Journal of International Neurology and Neurosurgery 2020,47(5)

Zmik
Sk B T B M R iR 12 BT Rs T R BT R R

AR 2 Mok
Ly BARMAFEERS ZEF TS EFA, 5T 100010
2. PEARMAELERS —EF P OAMZ I E SR, T 100010

o Z OG5 M % (TBL) &3 WL SR AL T IR, O 4 g ok i S i A 46 T A [l 8, 24 i % F TBI (132 W 32 24K
T SR 5 RS R A R AR A A S I s A AR A R HEVE T o A I AR AR o 4 A 4 I 19 890, & A R L3R
AR 14 15 050 5, e 290 e ) 30 R 1) T 2 R 4 o A9 g T SR o o ki B B ( BBB) U BE 1, SMIBA T TBI 12 Wi B A
eF RS MurH T TBL Y 2397 XA SE TR REIIGRA R B LIRS, ¥ X A 2 WiR 97
Jr % . ORI Z 0SS UE T, AN A RE 5 IR T TBI S ASAE , P2 2 | IR 1 A R4 R o G o B 56 M, DA B TBI T
& o BICEAEXT AN R R T TBI 2 Wi K 3A I7 1 ol iF o8 ik S #E AT 2538 o

KB TBL; SR UMA 2 W5 16T

hES%ES R651.15 DOI:10.16636/j. cnki. jinn. 2020.05.011

Research progress in application of exosomes in diagnosis and treatment of traumatic brain
injury

ZHANG Guo-Lu', WANG Jian® , CHEN Ling®. 1. Department of Emergency Medicine , Third Medical Center of Chinese PLA General Hos-
pital , Betjing 100010, China ; 2. Department of Neurosurgical Medicine, First Medical Center of Chinese PLA General Hospital , Beijing
100010, China

Corresponding author. CHEN Ling , male , Chief Physician , professor , PhD Tutor. Mainly engaged in Comprehensive treatment of brain
tumor and Traumatic brain injury rehabilitation. Email ;chen_ling301@ 163. com

Abstract;  Traumatic brain injury (TBI), a common cause of disability and death, has been a worldwide public health problem.
Currently, the diagnosis of TBI mainly depends on complete medical history, physical examination, and radiological examination, and
conventional laboratory tests rarely play a role. Exosomes, acting as important components of intercellular communication, are cell-de-
rived vesicles containing information of parental cells. With the capacity of crossing the blood-brain barrier, exosomes hold substantial
promise for diagnosing TBI. At present, the main treatment modalities for TBI include surgical operation, rehabilitation training, and
limited spontaneous functional recovery, but there is no clear and effective medication. More and more studies have shown that exo-
somes can regulate inflammation after TBI, promote neurovascular regeneration, and maintain the integrity of the blood-brain barrier,
thus improving the prognosis of TBI. This article reviews the latest research progress in the application of exosomes in the diagnosis and
treatment of TBI.
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2020 4F B 4T % S5

LA S . S TBL R H £ o B, L
HOH DA 65 X UL Y MUAE N A AT RE 32 B ik
S5 o FERNJRAEESAE 75 % UL L AR N, BB R
T TBIAE: Be A8 T2 19 b S de o MG Ah, S SE T2
B elh, ARy =z —2 TBL &M, BA
250 Jj ~650 J5 AR TE £ TBI A SE M5k 5 b o 45
Gr 2 Y, T v REAR B A IR b He , Z IR IR
B E 23 0 W G2, HAK SN D T 2 A0 T R
1y 5% i TBI fE: Be (9 & %% P i & A 43% 5
B AT R AR B B R 2 BB
SRR W AR g3 R R DL S B, S
Al H WA P 28 2R GE B (A b XU BT 2R ki R
PG ) AH L, TBI FEAF 38 A P 3 5 0l , S 8097 3
TR o AN UL PR JE 4R L 77 AR B9 30 ~ 100 nm 2
[] () 21 Jif Ah %€ 3 ( extracellular vesicles, EVs) , 7] LI
X 1] 2 3ek L 19 5 e, OF 78 AR A 4R 5 N 5 S T
R E , DA 7E Hh X i 28 28 S0 R I T v S A R
L7/ G | R R RS 8 o AR N i BN o
A BT 7% TBL G X R 22 28 58 i B AR BRI O
HETT ARG 12 B #8220 B 3 % T X A1 0 44 i 4
1700 Ja , 8 5 i Ik 2 25 69 75 3C BRI a) A7 Rtk A3 Hp
WM& R G, RHEXT TBI iR 1E M .
1 Shmis
1.1 Shib R By & B

EVs & I8 T 40 i N R 550, LT B A7 20 i AR
REWS ™ A, JF B2 M A1, e 40 M 1] B A= 2R g B
b B PR G BT B ) A W AR A D 2 A
LA B2 o T OB B W S AR Y, SN A AT 2 i )
WIS R P R EAE N, 25 B 2 R A B
ERE A 45 A o I AR I, SRR Y A B

Sh USSR IR T N AR R G, R R B A
A BN W 1) PN TR R N AR TR B Y 23 (in-
traluminal vesicles , [LVs) . 7ZEX P B H, & H i .
1% W ARG 5 28 ok s 6 J 0k A B ILVs S A gk
i ILVs (1 0 0] 9 K o 4% Bk O 22 2 /K ( multivesicular
bodies , MVBs ) , MVBs 7] LA 55 %5 iff {4 25 & 1M 9 Ko i
dn] DA 40 M Rl FS R TLVs R i 2 4f i A, E
BN o A WA A AE B BE MVBs 11 B2 B T A
W& 2R, WK 7 & & & 9 ( endosomal sorting complex
required for transport , ESCRT ) 7 Hitp K ¥ T & = &
m/E B . ESCRT #1 % ¥ & ESCRT-0, ESCRT- T ,
ESCRT- Il , ESCRT- Il 1 & yf0 & 1 /3 ¥ A ¢ & O
( vacuolar protein sorting 4, VPS4 )5 ¥4 .0 & & 1K,

e JE TLVs /9 ) 25 #1821 MVBs £ 4 . ESCTRs fig
% 0 0 5 3R A K T 52 4K (epidermal  growth
factor receptor , EGFR ) 7£ N ) 8 12 2 & 1& M 19 20 g
o, I X AT U 16, X — D REAK T ESCRTs #y
ZRA 4. ESCRT-0 & 47 Hrs fl STAM 2 4>
THIC, BT HIOUPE T A 2 M RA A4
( ubiquitin binding domains , UBD ) ; ESCRT-1 ) Tsg101
7.3 il UBAPT W7 3% Fit ESCRT- 11 H 1) Vps36 W73t
SR R A M, ESCRT-T A & 2 254,
T2 A A0 T B3R A A A2 RO 5 R4S 5 Y
22 ARG, I 5 Vps4 45 G b [R) X B 45 b AT &
YA A MVBs BB P9I O B T LB B ES-
CRT & 12 9% 5 Syntenin M1 ALG-2 M HEA/EFHEA X
( ALG-2 interacting protein X, ALIX) #H H /E A, ALIX
RE NS 1 32 N 45 9 F ESCRT - 25 ML 26 (4 40 8 L B
32 ( vacuolar protein sorting associated protein 32,
Vps32)' I 7L ) 0 40 i B 5 6 BF 9% 4% W, ESCRT
T RE B 58 B IF A BB BR TLVs (92 18, M J2 % iR
i ILVs M8 S o 3 U6 B AE ESCRT 2 4, ib 4
FEAt A AL A7 A2 o 40 25 A A0 A DY B IR AR
% Ji% ( Tetraspanins ) i 71 %5 CD9 F1 CD82 , Tspan8
CD63,Rab # B 2+ RAB11,Rab27a, Rab27b %,
A R 5 Tt K/ W 00 P9 AR B /N B G 2R T (small inte-
gral membrane protein of the lysosome/ late endosome ,
SIMPLE ) &5 o 4 Jg A1 W8 44 19 0I5, i 5 X6 A 3 4 11
T R AR B A T A s U e R S W
0 5 v T RE A, PRI AT LA O R A L E [
I 25 g S s A A0 WA R Y B i B R 4R T R
YERT . B A S i b, /0N B0 5% G Jo 400 i b i 1A 1) o
JHCHC R 77 A M2 e M 1 v P 48 W IR B ( Sphingo-
myelinase , nSMase ) 1Y 7if ¥4 , T A 4K #i T ESCRT #4 3
RE , 7 AR I Bl 28 T Jhe P A S Ao LR A 0 TR 45 4 A
#E MVBs it 28 98 B ILVs o H A 7™ 1 8 = B3 i
g (S1P) fEfE 5 MVBs it | (1 32 MR 45 45, fie 3E 5h W
PR3 W6 o A5 A0 N R RS, R T R 47 S I AR I 2 )
AN AL, Il E 32 R 2 i B B
1.2 K ey oh i i

PN RN R DTN S 3 D IR AN D
/I T J5T 240 L S5 22 Tl 200 AT RE 4% o0 8 b s A . Ab
WA A 2 T AR A 28 R G i 28 T RS B A Y 22 ) R R
e TR 5 =, ol g 2 5 R R 22 DT R LR B R
DA K 5 fih 1) 35 P AT BB % i 28 0T ) AR B T RE R
HEREEMMEM.
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M b g A WA A 45 7 A K i miRNA F 2R T,
2 L TRIE A i & Y T Oy 5, AR AR BRI
PR T # ¥ AR T, RE 9% S e o A 40 g
PPRAS o I H A8 % 38 2o il ik B B, 78 I W L I
JRWE B FL T A 2 R AR AR R Al ik
5 W D RS R R e L 0k , Ak
WA RE 8 050 i 110 2 e A ) A B o A Ak R e B
RELAY P 22 U5 A A A R TR EL R A YA S AR IROR
G VR A A0 WA A B SR IR AR AE LA R LA 2 - QB A IR
ARTRIME i HH A — 0 XU ; @R A 2 B @7
NHE AR RS A A S R R . TR IR R AR,
LV 2 o i Y ) A YRR A 2R D VAR Sy R i
PEAN R R 5, U] fE ke B b 3R [R) R

FESEI0 2 S5 F  6F I 3% A0 WA 1A rh Y A S 4 R
H A R R AT R, A7 BEAE D 2 o pf 48 2R 8 95 1Y
W2 W 5 58, A0 F5 1 b 953 5 00 0 a3 9, DL R i A
o ORI BT R IR RO WA B AR L A L L
25 45 00 2% A5 R e s 7 R OC R v 4 2 b i & R AT
PR 999 o
2 HMER 5 TBI 2 MR

JUHEE Y TBT B B35 09 Im R A2 1R 7 R B, i
EA% B BF OB 2K IF 2 & & ( Glasgow coma scale,
GCS) V¥ 73 Fl 52 18 27 K £ BB 08 S i) | B 9 1S 12
Wr o EXS T8 B 455 1 I ( chronic traumatic en-
cephalopathy , CTE ) | 45 31 & 2 A" Fiz h i) 26 %%
AR Sk | Lo B8R ZE F AT Z) b S B 2 B b
TBI f) ¢ ik N HE, 7 78 B T JC W J e AR R0 2 AR 5 3R
PR AR ME A 32 W7 o K P 2T AT R I AR AR AR
YAE S TBL 2 Wb e, #HOCHE5E WL T TBI B 58
R BB R R T Z M AW I E N
Fra& W ny 2 H A RNA {H 2 AR /> w4k ofE o T il
IRiZW . FEHR I, 56 DAF 2 8 — J2 I il B B
HYAFTE , (A 85 1 BT A% IR 55 A2 W) K 40 AR e F A
B AP JE M 5 FLUR, K B A bR A AR AT RE Y R
PR S P R A o S BOAR R IR e TBI A W) A R
Py B ARG, 4 B A RS I 3 R TR R I
Mo T AP WA A B 6% A AL 8 Ao il i B R OFOR R A
B W F Rk, R B A W A B gl g, gy B
1530 1 42 W) K 53 BB A% DR A7 75 A N 0 R B2 .
SFORAN T RL BN HA R 0 I DR L A 1A

2.1 mMFh#HmFFEEMBEZEIRIEAN TBIH
L ETIE iR

TE 44 TBL G, S8 L3R rp e 22 5P A1 3 A K%

HAREY K- B ek . 5 X A A e, 20 mT-
BI 4 1l 3% fft 28 50 I 1k 1) A1 6 1A VR S AR T 45%
[) I, Ah 6 A v — & 3 T REPE N 85 B/ G E
10 ( ras-related small GTPase 10, RAB10) .7z X & &t
K i K f#% W L1 ( UCHLI ) | annexin VI | 44 # G 2 5%
i & 1 ( sodium-potassium -chloride cotransporter 1,
NKCC-1) B Ay A 1Ll claudin-5 4 7K P & 2E
TARE 5 A — I 5 p s AE TBI S & B2 )
B, AE TBL J5 1 3 ~ 12 > J 14 41 Jf 2 Jie 28 1
( cellular prion protein, PrPc ) | %€ fi 2§ 3 ( synapto-
gyrin-3) , P-T181-tau ( tau phosphorylated at threonine
181) \P-S396-tau B ¥ JE M 25 1 42 (AB42) 1 [
I % -6 (Interleukin-6 , 1L6 ) 55 $ii 28 5T P 41 W 14 iz
7/ N ) BT o -l = I S - SN WD S a7 N
AR KR R I RE AL S A Y 58 kOB A I
N LDV G S AN (R N 1 D s - S I
ey I 55 0 22 0 AN B RS T B s A TR RE L DL K 4
R 28 25 44 A IfiL i B B ( blood -brain -barrier , BBB )
(5% M, BB W6 Sk TBI 5 Hp HX 4f 48 3R 55 D) g G
S DL LK P R R TR 40 UR P AR WA 4K (astrocyte
derived exosomes , ADEs ) /K SE7E TBI J5 1 26 F&1K , 3
X 0] A v IE WK COF o HE A Y A% b 22 R AN A
A 7K OF Bl 5 S A AN [] I 3 58 R T o R R AIR
B 2 A B AR R K R RE B A I B T L
B AP WA R 2 1 K 1 19 22 A6 S A BE B8 xf TBI #1712
W , Bt 2 AT Lo TBI % #4740 1. TBI Jg /h B4
WK Y Tau % 85 B2 4k Tau /K F B TF . X 28 45
TR % 75 S Pl 28 00 8 T A0 2% A P 2 ik J5 F A3 ( miin-
iature excitatory postsynaptic currents , mEPSC ) 1 % | Jil
il TBT S 25 i 18 12 7 i P45 0, B I o a5l A
HI e RS, FEAE BN R E M BT . AR
N 3K TBL (B 35 4% B GCS P 4r i 47 4 41, FF X o ifi
AN WK IEAT o3 e FOWF ST, e e ) T 186 Ff TBI
MHREH. 1E GCS Py 15 7309 ~ 12 43 H13 ~ 8
B E T R BT 616 A1 14 Ry S 10 4R
F17 . GCS S I PR H g 4 0 ik 3, RE 5 X TBI &
AR BE HEAT 4 G, OF X BUS #EAT A . R,
XA N T K SRR 98 AE — o AR B B3k B A
[) (4 P T, A 500 B 32 W0 PR 2R % 465 2R 36 5% Wi .
2.2 I oA £ R 1 S i 4k RNA {E 25 TBI #912
H 16 AR

miRNA B8 % DL Gl B Be X5 19 JE X 15 mRNA 4 g5
T3 2 Hig 2 4 06 T 6 38 PR 5 IR KO )4 BB 11 R4 IR
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[ B b 225 2 22 40 B 2 i

2020 4F B 4T % S5

R AT IR o B ket W] DA S A0 6 A B
PR AE R TBL g AE W) br s o A8 /) B mTBI 45 7Y
Hh S T R R M A 5 R 0 i I A b g B
5 il Bl g 5| S R T GE B A miRNA 3R GE K [ 72
JE ek AR Y A X i S R I 3 miRNA 4 A TBI
1912 Wi g bR 58 BN T 10 S REEE X 42 5 | op B R
H R TBI #F 1712 Wi 9 miRNA ¥ %1, 24§ miR-151-
5p.miR-195 miR-20a, miR-328 A miR-362-3p  miR-
30d ,miR-451 ,miR-486 ., miR-505 L) % miR-92a""
TBI £ % [l 3% H miR-93  miR-191 FI miR-499 /K -
B T AL, O TBL B T b VR TBL R
%o M E K F R miR-93 miR-191 Fl miR-499 b,
R TG 325 o 3X 3 4> miRNA B 4% 1y TBI 12 I |
7 B R R T S 0B A R

{H 2 b 22 8 M miRNA 7E 1M 3% v 5y B ff £ 5 ik
JEAR, BRI T AE TBI 2 Wi v (9 1, Bl 28 U5 P Ab
WA RE % 45 Hf miRNA 3@ 2 BBB , Jf 4 5 P9 3 miRNA
MR EAETE, HH A A X pg v B, B IR R
W J1 . Wang % 7E TBI K RIS i 2 3L T 31
A 8 miRNA F1 19 4~ K 8 # miRNA | ¥ & 2|
MAPK {5538 #% . L 3l 4 1 i 22 A 4% . Rapl {55 38
% A0 Ras 5 5 %'

Hemphill 28 JF & T i 1< — Fh 44 K Wi 44 90 9% 04 1
FOR AR 2l 50 W 1A I 25 A 8 7 AP A8 2% 2T 1 5 1 Rk
i) miRNA 47 43 87, 4% — 4L AR 2 B A~ W)
PRic /g TBT 43 F1I2 I 1 48 bR o 7E 5230 o, X4
P20 58T AR H /N BOE 8 R0 R85 99% , %
RE 0 3 2o B 458 405 A B2 460 40 | I L B A 405 0 s
ZEfg P X U0 R K AN W AR X TBI FY 2 T R4 %
I I R B FH 4 3E T — Kb
3 SMME 5 TBIBYETS

Xof A1 s A £ BF 5 RS R T T 5 5T 48 M ( mesen-
chymal stem cell , MSC ) & 7 ixi #h 15 1) #F 5%, WFF 5¢ A
SR B /N 4y MSCRE 6% A7 15 , T AE % % 1L A
(LD DRI & RN | L R il SRR (E
FAAG W80T 43 Wb ) 306 1 IR, O A8 4 B8 5% 43 Wb TR - 1)
K BT A WA B 3 T Sk R o BT 9T 2 I, AE IR
13 J5 4 7 MSC 5 1) SR IR 5 45 7 MSC LT A
HI R B YA 97 A Y 0 5 40 A J7 OF E ML, Ah
WA SHETE RS A, o R, EA S
s 77 0 45 32 VA 40 i 1% B, BB 6% B 4 %) 3 e 4% R R B
BB . 5N A B B R e A L, S i A P TR
) 2% T 4 {68 JE 7E I 79 B b SRR E | W) B R

Wk ok 40 A A W N B AR G AR S N RE 1 R AR AR
R GE, BE 5 JE B A 1 I I A B0 I A S8 A ) 2
i A% 0 AT B0 o3 R O O AR b B B 45 B RNA, 2
— Ak B 25 25 K
3.1 Shibfkxt TBI GG 7 2R

TR R GG, — AR A R
il B 2R 5t 2 BBB R 2 £ PR o A WA 3 G
195 240 JH 4 A2 % 5 IR W I P B 48 i ( brain: microvascu-
lar endothelial cells, BMECs ) , 4R g #& Ik & i M & .
MVB J% At | 30 A AR 22 R 5 kil
BR RN MR TE R K 45 2505 Th £ R AT T,
I LANR IR A 5 58 B B i, 7E 0N IS T 46 308 R
TES 3 Rk BB K IR FR g K 3055 7 R

Sh IR RENE M B W EREA K, BE
BBB, {435 3L 58 % 1, 3 i 0 A0 15 05 WK iR
[Fi) B 2 B 0L A8 AR K % e I A RE i Ok A AR [l
28 ARSI A RO ) B 22 RAE A R TBI
KB 23 ] 2 ) fiE ) R s B h RE R Y
75 TBT A1 H i P &6 Hp g A5 70 B30 25 3 A1 A AR 1R 7
RE % 9042 i b K, el /s 450 05 AR, BEAREE BB
I UK 51 P S I 944 A R S . 5 B4 TBI B
BEALAR L, 51 4 A2 A WA 436 O 20 BE 06 e 4 1
G55 /N 5 Kk VR BL 0 5 2 A R A0 O T s 3
Bl R LI TR 4 O R S 28 A AR R
X AR A A Ak B BT A 0 B BIF 5 S I AR T AR
Wl D RAC 2R Bl W) B AR 3 S5 R AE , 3 5 R 2 B AT
Mo HZ AN BIRIE T B R T 5 B 52 25 WA T Y AR
TAHLE , FESE 3 ~ 5 A A Ik A 1 b, HOKS 4l iz g 2
/B kT

TBI 1) 5L 459 B AT i B Jmy 78 0 42 B 1 58 E 2
TEAR 22 o0 A0 T Ak R PRS0 A D) RER & vh e 5 1+
HE AR . 7E LS50 3% 19 3L 28 b T i i B
WA 1) B WA AR B BIF 5 TR K B A U A i 8 A /N TG B
20 M1 A% Ak Ok 3% TBL S i 2 D RB K 2 . A1 W
R HE 08 3% AR 0 28 24 v /DN I J5T 40 i ) %8 52, 40 ) M1
TR /)N 58 T 40 R A O e FE M2 Y )N i J5 400 A Ak
T X5 A 8 TR 5 A e B R SN AT PR TR BE T
F -0 ( tumor necrosis factor-o, TNF-o ) , IL-6 ., CD68
A — S A A& (NO ) ACI B AR n i AT #2855 1 B0 I
il TR Ak KCF Y o T 5 T 40 /N I R 4 A
e A 1 8 AR T 0 5 5 AL — S A A B B (induc-
ible nitric oxide synthase , INOS) ,CD206 F1}; & Bz ifi -
1 (arginase-1, Arg1 ) 3 3% (9 i 7, 52 45 o [a] A WL 42
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F| TNF-o fl IL6 B 3 15K & A2 ALY .
3.2 Mk RNA 3577 TBI 9 4 F 4L

AR AR S A K i B miRNA BB 9% 5 H bR mR-
NA b ) B AT B 45 4, 78 5% 5k g K7 98 9 R R 3R
Ko HEIMFRAE A, NIRRT RO F R A T
Horh & A B K i miRNA 7 #2850 5 15 5T 41 M i) 4
it PR A R R T A RE A

ZIN TS S5 A0 L s TR X M 2R R G b e R R ) A
4N, 7E TBI J5 &£ 80 M1 A0 M2 Al AL R 25, 76 1
28R R B OCHEAE AT, M1 7 AR A AR RN A i B
A BT, B AT CNS & &2 5 & i = 41 5, M2 7 4E il
AP R T, U s T AR A A R L R Y
AT N TBI P AT T A TR S L /N R AN
JEAE P WA R miR-124-3P ZKFFh &, 3 I 46 45 #f &
JGN miR-124-3P /K, 1 40 il 1 FIP200 4y 5 (1)
PR 28 o0 [, T R B AR A S . Tk
B miR124-3p GEf5 fE i B A Bt 28 %00 19 M2 28 fiy
WAk, s # B A/EH T 858 — B5 B 4B, 38 3 30
mTOR {5 5 i % 1 40 i w28 28 A7 o /0N B IR 400 g
Sh stk g miR124-3p HE A M 22 00 J5 AE 4% 42 D 4
R o R AR AT A R R v i g
[ /E T Rela/ ApoE {55 53 % , i #F B-U€ M A 25 11
TR AR, AR 2k S P o 2 Sh BB 1 s B L e —
WA, & A miR-124 [ 55 W 7K 68 4% §1)) #i] TBI J5
1 H X TLR4 {5 53 # , A€ #F /DN J5 J5T 48 i ) M2 24 fiy
AN A 1173 T P 22 E YN U oo R 2 = = 1
JE o M2 A0 U A WA R R miR-124 fE 5 i 4
W22 I0 UPS 14 3 3K T S 4% i 4 44 F1

P22 ST A 5 e AR Bl A1 W 1A 1] /0N S JE 40 B N AR
i miR-21-5p, fi k7N 5 5 240 M A Ak M1 40 i 3%
A I H A miR-21-5p K L F, [ B B i 2
B9 i -, DT N = B 28 48 RE L A o R Ml 3 K L
PP on A R T E R 2 S A A g
28 76 20 M 45 B BE 98 5 17 4FE T RAB11a, A 7 417
w290 [ W v b TBL FT i A0 w2 45

TBI i 15 #9522 7% e J5c 240 M 7 7™ 2 14 1 8 4 v i
W0 miR873a-5p REAL AL #E M1 AU /)N 5 5T 41 JY 7]
M2 R AVER AL, [F] B R 98 38 2 %F ] Myd88 3 ik Fl
ERK Fl NF-kb p65 (1) 5% [ b A2 1 /)N i 5T 248 Jfd ) M2
RAVEE AL, /> TBL /)N 5N 52 50 8 IR | A 7K i B A
Z B s

P22 0 5 M B A1 WA A fig 6% Gl 2o 1) Y R 2 M AR
# miR132 g 3% BBB 1y 58 8 M, if — B N K

miR-132 A8 9% fift Bk eEF2K | eEF2 XF Il % P 5% 40
57 2 M ( VE-cadherin ) 8 #1J) ] /E A , VE-cadherin
TR E R I — b, T 4E R N O Y 5E R v A R
HERBEMERY

P22 T8 P28 JT AN D R U Y Ah WA A %) TBI
367 BA R H Al WL o (i . (H 2 52 B R A4
JiE ey IR ) AR X TE A AP R AT R AR A2 T MSC B
AR Zy AR By B % B B RE ) 9 1 R AR, )
i LA K A e IR T RE T B Al
Pt LA IR S g AT S i AR A A I A Ok
P, A2 S WA AIR T W B R AR M R

ANE B 28R Y BE B8 5 B MSC b i
miR133-b /K EJb, 3 78 S0 WK 19 4 5 T i A %)
BTV I 5 20 MR R 22 o0 H AR il g A R KT
A BEH G S, BB miR133-b K B F K, 4
F MSC ¥R #9754 miR133-b i 4h I8 1A AE % ok 3
A8 T RE K S, 2D 4545 R BT R 4P il 220, TR I
REME 2 HE R 2 R K, i — 2 M IER o, H sl & 7
14 4K 8 CRBE 1 STAT3 () 8% f2 1L {5 5 i@
B 7 P A Ok BB R T miR-
133b HE4% 40 [7] P 3% &K % i 51 A ( homolog gene
family member A, RhoA ) % i%, Jf H {& ¥ ERK1/2-
CREB B 2 1k , % 44 B0 U4 T /8 1, Ol 4 il 3 45
T A R L P A 2 AR R BURE B AR Y, miR-133b 7 410
il RhoA Fy [w] i 18 15 A2 B Ji Jo 400 M v 45 45 2H 4L K
A -7 ( connective tissue growth factor , CTGF ) Zakb

MSC 5P A1 2 7R T 1 399 Jili 52 4% (early brain inju-
vy, EBD) G479 0F 58 o, S b Ak b i) miR129-5p fig
% J )k BB R B HY Il ( subarachnoid hemorrhage ,
SAH) J5 @ iE B # % 8 A 1 (high-mobility group box 1
protein , HMGB1 ) FI Toll % 5% {4 -4 ( Toll -like receptor-
4,TLR4 ) KKV EJb, RES R P0H T AE
JH T 42 5 SAH /D BUFE 0 R MSC 7 Jil U5 44
e KRR AE T BESS 3 W miR-216a-5p, BE
fig i ] HMGBL/ NFb {5 5 id@ % , 98 /> H, 0, XJ 41 fitg
4 S8 A L o ] IR B 5 22 ST I #1040 O T
fle ik #h 22 FE AR, s TBI R BSOS i 3l ) fE 2 )
2566 7 L A miR193b-3p (1K 40 W K B F
/NERCSAH BT IF, fiE 9% 41 i HDAC3 #9363k I %
Ph, BE T $2 @ NF-xb p65 # B2 L, F % IL-18 | IL-
6, Fll TNF-o 4542 58 20 M I 7K F- o AT s % SAH
55 Y M K i it i 5 B A5 A5 A0 A 28 AR AT M B R, ok
EHE .
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[ B b 225 2 22 40 B 2 i

2020 4F B 4T % S5

7E miRNA 2 4, MSC 51 b i 44 v 1) 4 5% A S
s RNA MALAT1 ( metastasis - associated lung adenocarci-
noma transcript 1) B % i % £ §5 snoRNA 78 N i HoAth
A 2 i RNA #9323k, JF 38 2 96 39 R 6E A G A5 5 18
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