ORI 7, A o A 5 /0N J o 4
WAk 2 AT 5 O ST AT Ak TR0 5 B, Tt 46 e 0
/NI TR A AR AL FT BE S VAT TBI —FRE 7R I8 12

4 LUNRRABE AR SRATT

HEr, DRIV Z 4% TBUG M4 RIEMZ
Yh. BRI — L2 ORI S 2 I B B
(Food and Drug Administration, FDA)fLHERY, H22 4=
PEFIAG 25 A I PR AT RS 45 31 1 UESE , HAE IR
PRARES H, X EE R R SRS . IX AT e FHTBLR:
Jo 1t 5 YR YT IR ) T AR 3 KT . SR, TT LA B2,

T /IR R A AR 75 2 MRS L2 R B LA T 34
— 8 VAT RO
4.1 KM &

KB 28— A 5 0 M A 1

56 —ARPUH = W TR, B Re 8 18 o 4 i A%
FkBFIT P 22 2L i 3 A 2 H I (mitogen-activated
protein kinase, MAPK )i i M\ 177 4101 ] /) Jiz Jog 48 ffd /)
MR AG AR AT, K 1 38 3R AT ik /s /s BRI AR 4T
(weight-drop, WD) 4 15 UL TBII 451 93 44 #4, I3 5%
o 7 e, ] /0N Ji S5 40 L Ak, I e K e & D)
etk BN, BeAh, — T/ I PR 8 (I PR 56 5
NCTO01058395) .7 7 oK 1E A 20 11697 A2 TBI
BA 22 AR AT P SR, KM = A AR K
B CCIASE 2 [ A 9 &5 SRR B, oK U 3R 3 B R 3P 4
R Re e S A Fa 3 %) 1697 e il 21, 1
FEM V@R JF9R)IGTT o kil A 2B, 2 18 /)N
I o3 24 v A AE A% I BT R AR R B A A8 Ak, R
Ja (AN [ B[] fUBEAT KV 2R 206 97 T Be 2 7= AR AN A
IR, XS5 278 BB FREREVIHER,
4.2 T3

YT 2 iE ik Fa) 3-F2 2 -3- H I A
AL, = A PRI AR PR, B RAT 2 %
WAL RAE M . 22 CCUE MR 1 mg/kgFi+t
AT BEATIRST AT/ D M TUAET ., IR TAH .
PERLZH AN B SR A B, B A ek > 2 L R
FE AR = A B8, T e 5 /N 2 I 240 i / 5 4
WSS A . [FIFE, CCIE 24 his T RAthyTia T
A PRI/ o 24 AR R S I 440 ) A2 A & TL- 18
TP BT, JRUE AT SR 245 W0E /N J52 I3 20 B FA 4 ) 4 FH
O IESE, (HHAERNUSIDE frdt— PR R . 8%
(R /N T 2 e Bt A A T i ZA ) /)N B2 S5 4 P
SETAANGEPET, FFEG N — ey R B K ) FRIE Y. ) — T
TEARHIT TR R, ARy T I H0 6] /)N 2 B 48 i Rho A
FE AL p38MAPKIEI , IV /NI 5T 4 R, 41
1) 98 R S B DL S AR R B AR s 3 B OR BR A F AT
RPN SR, 55 = FDARIE | 5407725967 H 5%
A IR R 0, ST B P i ORI, Ay T 28
2N I A 5 /I8 2 I3 248 PR v A RN AR A ) 52 T 5 7R
Bt — .
4.3 SEWAIEEAILTEMHIEZ AT

VE R IR KR R, i S A B k3
FEYI BSOS 52 /8 (peroxisome proliferators-activated re-
ceptors, PPARs) & —FHECARBIE 24k, T I3
W% : PPARa. PPAR B/6. PPARy. PPARoZZ/AI
BN AR DR, v DA 3 2GS TBUS 47 Bk, 6k
BRWK M EAL RN 2 E . PPARYSZ AR ELE) 57
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Gk -

W A% BB , AT B 1 CCLR 35 Ak /0N 5 J5R 40 i i B ) 48
T, BRI ZeRi AR, kR 2% RN R SRR, B AT
REl, — A 78 R, 7E KR TBIG24 h A 5 —
Tl PPARYSZ A 3N 7 2 ks HI B BEAT V0T, REAIH] /)
J2 IR 2 AL, 3R i T CA3 X AR ST IRAETE 5, Bk
KRR 23 A8 711, H PPARBIS)FITE /N
J5 4 i R I 9 I A PR, PPARBEN % /N i
5 4 i 3 R A R S e AT A AR E 9
44 MORLEEER

14T 25 45 A £5 A (hemopexin, HPX) /& —Ff £ 4
FARBIE AT, LR BA a7, Bl 5
B MR ATERE AV R FE M, ik
M40 74 i3 e N, ZETBUR I 4E R,
ML FREGER AR HEETIERS, mBRHPXT
/I BRCE G H T AR J, v A P /0 B I 40 i 5 ik /D,
A 453495 I 2R e, 17 P B 2H R AH S0 B AR 7E /) BRI
PURE S M R IAHPX 5, /1N 5T 200 A 348 A B S 38 o,
v L L5 £ S 2 DR T SR Ak, N BB BE B IR
J&, HPX 5 M2 8 /N s 5 41 i b E 0K R IR B 1R A
B — 2. 15 A A b, R BRHPXTR /N BRAE B
JEA5 FE, MIZY /ISR S 4 AT o Bz 38 o, M2 2L /N i
JoR AN BT 7 P s . AR ABIE ST R B, AR 2 B R
UF AR /N R 41 M J , HPX(E 3EM RS /)N % 5 40 B 1)
M2RLEEAL, 5P oA > . e B s b DL L
B D /0 9% 158 I 240 0 5 3 in A Ok, BT L, HPX
AR Sy —Ff /)N B I3 4 B AR A (1) 3R 45 7, T g A — ol
AR E R TT B4 F 259 -
4.5 YHRETTIE

7N 5T 29 L2 G A% i 98 o 28 4 R X T
S (P SRR 55 o ST T VAR DR I MY 5 4k R
S PNE R TR A A R R R 5, H 2
FRIT BT AL B OCEE ), £ CCLJE 24 hN
Jiki 5 2 VS R AR AL AN A, AT CRAP T R, st/ b it
TR A 5 A /N i B 4/ S 4 i, e 4 )
TR HINAAT RO, H AT IEAEWE S T R
G 1497 S5 BRI A M A M A I 9T R (I R I
555 : NCT04063215), F&H [0 48 B (A4 f v] 731 %
P55 AR, IR B AR A n] LAY /0N o 440 PR P8
WG . FWETH AR PE U, FEARANLRE SRR op
22 WIS 00 LR /) S SR 40 B A7 AE AR LA, AR E T
A B P 398 50 B o 4T ) A Y 1, 0N B 4T
Al et TR B A B A, ELA 2 A AR 40 B A/

R AR B ) L BE TR A BL R AE FH U, SE56 1% TBI
S B Bk R 22 s R A KL 4 M R A PN RS A 2 T
S AR T LA /N R 5 4T / G 4T e 1) M2 B AR
FEMI/M2 LB PR, EC 2002 LR /B T PRI,
I I 20 BT R VA TBUS /N5 4 i 36 R m] B R
JTTBIRI 7152 —
4.6 MRFRAMMNFEBESHE

/N J2 57 4 L o S W BILTE A N R VR T A S
RGPE TSI 3. /NI R 40 R FE sk m it
IARANE JORETT P2 AT IZ SR ER . AE/ R
CCUF I A, FESFCSFIRHHIFIPLX5622 LA 2 FRTBI
JE B RS (/N AR, FRAE 1R I 450 B 40 1 751
DL S0 VR /I e 53 40 EE BT 3G 5, T L S vk g e
PR S AR B A7 PR AR, (R K HIZ sh A A
DhRe ek U AR, /AN 40 Sk
HA BB N AN Th RERRAS, (H R 7E Rl 45 195 4, /iR
Jo 20 A AR 20 AT DL I TL-645 538 B L ki Ty iR 22
A, e g, e KA o E
SRA/IN BRBRL F /)N S SR 4T A 3 5 A it
T/NRIITHEEM A U, SR A B TR B, /NI 53 4
MFEuE 5 B AR 22 R KT/ N T A3 22 . R A4
W B R AR JUFET LB R AR AT N T xR,
3 Ik /0 o o 200 5 3 A T 4 8 B T R A —
e R ATAT (0« BSR4 Aot 28 98 SR AR i i ik
STk, AR S HB R REIE R

5 INESEE

WHFEN 01— BAER R fe it TBIE S RAFHE A1)
WBITITVE , SRTTIE A B — Rl VEAE i PR 156 4
WEBRR A R . /N A AN A 72 TBIR) — N
FERR YT FEGRM, X AEVF 2 I K00 72 b 15 250
E, HH FOR TN 5T 20 1 R 0 A AR A ATL A AT AN
THRE, XHTEHEPOTTT, DU e E 2
A RO T TBIFGYT e BbAbh, 1T TBIF R
PE R R R LR B 52 2 M, R 7 I TB) AR ik %
WARICNEE, AL, A8 L BE RS AR I O T, I
T FRLAZ A 2R K, ER T 0N I 5T 4 B AT A
L R SR O B A% B W 41 D (CNS-associated mac-
rophages, CAMs)IL U ZhrEY), 1R 20 50 B0E
) 70N J2 T 240 L PR A FH 8 VR 23 A TR T ) A% E R 4
MOfIFE T o i ) SR B RN A D A 7 8 BH A X 4y
TN 4H B AT CAMs, F4E 7R 1 /INB 5T 4E F AN [F]
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(R SRR " . A BT 90 4 5 H— S AE /N IR
A SRR I RE S AR B, nSalll(Sal-like protein
171 Siglec-H(sialic acid-binding immunoglobulin-
like lectin H)®, PLA T X 43 B /N K ot 4 i 5 oAtk
HE RN . IXLLRIF 7T R AT B TAELUS A T,
BFVRA X 53 i 452 1% i V) P B A 15 200 P 41 FH A B
T R /N ot 4 e ) AR

BEE AR . =R, BRI, B
HEHEORHAEEEAR LR KR, 46/ Z)
A FHMARESE MG 5 W MBI, AT
IR BT A M AETBI VR AT 1 B TR AN T i,
A BT R A 08 CA/N o 48 i DR BE R R
7T TBI T %
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