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WAL, IO FH I G0 8 W R 5 2 4T Gal-1, Gal-3 BY7KSF . 23047 Hi 55 NIHSS, mRS, MoCA A &1 K %
bk R E TS TN . &R (DACHBREFIKER G LG Gal-1, Gal-3 7K F3E# ki 7w i T
[ AHIERE S 45 30 d I Gal-1 KA R 457 dFFEs (P<<0. 05) 5 (2) ACT B FH B IR BT I Gal-1, Gal-
3 KB 5 5 0 BR AL (P<<0. 05) ; A4 Gal-1, Gal-3 7K V15 i, B4 vk 22 5 B 2 5541 (P<<0. 05) 5 (3)
ACT BE IR 1.7.30 dBUG A RA M Gal-3 ACFE8 TS R 47240 (P<<0. 05), CT ¥y T NCI
21 (P<C0. 05) s 5 5530 diil)E RAFALIMYE Gal-1 /K& F UG A R 4L (P<<0. 05) 1] CT AL T NCL 41 (P
<0. 05) ; HAR BT A S UG RAFAHINTE Gal-1 KB F HUE A R 4L (P<C0. 05) T CT 41 0] & F NCI 2 (P<<
0. 05) ; (4) Pearson 3 HT /R, M AT INLTE Gal-1,Gal-3 /K5 NIHSS #F43 3 2 1EH 56 (- = 0. 762, 0. 831, P<<
0. 05) ;IR F 5530 dILiF Gal-1 K5 mRS #1743 . MoCA 4373 Bl & 7 A 56 L IEA 6 (- = — 0. 773,0. 820, P
<0, 05) s 55 1.7.30 dIfiliE Gal-3 /K5 mRS #7432 IEAH X (= 0. 817,0. 741, 0. 675, P<C0. 05) , T
5 MoCA A 2 A (r= — 0. 842, — 0. 763, — 0. 677, P<C0. 05) ; (5) 23 5238 3% T AEHFE (Receiver op-
erating characteristic, ROC) fi£k 7R 5 J5 5530 difil i Gal-1 K ACT B3 5 ks e 1 )s B 49 il
LT HELAUC K0, 8140952 CI=0.697~0. 877) s %A JG 55 1.7 A G Gal-3 7K P10 ACT 58 2% ¥ bk %
KISTE A B AUC 43 5150. 886(95% CI=0. 799~0. 945) ,0. 714(95% CI=0.617~0.804), £t I
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[Abstract] Objective To investigate the expression and clinical significance of the levels of galectin-1
and galectin-3 in serum of patients with acute cerebral infarct (ACD before and after intravenous thrombolysis.
Methods 86 patients with ACI who all received intravenous thrombolysis therapy were selected as the obser-
vation group they were further divided into the mild subgroup (31cases), moderate subgroup(29cases), and
severe subgroup (26cases) according to the NIH Stroke Scale (NIHSS). All the patients with ACI were fol-
lowed up for 6 months, they were divided into the good prognosis subgroup (62 cases) and poor prognosis sub-

group (24 cases)according to the modified Rankin Scale (mRS) score, and also divided into the cognitive im-
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pairment subgroup (30 cases) and non-cognitive impairment subgroup (56 cases) according to the Montreal
Cognitive Assessment scale (MoCA) score. Another 30 healthy subjects were selected as control group. The
levels of galectin-1 and galectin-3 in serum of the two groups were detected by enzyme-linked immunosorbent
assay, then the correlations between galectin-1 and galectin-3 expressive levels and NIHSS, mRS, MoCA score
were analyzed, and the predictive values of galectin-1 and galectin-3 expressive levels in neurological prognosis
were also analyzed. Results (1) Before intravenous thrombolysis, the serum levels of galectin-1and galectin-
3in the observation group were significantly higher than those in the control group (P<C0. 05). After intrave-
nous thrombolysis, the levels of galectin-1 and galectin-3 in patients with ACI began to decrease gradually, but
the level of galectin-1 on the 30th day was higher than before. (2) Before intravenous thrombolysis, the levels
of galectin-1and galectin-3 in the severe subgroup were the highest; those in the moderate subgroup were the
second; and those in the mild subgroup were the lowest (P<Z0. 05). (3) After intravenous thrombolysis. the
levels of galectin-3 in the poor prognosis subgroup were all higher than those in the good prognosis subgroup
(P<C0. 05) on the 1st day,7th day and 30th day, while the levels of galectin-3in the cognitive impairment sub-
group were also higher than those in the non-cognitive impairment subgroup (P<C0. 05). On the 30th day, the
levels of galectin-1 in the good prognosis subgroup were higher than those in the poor prognosis subgroup (P<C
0.05), while the levels of galectin-1 in the cognitive impairment subgroup were lower than those in the non-
cognitive impairment subgroup (P<C0. 05). At the other time points, the levels of galectin-1 in the good prog-
nosis subgroup were lower than those in the poor prognosis subgroup (P<C0. 05), while the levels of galectin-
1 in the cognitive impairment subgroup were higher than those in the non-cognitive impairment subgroup (P<C
0.05). (4) Pearson analysis showed that the levels of galectin-1 and galectin-3 were positively correlated with
NIHSS score before intravenous thrombolysis. After intravenous thrombolysis, the level of galectin-1 on the
). 773, P<C0.05), while positively correlated with
MoCA score (r=10. 820, P<C0.05); the levels of galectin-3 on the 1st day,7th day and 30th day were all posi-
tively correlated with mRS score (+=0. 817,0. 741, 0. 675, P<{0. 05), while negatively correlated with MoCA
0.842, —0.763, —0. 677, P<C0.05). (5) ROC analysis showed that the levels of galectin-1 on
the 30th day hada certain value in predicting the good prognosis of ACI patients after intravenous thrombolys-
is, and the area under the curve (AUC) was 0. 814 (95%CI = 0. 697~0. 877) ; the levels of galectin-3 on the
1st and7th day had some value in predicting the poor prognosis of ACI patients after intravenous thrombolysis.,
and the AUC were 0. 886 (95%CI = 0.799~0. 945) ,0. 714 (95%CI =0.617~0. 804). Conclusion The ex-

pressive levels of serum galectin-1 and galectin-3was related to the prognosis of patients with ACI after intrave-

30th day was negatively correlated with mRS score (r= —(

score (r= —

nous thrombolysis, and they could provide reference for the evaluation of neurological prognosis of patients.

[Key words] Galectin-1 Galectin-3  Acute cerebral infarct Prognosis Cognitive function

WARZ B A B AR

PFUMEEEE R 1 (Galec-

SR I PR DAL I 5 » A e ) Uk S R A
R, AR EZAE LT RS AR E 1
il Je 5 P ZE sl ik B B A 20 0 FRE A TR &R R I
JRUPRLSE B I A P P S I 2 2 3R v
LPE A S 2 AT 1 OCHE , wRkiA A

HRTIR YT SR i A8 i A 200 O i 2 — A
ﬂ%xzﬁl%$ﬁm@%DMEﬁw\%%ﬁ
I A, DTS M £ 3 A T/ o TR L e ik s A 3 T
1) ACLEEFT MBS R A5 0. RSB R
(Galectin, GaD 7E AR N T2 AE7E , HAT M 1R B
15 Flt Gal KGR ENTEA ZFAEY) 2 DiRe an 4
i SN A M T A B B L A B AR L I S SR

tin-1, Gal-1) F12 ZLBEBE4E &R 3 (Galectin-3, Gal-3)
SRV FRE R KRN ELE RN Z —, Gal-1 B
TR AR N (e R 9 A= Bl 22 7T Ak B 5 fih
RAEVE L, fE 2 Fh 2 R G B b R R 1E
FHMST AR 5 gl i A BIF 58 20, T B 5 ACT &
TG B OC R A A i s Gal-3 /] 38 2 94 15 /)i o
R ) A WA P 35 R S SR B A A N TSI
PR AR e 0 1) & AR K R T R #E A TS SR ACT
BE KRS S T Gal3 MK F-sh &4k,
PISCE 5 B F NI D RE I OC & . H A M A A i .
PRI » AR 52 308 2t G ACT FB 2 0 Jik v 4 i s ML 77
Gal-1, Gal-3 fRIAIKF- 3BT H 5 ACT B E fh4T)



Arp SR EBN 2022 4F 2 H 5 29 B 1 1)

REBIR LTS 2, ACL IR IR IZIG IS %
1 BAR5HE

L1 Im KRB R

AMWFIE LA Bt s 24 AR B2 D1 2 it i, Il 4R
2019 4F 9 J1 = 2020 4% 12 A2 NEHAE Y ACT £
86 1 WAL, Hoh 55 56 5], 2o 30 45l s A 54
~T77 % IR (63.2£5. 00 % . IABRIE: DFIIR
KIS A BB A i CT s MRI K62 B A 2 W7 . 457
A E SRS A e R 20182 WibR i @&
St (] 2 A BE R (] <74. 5 h, 57 & S KV #2318 RAE - FF
B2 TR KA IR IT s OIh R BOR 88 @& M
15 HEBRARE: O H M s @G I G PEMIRE |
F SO sl R R G & s OF IF 4 A 2k a8
YL s OFFETE RAE 9.0 B M 45 T e e A
o WERREINA B 2R e 30 B4R A Xt IR
H, 2 HPYHAFORICH 22 57 (P>0. 05),
1.2 Hi:
12,1 MR Res R AN

ACI 35 A B RIR FH 28 [ [ Sz DA T4
F18 3 (National institutes of health stroke scale,
NIHSS) P43 EAli £ 35 00+ 28 T e B4t /2 52 24
42 53 RS RS B P A T pe B AR B L AR
PV RS 2H 8 7 R (<3 7)) B
(4~1573) L RIZH (15 43)
12,2 MLiEHEbRKEIE

PR R T2 H A BCE k ifi, ACT & T
FRIEAE BT A 55 1,730 dah BB bk af , 2R JH il
I A0 92 W B A 1L T Gal-1, Gal-3 7K.
1.2.3 B

Firf B E R 6 S R HERE DT AT T2
HAEMEEAH A R R Rankin £ 3 (Modi-
fied Rankin scale, mRS) ¥F43 1Al B & B IR IT 6
MHIEWUG  0~2 A FUG R4 .3~6 4340
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AN k2 —. 8 rePA FKE A TE
T2 1Y IR AN A il P T A 0 T AR JS PR A
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