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PRI I A v AR 1S Galectin-1 B3R
K IR X

EImA, THhis, F&, ASH, S %, FE0)
WE B HUPEFUREEE R 1(Gal-1) FE 2B i 4 v (ALS ) 8 3 T Y2635 K8, IR Ll IR
BN FiE 201949 A 22020489 A Bra i ss /AN R E B 2 RHIGA 1) ATS B 98 BilfE N AIS 4,
HRAE A 22 [ [E] 57, BA: A5 i A o 36 (NTHSS ) 1743 73 AR IV AH (<343 ) (HRLEER (4 ~ 1547 ) (EE AU
H(>15%3) ;i 64~ A MM R Rankin 138 (mRS) 4343 M HiUR FFW41(0 ~ 243) HiR A R IE41(3 ~
6 47) ARYE S AR /R IAHIIEAL 13 (MoCA) 4343 AN AR A 4 (CIWE AL, <26 47, B R E HF F R <12
A AR AR A SRR L 1 40 Sk B E 22D AEANAIBR AR WAL (NCIWAL, =264)) . 3k A pa T
S5 NNREE e SR BERR T 40 IR S % FRZH o R FH DG S e M BfH 2 (ELIS A )M A2 A9 5 1.5.10 J2 30 K
AIS L FIXE HRZRL 1L Gal-1 7K, ELi It sett . S5 8R : A 5E 1.5.10 K 30 K AIS 41 & IliL7 Gal-17k
SERIA 5 s Tt IR A, 22 A Giit R X (P<0.05) . AIS 40 113 Gal-1 4K T &0 45 1 RITIR T,
555 Kb, 56 10 KRS T 1%, 25 30 RECH 10 KA Fh . AIS BRI 33 4], rh A7 2H 36 f41], =AY
SIP2H 29 f51) s A ) 155 ™ 1 AR T 2H R 4 1 RIS Gal-1 KT HeA , o #8037 20 e s L vh P 4L Y 2, F 20T 20
FfR(P<0.01) . AISZH A T UG R AT A 62 41 T A V4 36 4, CT2H 40 5] (NCI4H 58 i ; AN T
WA ASTRIA I ZH & 55 30 KIS Gal-1 7K LR, T R 40 20 B I & T30S AS R R4 (P<<0.01) ,NCI
TEAL W 5 T CTEAL (P<<0.01) s FUASES ] 2 13 Gal-1 7K Heis , s B 470 40 24 W AR T35 A B4
(P<0.05) ,NCIEAH B WAl T° CLV2H (P<<0.05) o AHOCHE 3BT 7S , ALS #H AR 35 &5 1 Rl Gal-17K
S5 A B NIHSS #4352 TEAH € (1=0.742, P<<0.05) . AIS ZH 5% K& 54 30 KM Gal-1 7K F 5 mRS #E45
MoCA P45l B HAHIE (r=—0.751, P<<0.05) SB35 IEAHC (1=0.738, P<<0.05) ; &9 %6 1.5, 10 RILTF Gal-1
K5 mRS PE43 34 5 1E A 56 (1=0.680, P;<<0.05;1,=0.812, P,<<0.05;1,=0.682, P<<0.05) , Ifii 5 MoCA P1-43 14
AR (r=—0.689, P;<<0.05;1:=—0.801, P»<<0.05;1:=—0.685, P;<<0.05) , 458 : AIS J 3% 1L Gal-1 /K-
SEEhAAA, R HOKOE T R 28 R GEAR R, TR 20 HOK O 5580 10 0 25 DI AH G .
KRR PFUMREEE 1 SoEBm P A TS s AR T RE
RES2S R741;R743 CEAARIRES A DOI  10.16780/).cnki.sjssgncj. 20210536
A5 A& EO . THRIL, 450, I, B, 252 R 2otk si it i s b 858 3 Galectin-1 (19315
KGR I, M S5 ThRET 4, 2023, 18(4): 241-243, 246.

A B IN A< 7 (acute ischemic stroke, AIS)
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% Hp i 3% (national institutes of health stroke scale, NITHSS) ¥ 43
¥ AISHLRF 7 WA A (<347) , R4 (4 ~ 1543) , 5
BIAE 20 (>1543) o R ek R Rankin % (modified Rankin
scale, mRS) V5 M # & 6 A 5 TG , ¥ AIS 418 & 4
K TG RAFEAL (0 ~243) , BUSARWEAL (3 ~64) . KA
FEFRINAIPEAS 2% (Montreal cognitive assessment, MoCA ) 3
FERBH KR 64 A IS AN T AR K ALS 2 5535 43 A B i
WZH (CLWAH , <26 43, #5 A BB AERR <12 4F, WA JLA5 40 1
FEA L AR I BOE e 25 ), Al DA R A 20 (NCTIE
4H,=26%%),
1.2.2 [ Gal-1 KCFE  AIS AL A 7E LM 1.5.10 & 30
R T WL T Ay B IR DK A S SR AR, SR FH I S e I
BiFi% CELISA) IR ML Gal-17KF- o BARERAE D B ™ s 4 [k
& UL AT AT
1.3 it Fas

K HT SPSS21.0 A X Kt AT A PR o A543 IS0 A 3T
EVERER I (vs) 2R, LI FLACR ) o256, 2241 ) FLCR ]
05 25531 s AHOCHER ] Pearson A3 0T . ASBIFSR A 146 0 #4
JEXRGE TS, P<0.05 0ERZE R A G 2R L,

S

2.1 AISATR R AYIa] & 5 o B8 40 e 7 Gal-1 7K-F pdk

TERRGH 1,510 Ko 30 K, AIS 20 H 3 I3 Gal-1 K447
FHFIRLA (P<0.05), WF#E 1.
22 AISZA % &R R B ]S fiF Gal-1 K-F 8930 ST AL

AIS 4 B 113 Gal-1 ACF T A58 L R W I, T4
5 KAy, 55 10 KR TR 56 30 KU BT, L& A 1.

F 1 AISHUAR[R] I ] £ 5% BRI Gal-1
TR L (pg/mL , wks)
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Xt B 40 118.0+55.6

AIS 4] 98 246.0+95.3"  465.0+129.8"”
) 10K H30K

X AL

AIS 4 275.0+488.4" 327.0£105.27%%

SRR R, VP<0.05; 5 RIZLAS 1 K b4, *P<0.05;
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EABN EAPN EAGN 30K

Fsf ]
E1 AIS 4R 1.5.10 & 30 RILiE Gal-1 7K

23 AISHEH L RF | RAR R 2 42 40 Gal-1 K
o
HRHE A BE NIHSS W-43K ATS 20 43 e B0 20 33 431,
RIS 20 36 ), F AU 41 29 6] . Ay R 2500 iR T I T
Gal-1 7K V-5 iy s, FeATTR FH R 35 1 R Gal-1 KF-iF
TR . A EE 1 R ILYE Gal-1 7K 21 7YY 21 BH JE i = R
HANERRINEAH , B B s TR ARV 2H (P<<0.01), L3R 2,
F2 AISHLRF BRI L R ™ AR AL Gal-1
I8 (pg/mL , xs)

20 5] % I Gal-1kE F{E P
BRI 33 148.0+87.5

LREIUD A4 36 229.0+95.8 75.095 <0.01
TR 29 315.0+121.3

2.4 AISL#%F RF TG AL R B 1] & o 7 Gal-1 K- rodg

BV 641 A4 mRS P43, K AIS 4535 43 Fil 5 R 40
621, Tl Ja A KA1 36 . AIS 2 HE 55 1.5.10 J2 30
KA TG WL 13 Gal-1 7K LUAEE - 47 30 KA, Tl je R 4772
BB TR R A ZH (P<<0.01) , TS 1.5, 10 1), B BT
A BALTHUS A R4 (P<0.05), L33,

3 AISHLBF A TS WA [ o ) 51 Gal-1

IR H#5 (pg/mL , aks)

20 531 %% EABN EAPN
T R4 62 209.0£107.5  390.0£100.8
e AN R4 36 258.0498.3  483.0£115.2
tf 2236 4.176

P <0.05 <0.01

21 531 EAUFN 30K
T R4 225.0+89.9 368.0+109.6
WA RTH 280.0+93.4 293.0+113.5
tfl 2.357 3.223

P <0.05 <0.01

2.5 AISZ8#%F RFik4n AL R ) B 18] % o 7 Gal-1 2K rb Ak

Rl 15 6 4~ H AR MoCA 1141, 4 AIS A 35 73 CLIE 4]
4051, NCIZH 58 1], AIS 4835 &% 1.5.10 K2 30 R[AfIA
JINE 2R I3 Gal-1 7K FeA - 45 30 Kk, NCIF2H B & 7 F CIE
4 (P<0.01), M55 1.5.10 K, NCIW 4135 87 B AL+ CT W 241
(P<0.05), W34,
2.6 AIS 4L % % o % Gal-1 & -F 5 NIHSS #F &
MOoCA #F 4~ 8] 64 48 5% P A7

FHOCHE BT S/, AIS 4R % R 56 1 R IMLTE Gal-1 KF-5
ABENIHSS 345 5 IE A (r=0.742, P<<0.05) . AIS 41535 K
55 30 RIMLIE Gal-1 K5 mRS ¥4 .\ MoCA 4343 31 5% 7k ¢
(r=—0.751, P<<0.05) . {2 3 1F #H 5C (1=0.738, P<<0.05) ; £
1.5.10 K I35 Gal-1 /K F 5 mRS 343 44 52 1E M6 % (1,=0.680,
P,<0.05; 1,=0.812, P,<<0.05; 1,=0.682, P<<0.05) , Ifi 5 MoCA
R4 A5 (1=—0.689, P,<<0.05;12=—0.801, P,<<0.05; 1:=
—0.685,P;<0.05).,
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F4  ATSHEE AN LA [H] i 8] 5 M Gal-1
TP L8 (pg/mL, aks)

e %k EADN HSK
NCI 20 58 198.0£111.7  383.0+109.4
CLIFZH 40 261.0490.5  471.0+107.3
tHH 2.568 3.944

P <0.05 <0.01
2059 10K 30K

NCI W 4H 235.0+£95.6 328.0+113.3
CLIFZH 276.0+£90.8 264.0+101.5
tHH 2.427 2.866

P <0.05 <0.01

3 g

i 5 T L 0 LR B A R, ATS B i SR 15 4F T HL
R AL, ALS IR YT L HE SERA YT Chn i ps | i i
il SR M K A ) A RRIRYT UBERI I/ IMIIAYT B 28 g
TRYTAEN, P s PRI TS B ETIRR A . Gal-1 2 —
25 14.5 KD W INIRTERESS G 8 (A, T IZAFTE T AR & Bl b 22
ARG . Gal-1 4 MR A 97 £E 2, Hodh i R Gal-1
B BRI, 0 S8 2 on T AR 4T Gal-1 W fE
PR 280 B AT, FE A28 R GUN T, M A 9T 3
W, Gal-1 AT 3@ 2 PR AN [ A A, i/ e BT 4 | B 2 it 2
AN, 2 5 e &R, B OFSEIESE, AME M 4 T
Gal-1 T WIGIT , o o g Bl 1l i S50 w28 D) REAS 21 2k 3% | $2R
Gal-1 5L RERE AR, SPERNIFE & AL J5 , HATSE
A Gal-1 (14235 B W T+ 5, T REA B T )5 B w2 1k X D
BRI —ITSE o, 2Pk A AL 5 15 Gal-1 7K
Fhr , H 5 NTHSS PEAHHE , 3878 il 28 2R Gt 40 4 7™ 5, 3B 1Y)
Gal-1 /82, M35 Gal-1 K-8, {H Gal-1 5 2 PERGRIFE 8 35
T 0 RATAR A DR

ARMFFTMER T AIS B AN EE 1.5.10 K& 30 KIS Gal-17K
T, RIS Gal-1 K V-2 8 BB 2, R Gal-1 K-+
RIR BT, B R Sl T A, T 5 30 K
BF AT 0 LT e IRRE AT R I T R B BN, AIS FRE &
It 1 R M Gal-1 7K 5 2 8, K75 ABE NIHSS 343 2
IEAHSE, $7R Gal-1 1] 52t ATS FR 55 ()™ B RR I 5 18 & B,
1% Gal-1 5 AIS F 2 105 G, B & 56 30 Kt il Jm B4l 20
L3 Gal-1 7KF 5 F W5 A K4 H % Gal-1 K5 mRS 3
AR SE ONCLIEZH 8 35 1LY Gal-1 7K F CTIE 41 HLifiL i
Gal-17KF-5 MoCA PE4r B IEAASE , ZRRHE 1.5.10 K5 K 4F
A1 1L 7 Gal-1 7K IR F W5 A K 2H H i35 Gal-1 KF 5
mRS P 5 IE A 5&  NCLIEZH B3 13 Gal-1 /KSR F CLIE
20 HLIM T Gal-1 7K 155 MoCA P44 5L 5AH 56 , #1278 1ML Gal-1
ISR F ALS SR BT , B BE I RER G . AR
WFFEH, ATS ZH B E SRR LT Gal-1 KT 5 AIS RS
TR EADC, AR BRI Z A M E Gal-1 7K VTt E 5 AIS
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Fie BLAFAE 5% , % B AT fE S Gal-1 (0 RO [ (428 D fE e T =X
A 5, BRI Gal-1 Z2 LA RS AT A7 A, I 0 DL AU FR L 1
eI, 7 AIS RSB R Fitrh, Gal-1 KFEG HERML
BP Ve, T RERS KA A A R LR : O TR 2 T4 i
(neural stem cells, NSCs) EL A H 3& B fl £ a1 43+ 1L 19 i g, &
27 240 RTS8 S5 240 9% L[] 7 R 240 L, 7 Mt 1t 44 28 D e K
S REREEAERY, AIS &4 )5, NSCs L BLIG S , 1T Gal-1 /&
NSCs Hi{E A3 A0 i B2 719 QA& P 9 0 BN 114 3% 06 7
AISHRA KRR E EEAEH . Gal-138 5/ Mg FT4u e =
AT A LA % 2L D e o 200 S5 AH B L 075 p38-MAPK . CREB
FINF-Kb 55 (5530 B, i — 2B R W7, n— b/ A
TR, FEMN R RAE S A-F 25477 , ik B2 L4
FHM2, FE AIS MR i Ja A8 S A v, Bt 8 35 R - b
SR ETF IR E RN T RS R K TS RE S
FER . Gal-1 B AT H30 5 W4T 4300 22 Bl 5% R 1 e 28 A=
KR B B R AR -1 B R R AR K R - S5 o
ZAh R B R, SORTAE T B8 e ST A0 A, 356 0 g Y5 o 228
IR F 1 A AR, DA B A2 2 M 2 TT AN Aok B 2 fil B 1Y)
FEH™2 ., Gal-1 AU AT L M ATS (55 45 ™ S RE R, i85 530
(14 0 B DI AE DG , A R R ATS TR T TR TE R A5

ZE LR, LT Gal-15 ATS 09917 ™™ =R BE I 1005 2% DA
O A L3 Gal-1 B7KF-, A W T4l AIS J3# 1y is ™
R G
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