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£ FEFE0K g il Pt i GDNF R 14 bl i Pk 23 v 4 1 1 1
Wi, Sty = JF, F =

(TEREAXSEEERKES B ALY ESH, 4N 750004)
HE BE A EFEKE (Dex) KA ML PERS 4R T XT I BT 40 B #t 42°8 35 IR (GDNF) B2 . ik %
SD KB BEHLSY IR F-AR AL (Sham 24]) fRTFA + 47 FEFEPKE 41 (Sham + Dex 41) , i dE A i 4 (IS 41) , e A v + 45 5 4E
WL (TS + Dex 41) , S22 + 45 200K 41 + anti-GDNF (IS + Dex + anti-GDNF 41 ) , 441 15 H, R Longa £ 4% iy 2
IS #5724 h J5 & AR R AT 2 D REPE43 , W R BRALSE , BBOE R/ IR DU GDNF 55 3, B4 il i 47 G Ak = 2R B DU 4
W (TTC ) J Ak R ik 100 A5 58 DX 3 AR, B2 I A 2R A8 1) e, 380 S e 0 Sl 2 T MGG Jot 440 PR3 A , UM KA O DX 2H 41 3
it qRT-PCR RN TR A& AL R T, 45 5 Sham 41#H L, Sham + Dex 21 & W5 H7 1A B A8 1k, IS 41K R & T fig
PN (P <0.05) , I T B YR AR AR BE IX 35, A0 i) 5 i R GE H GDNF Bl in (P <0.05) , H IS & Jli /)N i Jog 40 i 3%
b, P REPE RN AR 22 (R4 M R AU BE R FR W] 0 FH 8 (P <0.05) 5 5 1S ZHAH L, 1S + Dex 4 K R A 2 DI REIE 43 W] W ygi /b (P <
0.05) , JRyFB A FE X S E AR BH 5 FEAIR (P < 0. 05 ) , H GDNF B&Jiift — L34 (P <0. 05 ) , i 385 1t B T J5e I 400 i 3R 28 S R 235 W
B (P <0.05) , T i 2 AR 3 1 B TR IS o 4 M R T S R ik i — 2B T+ 5 (P <0.05)  SRTAT, 5 IS + Dex ZHAH L, anti-GDNF 4,

RT3 T Dex BVRITPAEM . S48 Dex @i 40| i

i L, it — 25 GDNF Bl , A AE T 1S 1E .
ES 35
RESHKE R 743.33
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(e i P4 25 R (ischemia stroke, 1S) J& A (B 4 W,
F9Co B LA 0 , LA T ) A R S AE R
£ EFERK E ( dexmedetomidine, Dex ) /E h—28 & ik
PEME o2 ZUEN ), REfE 25 S T, I
FRAX 25 22 58 ( central nervous system, CNS) {#4F4E
FH 8058 L A SO0 A 2 2 ke I R S 400 093, AR A0k A
BRI — R R 8 Dex T
PRAN 1S B RY AT ol /D i 28 50 & % V0T Al A7 T
12, b7 1k SR i 75 S (4 A 2 9 A8 I A a5 floh A 2k
SR, 228K Dex WF5E 3 545 F X 200 B/ e
JRRANML BRI , 220 T 10 4 40 A A ) b 240 M
FEVER . B pEAs vp & et B vp, RAE R 251 &
BICRE AN AL, HARZ CNS B A7 B, fiff
CERANE 235 R I I I 240 M T8 PG I 4 e D e o 22
7% A F ( glial-derived neurotrophic factor, GD-
NF) i © AT BF 587 ]38 Dex AT LA 1 28 4L Y
PI3K/ Akt/NF-kB {5538 B 95 48 RE S i o 25
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A7 FHEWKRE 5 BRI L 5 A1 AL s GDNF 5 e ifi P2 v

SRR RIP R AN R, P2 R 2 DR I T I o A o Y

kLR iESE /8 GDNF af fE7E Dex K AF 14T 1S i
SrE R A B

1 #RSH®

1.1 ##

111 FZRXA AN ARFEE (L =99. 0
% ,3 E MCE /7], #it5: HY-12719-97817 ) ; anti-
GDNF Hifhk (4ifF =99.0 % ,0.4 pg/ml, %[ Santa
Cruz 23] ) 5 R LR 2 v 2 A (LA - 13200, ) M £
RAY AT 3 L0 A (0,380 £ (2,3, 5-triphe-
nyltetrazolium chloride, TTC) (b5 & 3K B A [R
/NT) santi-rat GFAP anti-rat C3d ${/4& (¥ [E Abcam
/NT)) 5ey3 goat anti-rabbit IgG (H + L) | alexa flour
488 goat anti-mouse IgG(H + L) —$7( 32[# Biolegend
25]) s GDNF 38550 & (B MR A 5] ) o

1.1.2 2 &MEXE JOLER PCRAL(QS3) .
PGB (EVOS M5000) 2 I RER#R X (Fe) (3
[ Thermo 23 7)) ; ¥ ZR VI A HIL(3000A ) (TRINEFL Ny
NI

1.2 7%

1.2.1 XHRRE544  SPF HUdREAMENE SD K
B, OB R R R R sy S g b ik R 6
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W%, i BT it 180 ~200 g, 4t 75 H, A4 5% T
SPF R ahy)inl gz, ol 19 R BE IR B (24 +2) C 1R S
(50 +£10) % . KREMMFE 1 JHG, FECFREPLE 5
R F AR (Sham 2H) fRFAR + 45 £ FEPKE H (Sham
+Dex &) , i PEAH 4 (IS ) , B PEz s + 4
FAEMEL (1S + Dex 41) , SR IMLTEZEH + 47 R HEIK
E4 + anti-GDNF (IS + Dex + anti-GDNF 2{) , & 20
15 5o shsesmie 3t 5 2020775,

1.2.2 ek F P EAMELELH 5% Longa
S e skt BUR N R RSl i A C o NI
P E 240 (30 mg/kg) BRI, A0 EM B EE TR G
Fo ESFRIEP AN S mm LbY) T, AL 1) T
By R O RUZS I 240 Bl Ik L #5028l ok K 3R
ko 55 BN Dk AT, SUAN S kA FL, TS S8l ks
ANREIRIZRK 22408, ZE L SN sk B35 K ik,
WE T R, BHZE M 120 min J545 H Zefe, 3T
FUABIEK, 5 FLBA K. A BTGB B8 5
IS2H 5 IS + Dex #H .IS + Dex + anti-GDNF 2H K fil Hkt
MBI, J3 591 2 i ok T 59 A B ER /K BY Dex %50 (50
ng/ke) IESTT 1S + Dex + anti-GDNF £ K FREEHT 3
d , % 2L 45 KA 2 13 5 anti-GDNF 35517 (2 mg/
ml, 5 b/ 20O H A 4 41 3 5 K A A 2 3 S
pl ZEFER 7K . Sham 41 5 Sham + Dex 2 K BB 5
Gy e BBk, (HANE A ZeAe: , BRI ) 43 ) S A
FHERIK 5 Dex,

knot method

1 SRimEFE &R E TR E

Fig. 1 Schematic diagram of ischemic stroke model

1.2.3 &ty BAMERE24 h, ZERR
O 2B 07 7 T R S VA T 2 T i P
filio M3 230, A 4% iz S D RER I (0 ~ 6 43) |
JESE I REALIN (0 ~2 7)) SPEEAKIN (0 ~6 73) (57
A (0 ~4 43) o A5 KEM L6
PUOTREE SR AR O, I A T o 4 2 . Horp
0 M RRIEH , 2 B st &5 ), d5e s o3
18 73 ,AAFRIET,

1.2.4  fusk b L KREE FRRUBREES Wik Ak
e, e R AR Y R E B EFE D AL B, T ek )
AR T em, R ARU) R RAE TTC G 03205
1,37 CHOLIFF 30 min, H[A]4E S min $5)—k D)
o RRgeasly sy KU R HES  FO50F R A7
1.2.5 ELISA iX# &40 GDNF BF 4% HK
SR TE U A WA E A i o RSP 42 i, B0
JEHAF MGV AFE G o BB anti-GDNF Hip {4 1
ELISA 7R , 2 AL 20 30 AR HORE i
L TE R i BOhR o W B, 37 CERE R E 2 ho E
YeAs M HE S AL, A anti-GDNF — i # Bl (1
1000),37 CifraiFa 1 h, HUESEMERAL, A
HRP FRid “HifBaR (12 1.000) ,37 Cg e 1
ho JEVES ARG AL, NS IS, S min J5 N
R IE . 450 nm Kb 35 H 4815 45 A FF S LI
A, MR AR i 2 R BT - OB R (i £, AR P b
HEHT 23R A5 25 A rf GDNF 54

1.2.6 Sy st A5 R RARSE, (AR K
O JERE S, UM . B S8 R IR AH 2, A 4% %
S P v [ e Bl IR B B R K, A
PRI R R D) e, JREEE 2 8 TR LA
MEE M . YR 538G 53 31% i rabbit anti-rat GD-
NF $ifi i B (1 2 100) 5 mouse anti-rat C3d $Hpff
MR (1 2 100) ,4 CyKAHh I & . TEBEFE i
ZE18, 7 B IN cy3 goat anti-rabbit IgG(H + L) 5 al-
exa flour 488 goat anti-mouse IgG (H + L) —Hi fi B
W, W TP B G R 2 . PBST 35 Ve AE b 3R 1, %
il Hoechst LR B ,37 CHFE 5 min, @O
BB T WSS MU T 5O RO6IFIR
1.2.7 qgRT-PCR %% K R ALFE, Bk i A% 0
XL, A 1.5 ml Jofl 5.0, 38 5 TRIzol 2
FUIT B ARAT S RNA KGN 45 F o RNA 2
JE o AR A SR A W] 45K RNA 30 4% s A5
AR DNA, PAFRAR DNA SHAHRIT 4 qPCR, 35 E
MWAKRZ A2 wl cDNA ££54 .5 pl Master Mix 1 pl |-
TSI, AN FE ddH,0 2 10 pl, BEE RN AN
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95 °C/30 5,95 C/10 min 40 PN2EHEFA,95 C /2
$,60 °C /20 5,70 °C/10 s, ZE5rh HILK L GAP-
DH B[R N2, 278 5 sk T H AL DR 2
NE . SR G Y H TN A F T SR, B
KPS 1,

®1 ERESIMFE5

Tab.1 Sequences of the genes

Target gene Primer sequences(5'-3")
GAPDH F:AGGTCGGTGTGAACGGATTTG
R:TGTAGACCATGTAGTTGAGGTCA
LIGP1 F:GGGGCAATAGCTCATTGGTA
R:ACCTCGAAGACATCCCCTTT
H2-T23 F:GGACCGCGAATGACATAGC
R:GCACCTCAGGGTGACTTCAT
PSMB8 F:CAGTCCTGAAGAGGCCTACG
R:CACTTTCACCCAACCGTCTT
H2-D1 F:TCCGAGATTGTAAAGCGTGAAGA
R:ACAGGGCAGTGCAGGGATAG
S100a10 F:CCTCTGGCTGTGGACAAAAT
R:CTGCTCACAAGAAGCAGTGG
CD109 F:CACAGTCGGGAGCCCTAAAG
R:GCAGCGATTTCGATGTCCAC
TGM1 F:CTGTTGGTCCCGTCCCAAA

R:GGACCTTCCATTGTGCCTGG

1.3 SEit#AE  ZW A 45 R R Graph-
Pad Prism 7. 0 FPFREATGEH5 0 b, Bdla b 204 o
x s, ERERILL Levene K56 5 iE J7 22 55 M ; 76
JEIEZS AT BT 22 55 B AT, b 45 L0 FU AR
FHEAP R J7 2253 B, 4L 18] WG 5 LR T LSD-t 24
%o KBKE « =0.05,

2 HR

2.1 Dex Wtk MEZEFIERRIE Sham 415
Sham + Dex 2 K i 2 # A TG , B4 2P BR 1 30 23
I3 YA R H U] R BE IX S, A 2 T REPE 43
1B 3 5 Sham ZHAH I, IS H R BLH BE 3 HAET, 77
TG R BRI 4 2 b 37 O Y S0 A0 DX, pft 22 ) RE T
SR (P <0.05) 5 5 1S ZUAH L, 1S + Dex 41K FUAX
A 1 RFET:, BN 2 p AR T D i AR o L B b
(P <0.05) , M REPE /X FEAR (P <0.05) 555 1S +
Dex ZHAH Lk, IS + Dex + anti-GDNF 2 KL 1 B
FET , 4 R U 2 2 rh A A IX Al e AR o L ) 3
(P <0.05) , #h & I REVFE 43 T im (P <0.05) ., L
2.3,

2 BRARRMALEREREE

Fig.2 The staining of the infract area in brain of rats in each group

a; Sham group; b: Sham + Dex group; c: IS group; d: IS + Dex group; e: IS + Dex + anti-GDNF group.
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B3 BHXKRWENEITS (n=12) 5EEXER G (n =4)
Fig. 3 Neurological score (n =12) and proportion of
infarct area (n =4) of rats in each group
A: Neurological score; B: Proportion of infarct area; a: Sham
group; b: Sham + Dex group; c: IS group; d: IS + Dex group; e: IS +
Dex + anti-GDNF group; * P <0.05 vs Sham group; * P <0.05 ws IS
group; 2P <0.05 vs IS + Dex group.

2.2 ERMMEBES GDNF 2% /4 5 Sham
ZHAH L, Sham + Dex 2H K BT HH GDNF & & f
W24k, 1S R B IE H GDNF 5 & B 3 hn (P
<0.05); 5 IS ZHAH L, IS + Dex 40 K BUMIE H GD-
NF & B (P <0.05) ;5 IS + Dex 14 [, IS
+ Dex + anti-GDNF 24 K U IfiL ¥ H GDNF & & H] |2
Wb (P<0.05), WLK 4,

2.3 GFAP 5 C3 E[FE7E Dex j& 7 &k I 1% 2= fh B
HZE{ 5 Sham ZHAH H, Sham + Dex ZH K Ui 2
LUk M A0 X GFAP 5 C3d k& A B B AR L, IS
H K BUR AU B A% X GFAP 5 C3d 55 H g 4
J(P <0.05) ;5 1S ZHAH L, 1S + Dex 2 K BRI 2H 41
il A% 0 X GFAP 5 C3d KRB B Bk > (P <
0.05) ;5 IS + Dex ZHAH L, IS + Dex + anti-GDNF £
KUK LU A% X GFAP 5 C3d ik B 48 i
(P<0.05), WKES5.6,

2.4 EERERHERENCEERESLZEKEETER
MEZERBRETH 5 Sham 4 AH L, Sham + Dex
ZH K BRI 2H £ Bl 1l 4% .0 X LIGP1  H2-T23  PSMB38
5 H2-D1 FE[H mRNA k84 284k, 1S 219 i

H4 SAKRMEHESM0ES GDNF S8 (n=6)
Fig.4 Content of GDNF in cerebrospinal fluid and
serum of rats in each group (n=6)

A; Content of GDNF in cerebrospinal fluid; B:; Content of GDNF in
serum;a;: Sham group; b: Sham + Dex group; c: IS group; d: IS + Dex
group; e: IS + Dex + anti-GDNF group;*P <0. 05 vs Sham group; * P <
0. 05 vs IS group; P <0.05 vs IS + Dex group.

BEI(P <0.05) , B 28 2 M S 1 B2 A T Jo 4 i
YR 5 5 1S 41T EL 1S + Dex 21 BRI ZH 2L i 4%
LD [X LIGP1 (H2-T23 . PSMB38 5 H2-D1 £ [H mRNA
FOEWE A (P <0.05) 5 1t 4h, 5 1S + Dex 41 Af]
I, IS + Dex + anti-GDNF 2H £~ 2 [F] mRNA 3 5 BH
BIEIM(P <0.05),

55 Sham ZH AH ., Sham + Dex 2H K &I 2H 213 Gk
A% O X S100010 ,CD109 5 TGM1 i [K] mRNA 3
R U A2, B IS A I (P <0.05), B
P ORI TR 5 J5 200 i 5 Y B A8 5 1 Ak, 5
IS LA L, IS + Dex 2 K B 4 24k 1 % 0 IX
S100010 ,CD109 5 TGM1 Z: K] mRNA ik ik —
FHE (P <0.05) , 4675 i 28 OR AP 14 B2 T e Jo 40 i 7
Dex K441 1S AR F vb 47 3 B 22 A0 €55 SR, 5 1S +
Dex #H #H kb, IS + Dex + anti-GDNF 2 4% 4~ &
S10010 ,CD109 5 TGM1 &R =ik Bk (P <
0.05), WK 7.8,

Z T 5T 45 R B 7~ , Sham 20 5 Sham + Dex 2H K
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Sham group

GFAP

C3d

C3d
GFAP
Hoechst

Relative expression
of GFAP protein

Sham+Dex group

IS group IS+Dex group [S+Dex+anti-GDNF group

E5 RAKXRMALDD GFAP 5 C3d EEEEB L LEE x200

Fig.5 Immunofluorescence staining of GFAP and C3d proteins in brain of rats in each group x200

Relative expression
of C3d protein

-

a

B6 H/AXBRKALS GFAP 5 C3d EARZEEU ST (n=4)
Fig. 6 Quantitation of GFAP and C3d protein
in brain of rats in each group(n =4)

A Relative expression of GFAP protein; B: Relative expression of
C3d proteinja: Sham group; b: Sham + Dex group; c: IS group; d: IS
+ Dex group; e: IS + Dex + anti-GDNF group;*P <0. 05 vs Sham group;
* P <0.05 vs IS group; “P <0.05 vs IS + Dex group.

b

C

d

(¢

B Sham group
B8 Sham+Dex group

or # = IS group
B [S+Dex group

,§ 8 = [S+Dex+anti-GDNF group
é N
g or
< #
% 4t P " A
1) A *
2
£ 2} , .
] *
=4

LIGP1 H2-T23 PSMB38 H2-D1

E7 BHRKRMAR[PHESEERRRMEM
EHARIEEE mRNA X RIE(n =4)
Fig.7 Relative mRNA expression of neurotoxic astrocyte
activation markers in brain of rats in each group(n =4)
#P <0.05 vs Sham group; * P <0.05 vs IS group; P <0.05 vs IS

+ Dex group.

SR SR JE T i3 3 S 48 1 55 Sl Bk ot A 1) 0
{HORMEFEIAE , M TN RER WL o 1S ALK Bl
PR D RERE AT 5 Ry PSR MBI SE X . Sl K
BFIB S D RE R | ki 20 2Ry ER s B kA AL 15
BT B PR, RS A RS R A
i

A FFES R | BTV G R A L X 4 R o 2 1
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8 r H@ Sham group
m Sham+Dex group *
m IS group
E B [S+Dex group
2 6 I' = 1S+Dextanti-GDNF group
-
&
%
o
<
4} . #
z
g *
o
% # #
27 g - .
0
S100a10 CD109 TGM1

8 BAXBRMARDHERIPEERKRTAR
AL ARICE E mRNA X RIE(n=4)
Fig.8 Relative mRNA expression of protective astrocyte
activation markers in brain of rats in each group(n=4)
#P <0.05 vs Sham group; * P <0.05 vs IS group; P <0.05 vs IS

+ Dex group.

HOTEH R ZEREDRE. HALHEIP AR 5L
EERN L EZTIw A oY i =R IR S
L R A2 B L2 M 2 21 b igs S i O P R R 454
SAYEHIR A, T S5 R R, 1S BERK
SR AZ O DX AE B S 1 [ A e g% SO . 1S B I 4
T B B4 M 1S bR ic GFAP 5 C3d 8 3R
ik, H g mi e sOv M R TR I B Al I TG o SR,
Dex JRJT AMIUFEAR T GFAP 5 C3d & 3Rk, 1 H.
LIGP1 \H2-T23 .PSMB38 5 H2-D1 L[ 2 & B i %
1%, 3278 Dex X 35 PE 2L I I 20 My HL A B 4
HlEH

557N e AR B AR, SR T I S5 20 AN AU AT AE
SR PRI T HAFAE M R MR A AP R AL
()T DAAH B A% AL , 55 CNS S pE R b 28 R 40 i
JR A A3 BTG AL S — 2 L 1S ZH K R ZH 41
Rl 28 O P 1 B P S J5T A Y 3% U 3 R S10010
CD109 5 TGM1 ik Fhih. SR, IS B F B
BRGS0 o B ) B U 3 4 M ] S RE PR
TE CNS H G I A, Pl 28 75 M 0 0 400 Jif <2 78 oy
s I, MR S T SR, 3
BJRERAIAE  BEAh  IZ I 45 R R, Dex AN HH i
Pl T AR R AR SE N 2R GE 1 AR BE Tt
PRI I R A0 i e R L N R R — Tk . R
1M, 2R R IEH AL 0L T, Dex A S TEALIE
R BUIRZH 2T P R TF e 5T 40 M, EL X ol 28 A 4
T I o 240 e e UL v A BH S 2 i)

GDNF FEAAEM LI E B B RE 4.
R N K o, GDNF 43 K382 A1G, HAUR R F

FEE X, A2 CNS Fifg A | GDNF %3k |
Sy UEE AR AR P 28 90 RS, X RN 5
FHOEH) GDNF 3 B & 38 1F A & R B R I 1R
FINO T AEMA A ARIR H, CNS R 2y 3 B
1175 BRSO A e BT o 4 i it £ B i GDNE
SEPL, HAZAEER T R R BOE e B 40 Al GDNF
BN S WL Y M SR O TS
7R, Sham ZH i V8RN 71 & L% GDNF 235 %5
5,5 Sham ZHAH L, IS 40 GDNF F 5B 2 715, Dex
BT PE T GDNF Bk, 1% 45 R 5 th &R 3
PERIE I A0 2 B AR (L 25 - — B, B, o
D GDNF = %2 py i 28 R 47 1 2 T I Joit 4 M e i
IEAM, IS + Dex + Anti-GDNF 21 25 F A % 0 | Anti-GD-
NF AL FT T Z0 J8 Fi A GDNF, 33 4% 1
Dex XJ IS #E7 K B 05 10697 VE . 5 B[] B
Anti-GDNF I8 1 R 45t 4% T Dex % B2 1 I Joa 200 e 1)
SO, S S5O 2 R R I 4 L R ARk /L i
2R PR TR I I A0 M 3 A, X E— A R T
GDNF 55 ifi P4 2% v £ W3 S AH G o

25 L PTIAR IS RS 2 PR LV R T 4N i, A2 iF
GDNF B, {H b oy 2 T s o 240 i 3 2 k#4239
PEAER, 38 Bk i Ry ER AR A o SR T B 98 BAFAE —
FE JRy R, AT A AR A AR B 2 P 28 M4 BT )
FAY, (HiZ 58 ¢ T GDNF fE M4 th 4ot k & i ##
w1 A EE A T T DR R IR E R A IR R o Dex J@ i
TP 28 B BP0 e 7Y, 8 v b 2 R 1
ETU I A i 22 80 o5 L, i — 25 fid i#F GDNF B, &
FEBT B 2 R

Bt Lk
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Dexmedetomidine plays an anti-ischemic stroke role by

increasing the release of GDNF

Yang Haiyan, Ma Xiaomei, Wu Fang, Wang Hui
(Dept of Anesthesiology and Perioperative Medicine, General Hospital of
Ningxia Medical University ,Yinchuan 750004 )

Abstract Objective To investigate the effect of dexmedetomidine (Dex) on the release of glial cell line-derived
neurotrophic factor (GDNF) during the anti-ischemic stroke. Methods SD rats were randomly divided into sham
group (Sham group) , sham + dexmedetomidine group ( Sham + Dex group) , ischemic stroke group (IS group),
ischemic stroke + dexmedetomidine group (IS + Dex group) , ischemic stroke + dexmedetomidine group + anti-
GDNF (IS + Dex + anti-GDNF group ) , with 15 rats in each group. IS model was established by Longa’s methods.
24 hours later, the neurological scores were evaluated. Then, the rats were sacrificed and the cerebral spinal fluid,
as well as the peripheral blood, were collected to detect the content of GDNF. In addition, TTC staining was used
to evaluate the area of cerebral ischemic infarction, and immunofluorescence was applied to detect the activation of
astrocytes. Furthermore, the activation phenotype of astrocytes was detected by qRT-PCR. Results Compared

with Sham group, there were no significant changes in all indexes of rats in Sham + Dex group. In IS group, the
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neurological score increased (P <0.05) , the local infarction area appeared, the release of GDNF in peripheral and
central system increased (P <0.05), and the microglia activation was induced by IS, and the expression of neuro-
toxic and neuroprotective phenotype genes increased significantly (P <0.05). Compared with the IS group, the
neurological function score of the rats in the IS + Dex group significantly decreased (P <0.05), the local infarct
area was significantly reduced (P <0.05), and the release of GDNF further increased (P <0.05). The expression
of neurotoxic astrocyte phenotype genes significantly decreased (P <0.05), while the expression of neuroprotective
astrocyte phenotype genes further increased (P <0.05). However, intervention with anti-GDNF antibody obviously
reversed the therapeutic effect of Dex compared with the IS + Dex group. Conclusion Dex can inhibit the pheno-
type of neurotoxic astrocytes, increase the proportion of neuroprotective astrocytes, further promote the release of
GDNF, and play an anti-ischemic stroke role.
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