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D-FiEET AL EREEER-3 I
AMPK/mTOR & % 5 52 ix &k I 5 & i Hh

Vi S G 7l R QI T S S S

ME B& R D-FTIEHE (D-allose ) X /) B A ke i 753
WG (CIRT) AN Z DI REIR R LB -3 (Gal-3) R
H BRI LR F G WL Y E B E R A (AMPK/
mTOR) KA RIAEH FRIBW M, Fix  CSTBL/6 M
/NEL50 HBERLAY AR (Con 4H ) AR TFARH (Sham 4H) |
i e 0L PR VR R A5 4 (MCAO &) i fse ifi 5 7 #1475 + D-
FATIE B2 (MCAO + D-allose 2H ) B finq e fiL P8 14 453455 + SR
AR AL (MCAO + MCP 41) , SRJHZAR i @ r K o)y
ik P 2/ PR E (MCAO/R) AT 35 485 B Ty Ji5 %of /N BRE AT
Longa MW BEVESY SFLARATAE Ty SR F TTC YL ih M sk
A FEALARFR ;8 1 Western blot & RT-PCR £ AR KM Gal-3 |
H WEAH 27 B IR 7K 5 S v OGHOR K i ZH 4 Gal-
3 W53 A 1 O 5 150 & 4 D b 9 SR BB XL (TNF) o, 40 i
MNZE(IL)-8 43, R T Con 411 Sham 41, MCAO
BALFTIG AN/ AR 2T RETT 43 (P < 0. 01) 34 A5 28 14 K1
(P<0.01), [ Gal-3 By £E I AME(P <0.01), %A
T D-FEHE R Gal-3 117 MCP 1477 J5 ] k35 4l 2 T g b
T JB/NAEFE AR TR (P <0.01) , I FEAK Gal-3 B9FKIE (P <
0.01) , 70l AMPK Rk, f21F mTOR BEERAL , %1 5 W5 (P
<0.01), &t D-FNEHE AT AT A2 HE CIRT /N Rl 2 T B
PR F MEFEAT AR AL FT el S T8 Gal-3 B3
TRAE A0 I 20 2 4 J5 AN A B W, R0 2> TNF-or, TL-8
SER M TR, NI 3R 2 PEH

KSR B P I DS e AR E R 3,
W% s AMPK/mTOR i f%
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FARAE R EE R R 22— H AT, i G
Y7 I AR S B e o, DX A e AR e FH )
I BT DA A R e o e 40T A2 4 1
2270 , (5 25| e A 55 10 P8 VR 54473 ( cerebral ischemi-
a-reperfusion injury, CIRD) "' K, & A %P6
TR CIRL, B0 TS5, O e WY AL ) A A
BRI IRE o SR, A TRYT CIRL 259097 5044
AES S D-PEBE ( D-allose ) /& —Fl B A B = A2 W)
LA ERIRRAT SR, T8 BRSSP R 5
DBy B o SR AL B A BL R E S, B
FUBEEEAE K 3 (galectin-3, Gal-3) J& T EFL B EEHE R
BEER R R, e33R AT I Ak ik S A1 Ji 22 f 958 24
i, 5 9 SR 2 WIAE OGO AR S I D-Bif i
TRYT R I R, O AR 98 HE i PR 4R Gal-3
(#2351 AMPK/mTOR 3 H , 3 1M 5 0 1 25 400 i
W A A PR R

1 #MREHE

1.1 FERXFNE BEHL ST RbE
H &R R A B AR, D-Blyag H H AR
JI|R2%, MCP 4 H 32 [E Econugenics 23 ), TTC 4%
BHE AL REERHE AR A A, RNA $2HGL 5]
& W F R F & & SYBR GREEN ¥y [ H A
Takara A H] , SDS #E I AL il i 51 & RIPA K
BCA & M ik M & [ 38 = RAEWH ARG RA
A, Gal-3 . B-actin, LC3 . Beclin-1 , AMPK , P-AMPK
mTOR . P-mTOR $T{& M H 3 [E Cell Signaling Tech-
nology A 1], HRP ZHill F 74 24t A= MRk A R
v, HRP B2 &GP A € [E Millipore /A F]
B LG A3 M7 R 48 SR 28 B PCR XU [ 28
Bio-Rad A ), TNF-a IL-8 ELISA i3] &y H 57X
PREFEY R A A BR AR, qPCR 519 A
PRI AT T L SRV E R A IR A R A
o

1.2 SSI&zhY  SCUeH CS7BL/6 Wi fdthE ik
/NE50 H(T7 ~8 JAIWE IR EE 20 ~25 ) I A 25 %2
RIS o A 3R T2 ER R R —
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B B B i R AR S 58 SPF (TG4 E R A ) 2 5
Y153, shi) b R TR EE 24 25 °C 1R 24 50% ,12 h/
12 h B 2285, etk A A R K [ ol /K SR, A
K, ARG BT A 25 Ve 24 it 25 442
ERES YR ZE RS H A (45 IACUC-
20220122) .
1.3 o ESHEREST K50 HuErE/NFEEHL
I R HREZH (Con 4H) , BT AR ( Sham &) |, A i 1fi.
FRHEFERBUA AL (MCAO 4) |, A ke i -0 19 4345 + D-
FA] 15 B4 ( MCAO + D-allose ZH ) |, Jii ke 1fi) -FE-36E y3: #7247
+ I ARG SR 4 (MCAO + MCP 4H) , B4H 10 H
Con L AMATATALFE . 5 Sham 414b, oK 411 T
S GE A BRI I ) T S B R 43 S S S
Ik (CCA) FAZNIK(ICA) I3k (ECA) , 45
FL CCA ¥T0o¥i M2 ECA, CCA .03 4k 45 FH, LG
Bk I Je A ICA, T CCA IR Z [H] 8 — /N[
I AL P LR, BT sk, 4 1CA 17
TR A GeAe: , (1 22 BELUBT A G rf 3 ik ( MCA ) IfiL 3
BRI 2 h S5 /NGO Zets WA AR i s il DX P
W, Sham 41 504> % 5% CCA ICA ECA J54EH
B2k, MCAO + D-allose 20/ T F AR EMELFH G
JE I VE S D-B 3% B T (0.4 mg/g) 7. MCAO +
MCP 0/ T 1 A5 24 KIF 4R 45T MCP #H [ (0.7
mg/ (g - d) ] HEAIE, FHHEETG 48 h X}/ AT
TRV
1.4 Longa iXHi#HZINEEEKIER , FEITEKR
MIZFNER  PPLTIREE I AR Longa LT
PEO, BARPE e . D 0 43 . B A #l 2 T RE 473 11
FEAR ;@ 1 43 FE A BB, 458495 X0 000 i PR PN A g ol
@ 2 43 /N AR A T g 483473 %o Kl Bl @ 3
3 il 37 S ) XA D) 4 432 A I RS A D R , AN
AE A AATE, BIRE R, M2 RE I RAE 4 7F
1 ~4 5389/NRIA S MCAO A R T)
FERRATAEDITE /N RUBCE TSR 1, A3 1o/
min PR PG H AT g . © 0 43§ it
FEAUNRATER EFRRATE ;@ 1 A iR e
60 s DL F/NRAS S M 3 TR 2 4 Be s b
J5 60 s PI/NERUNEE EHETF R, @ 3 4 /NRIC R
SEFERRIEAEE I
1.5 TTC &R NEIELER i mERE s Kk
WG, —80 CYKA ¥R VR 5 ~ 10 min, KffliZH 415
TR 25 P UIBGE R A I B, B R R E Y 2 mm, K
Jiki R 2% 21 D9 M W (TTC) Hr 37 °C sk 't g
H 30 min, BUHIG R GBI EE L, Bl X

WA TTC Yot it (R IX 3, IR X TTC Je
AT X,

1.6 BERABMBEXBEASFEMERL /MR
PEDIREPE 4 R, I R A BER K 4% Z R H
WV O WEHE T S Ul . T 4 C Z2 R I W
(4% ) iz 24 h, HATHEK A 55 AR 0%
gzl VIR AT bl 1852 45 A0 35S H I3
M4 CHR W E —P0, W e IAZOE—Ht,37
WEEIER 2 h, BEJE S DAPL Jekk i £ F 7 &
Ao FEDOL U TSI RAEEIL,

1.7 ELISA &l E & % B F TNF-o IL-8 RiX
i B ELISA 120700 60 150 W 5 b v 3 2 DO 5 a1 Py 2
AR P 7 TNF-a, IL-8 193k KF, H1 4 C
PBS #/NEUINA S, FRE S ALLS 1 2 9 iR
T PBS INA S H A, Tok Ese it . AR5
BT 5 000 /min B0 5 ~ 10 min, B V5
W ) FH Bl A £S5 5

1.8 Western blot £ MEXZEBJRIEBER o=
IR AL BE I B | WACAE Bk ot [X 2 29, SR U B 1,
BCA i /& & 1 ¥k B8, SDS-5& 4 #5 BE M ( SDS-
PAGE ) &S LUK , LUK 58 WU 5% 7% B i R 21 4 & 1
(NC ) b, %5 Gal-3(1 : 1 000) LC-3(1 :1000) .
Beclin-1(1 : 1 000) ,AMPK (1 : 1 000) . P-AMPK
(1:1000), mTOR (1 : 1 000). P-mTOR
(1:1000) B-actin(1 : 2 000) Hiihssi&, R 5
HRP —hish &, b kotik B, g R 54,
I FH Image J RS AT8A4E50 B IR BEAEL

1.9 RT-PCR #&iUHXEE mRNA RixER
FH RNA 2 B0 57 & $ B AL 217 6 RNA i i S 5%
SR AW H S 5 5} cDNA |, LA ¢DNA AR, 4
SYBR GREEN i BLHA Fi k479 340, UL GAP-
DH NS KA 2 ki i i e Rk i 5l
YIFHIENZ 1,

&1 PCRE|#F%(5-3")

Elk/EAS J¥31(5'-3")

Gal-3 F.5'-GTTGGGGCTTTGGCTGTATG-3’
R:5'-TAGGTGAGCATCGTTGACCG-3'

Beclin-1 F:5'-GCTACCCGCTGCCTAGATG-3'
R:5"-AACTCTGGAGGTCTCGCTCT-3’

AMPK F:5'-CTGCCATACATGTCCTGCGT-3’
R:5'-CCACCTCTCAAGAGCTCGAC-3’

mTOR F.5'-GCCTTCACAGATACCCA-3’
R:5-TAAACTCGGACCTCACC-3’

GAPDH F:5'-TATGCACCTCACAACGCCAT-3’

R:5'-TGTACGGGTCTAGGGATGCT-3’
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1.10 ZEit=24b38 N SPSS Ge it f i Bk it
TR, SEEEARTH R TR L ¢ 5 F0R, 4R %K
AR FH LR R 7 22 73 9T (one way ANOVA) |, 4[]
P LR Dunnet-t K30 475801508, LA P <
0.05 HEFAGIE XL,

2 R

2.1 D-Pg#ENE/NE CIRI HEINEEITFE D R
FINKFEFXLEF 5 Con 41AH H, Sham 4H /) B
Longa DI RETT 43, e R A7 78 1143 B i A B A4 FH
KIRWES(P >0.05), MCAO 4/NELHY Longa
ZIIREVEIr (F =200. 348, P <0.01)  FetEirEiF
(F =190.125, P < 0.01) M W FEFE IR FL (F =
1487.393,P <0.01) ¥J {5 T Con ZHF1 Sham 4, 7E
T D-PIEHEAIT G /N Longa M2 I REPESS (F
=51.429,P <0.01) , % BATEWH(F =16.2,P <
0.01) M IFEFEARF (F =112. 133,P <0. 01) tHE T
MCAO 1A %, 5 MCAO + D-allose ZH A Lb,
MCAO + MCP 4 Longa #fZE I REVE 53, 5171 E 1T
SARIES (P >0.05), Ik IR FEIR /N (F =
99.225,P <0.01), W 1, MLIRETESy it
VAT MPEAARFUEAREE T LR 2,

2.2 D-Fig#ER D /NR AN CIRI J5 Gal-3 BISRiX
5 Con 4AH ., Sham 4 Gal-3 # ik & & mRNA
FIRRH T LR (P >0.05) , HPEEY 6K I

2 THFEESREBRIER(n=3,xx5)

g3 Longa U2 etk FEFCALARFR
DIREPFor Wy (%)
Con 0.3 +0.46 0.2 +0.40 0.3 £0.46
Sham 0.3x0.47 0.3 +0.46 0.8 £0.60
MCAO 3.5+0.50 2.8+0.40 35.2%2.67
MCAO + D-allose 1.5+0.67 1.9+0.53 23.6+1.91
MCAO + MCP 1.5+0.50 1.6 +0.49 15.2+1.66

Gal-3 FHMELIMIIG 22 MCAO ZH A WL Gal-3 B (F =
1058.369,P < 0.01) 2 mRNA EiLk& T & (F =
867.126,P <0.01),Gal-3 BHY: 40 B K18 n, 5
MCAO A L, MCAO + D-allose 2 Gal-3 & [ % ik
T (F=59.658,P <0.01) }2 mRNA ik 8K (F
=30.194,P <0.01) , $i {75 IX 2021 Gal-3 BHM: 4H i
/b 5 MCAO + D-allose 2041 [t, MCAO + MCP 41
Gal-3 A F ik (F =58.729, P <0.01) & mRNA
FR BT (F =20.217,P <0.01) , Hi 451X I Gal-3
PR 20 M 50D, LR 2,

2.3 D-FLEETIE Gal-3 Ml BEEXERE S5
Con ZAHEL , Sham 41 B WEAH S5 F 8 H & mRNA 3%
KT (P >0.05), MCAO #H [ M AH ¢ & H
LC3 Beclin-1 £ 45 5 & Beclin-1 % 5% /K- 24314
fn(P <0.01), AMPK/mTOR jf % " & 4 P-AMPK/
AMPK #4111, AMPK % 5 KSE-34 i (P <0.01) , 25 H
P-mTOR/mTOR J/b>,mTOR #5%7KFEi/ (P <0.01)

A se B 4 D 40 *x
T . . T
3k = 30r
& KR # S ##
B 3 B =
2N = oy
fiju):]v s H& 2 \__ 20 &&
R 2k s =X
¥ # 5
& # L oL
- 1k 1 10
LI s -
1 2 3 4 5 1 2 3 4 5 1 2 3 4 5
C Con Sham MCAO  MCAO+D-allose MCAQ+MCP

B 1 D-Fi&HEI CIRI FARAESRITAFEHNZ

AR INEETE Y B B ATE TSy ; C B4 4 TTC Ye a2 5, D A AL LA R 5 2
AR 20 ;1 ; Con ZH ;2 ; Sham 2H ;3 : MCAO 41 ;4: MCAO + D-allose #H;5: MCAO +
MCP #H; 5 Con ZHILH:: * * P <0.01; 5 MCAO #H [£%: . ™ P <0. 01; 5 MCAO + D-allose

B P <0.01
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A 1 2 3 4 5 ku B 15F
Gal-3 26
o
" E 1.0 i
-acti
B-actin ﬁ e
Hj}, &&
MCAO+ o 05F
C Con#l ShamZH MCAO# D-allosel.  MCAO+MCPAH &
oL L1 1
Gal-3
D 4r
I3 o
ﬁ 3t =
DAPI
= 4
£ ,L
<ZC &&
o~
=
@ 1F ’—}‘
Merge 8
0
1 2 3 4 5

2 D-Fi&#ENT Gal-3 Rik

IR0

A:Western blot &l Gal-3 EMZH AP 9 FIKE UL ; B Gal-3 TEMGLI L h KM 5E AT 5 C - A2/ BU A 2L Gal-3 o fie 4H 22 RS s
PeNYL At x40 ; (DAPL; 4’ ,6- " PRIE2- LML) | 2T (K351 Gal-3 FHYELM ; D. RT-PCR K& Gal-3 mRNA [ IARED ;1 Con 4 ;2 ; Sham
2H;3:MCAO 4 ;4 :MCAO + D-allose 41;5; MCAO + MCP 41 ; 5 Con ZHH#%: * * P <0.01;5 MCAO 4 b4 . " P <0.01; 5 MCAO + D-allose 41 [t

#%.44p <0.01

5 MCAO éHAHH, , MCAO + MCP 415 MCAO + D-al-
lose 4 ¥ A 3k 2> | 4 LC3. Beclin-1, P-AMPK/
AMPK , Beclin-1 , AMPK mRNA () 3 & ik (P <
0.01), £ #£ & P-mTOR/mTOR, mTOR mRNA #
k(P <0.01), MCAO + MCP 415 MCAO + D-allose
ZH L, MCP %} T Beclin-1 975 112635 F1 Beclin-1
mRNA &35 (P06 V5 5% (P <0.01) , D-Bal & 4
XFF LC3 A HI LA &% P-mTOR/mTOR (1) 55 H
FIAH mTOR mRNA KA SEE B (P <
0.05,P <0.01), ifij X} F P-AMPK/AMPK & H &

AMPK mRNA ik, MCP 5 D-B[y&f o 22 5 (P >
0.05), WK 3 &3,

2.4 D-PTEMER D /NERE CIRI 5 & 1% E F TNF-
o IL-8 &2 5 Con 4 AHH, Sham 41 % 45F H F
TNF-a \IL-8 ik T 255 (P >0.05) ; MCAO 4 R JiE
Kl TNF-a | IL-8 ¥ T7H& (F =1 977. 139, P <0.01;
F=2609.198, P <0.01), MCAO + D-allose 21 i
Fh g s F 4 S (F = 168.101, P <0.01; F =
782.743,P <0.01), 5 MCAO + D-allose 41 %5,
MCP i /> TNF - o 73 W O AE 858 (F =26.9,P <

#*3 BHEMEEAFEARIER mRNA Rik(n=30,x+s)

sk MCAO #1 MCAO + D-allose £ MCAO + MCP £

*FAH Py *FAH PAE *FAH PAE CF Mg “piy
P-mTOR/mTOR 446. 839 <0.01 52.373 <0.01 106.576 <0.01 224.783 <0.01
P-AMPK/AMPK 22.896 <0.01 68.069 <0.01 125.720 >0.05 17.984 <0.01
LC3M/LC3 T 237.839 <0.01 718.83 <0.01 614.418 <0.01 7.686 <0.05
Beclin-1/B-actin 807.931 <0.01 137.401 <0.01 286.385 <0.01 54.852 <0.01
Beelin-1 mRNA 596. 801 <0.01 57.406 <0.01 128. 462 <0.01 83.345 <0.05
AMPK mRNA 220.286 <0.01 43.709 <0.01 75.398 <0.01 41.828 >0.05
mTOR mRNA 1086. 993 <0.01 113.906 <0.01 648. 450 <0.01 224.783 <0.05

* FAR5 Con 41HE #7815 MCAO 4L H 4 ;S 2755 MCAO + D-allose 20 H 4
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[1Con EMCAO+D-allose

A 1 2 3 4 5  ku B 2.07 pm Sham MEEMCAO+MCP
P-mTOR 289 B MCAO ok
mTOR 289 B 5t
ﬁg
P-AMPK 62 E
AMPK 62 gﬂj{
Beclin-1 60 ﬁ
=
LC3 1 e Z
LC3 I 14
B-actin 42 0
Beclin-1/B-actin  LC3II/LC3 I P-AMPK/AMPK P-mTOR/mTOR
C 30 D 750 Epsr
1 - - . 1
X I 4 g0k d o ps
® i & w® # D8 e
_\D’_{ ok I & -‘,;{ = ## .1|>'_<' 1.0 F — &
= = 1.5f £ ’
< = < #it
z ns z
Z ns Z ~
£ 2 1.0F E sk
o1k £ 0.5F
. v =
& & sk 2
E S 0.5 E
2 <
0 0 0
1 2 3 4 5 1 2 3 4 5 1 2 3 4 5

B3 D-FIigHExt B %S F R AMPK/mTOR & % ik 892200
A Western blot #5ill F Wi A ¢ 4> F 3K 5 B H WEAH 4> F 323509 2 1 7001 ; C: RT-PCR #2 Beclin-1 mRNA 3515 3L ; D RT-PCR 5 Il
AMPK mRNA 35150 ; E:RT-PCR # mTOR mRNA 351500 ;1 Con 2 ;2 Sham 2H;3: MCAO 41;4. MCAO + D-allose 41;5: MCAO + MCP
;5 Con ZHHHL: * * P <0.01;5 MCAO 1 H# . ™ P <0. 01,; 55 MCAO + D-allose ZH H#5 . 4P <0. 05 ,4¢P <0. 01

A 2501 B 30r
kok
koK
200[ j—; J_—C
= ## 20
g | && =
5 150 — E
7 5 S v
; 1001 =
=~ 10+
501 ’;L‘ ’L‘ ’%‘ ’%‘
0 0
1 2 3 4 5 1 2 3 4 5

E4 D-F&EHEX TNF-a & IL-8 RiEHIS00
A ELISA WL RN 41 40 TNF-o (3355 ; B ELISA AR I 41 20 1L-8 35551 Con 4152 : Sham 41;3: MCAO 41;4; MCAO + D-al-
lose 2 ;5 :MCAO + MCP 2l ; 5 Con ZH L% . * * P <0.01; 5 MCAO ZH L% . ™ P <0. 01; 5 MCAO + D-allose 4H I3 . 4¢P <0. 01

0.01) ,J&/> IL-8 SMIIFERIICZE 5+ (P >0.05) . W #05k  BULHR &, At & KR R R Ul 5 4 0 i
K4, S AR — R A ERE LB R, AT
TS Z AR F AT LR SIS kR R (HA
R R M A TS 2B, B AT, IR L 4EF%T CIRI
BT, hZE AR IS R H B, . RS SEI R RNE, R R T 4F
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HAETEIRAIRIE I KR L 0 [RS8 AS Wk A 78
TR FR YT Ik AT

D -BAT YA 2 DA A AT 49 v B L) — RS A3 B
HA 2 R BT R S RS R A e
PIRIFIT I GE 258, 1E CIRI W58 & 30 D-Ff %
BE AT A Bk L [X. MPO &2 COX-2 Y3k, o ml i i
FEARE MMP-9 | 34035 PPAR-y 3 % & 454547 11 i 5t s 1)
VERYT)  ARSE R X /N BRAT Ry 2 (R 5 2 W dole i,
T 5 AT BE Sh AT, B R A5 AR AN S5 1Y
ML TIREW V3 IR AE 245 T D-BT3 MR I7 1 /N R 22
UIREGR R PRI IR T XS IR, Al 4= WF 58 B D-Fl i
AT Y/ Fi 5 B0 T L, - 2 A B i 0 A 4 2L
REIEAS . $7R D-Flig A B T s I i 0 5k
(2T RERR AT

Gal-3 J& B-PFLWE G BEE R, B T & 1R+
A FUBEER [, LR 22 2 vh 1l PN A I A i s
AN R A e AT S B i S
K Gal-3 MFRETHE R S5 T KRN0 f5
A Z A AE LN, HE 78 Gal-3 {2 HE CIRT SEE &R
AW LT CIRI /MR 0. 4 g/Kg D-BIEBRAYT G
A E AR IR 2 Gal-3 WYH: 5 M B s, H
BILT T B 23 3k /D e ot i S 03 47 I f 328 A0 et St
WG Tk > Gal-3 43 WA SE LAY, 1% S &5 R 4R
7N, Gal-3 {2 JE CIRT B FEJEFE , 7T fEJ& CIRI 7
TRITHLE,

FI IV L 24 5 A0 i 57 2 R 0 A 1 2 )
8, MTXT AN N IR SR R AT I, e R R B R e (1
H W — W TI G | 1 B &R SR A
PR, fF 5 BE E 2 i 4 M E T AMPK/
mTOR 38 [} & [ Wi & Az 33 72 v i 248 345 5 %
AMPK BR300 J5 1) mTOR #B41R 1k , 1 T fie
HEAWER LA B & B T D-BE B A
7 JE T W & A i — A% CIRL P FRE B, 1
FH Gal-3 #1508 MCP 9 {5 FHAIE R D-B 3% b o T
P8 Gal-3 PFRIBHE AN [ W6 A R

CIRI J& , TG AR A S 7 7 A 5 45 v e o 224
ML PG 2 REARE T, 457 D-FIgE S
AL F A IRk A E P TNF-a0 F1 IL-8 k7K
-, B IR A S ) SR ESE T D-BAT 9 mT LA
Uk AU A RO 1 s i 1 A P R 0D SRR
ZE PR D-FA VAT CIRT B34 218 i R Gal-3
(IR I 1A R s/ 9 iE 7 B B A VR

D- B 8 Ml 7 £ 1 [R] I 25 25 75 A7 W A9 UL CIRT
BOVE, IR AS 36T 1, BAT TR I PR B
M E.

i ERTIR /N B MCAO A 2 5 E0U3 ke il -9
FES . D-Bal Bl xs /N B CIRI 51 S A9 #2282 fE ik
R R A A b 32 A7 W AR T B8 D-Bal i
S ETERY CIRL PR,

(1] AR aigor oy, PARIR S 2t 20 24 70 23 I I A
JRAFLL, AR BRAE S AN A M A A DMEA.
I SRl A T R I0E A A BT IR 2022 0], AR
PRI R, 2022,55(6) ; 565 - 80.

(2] sk #f, W &, E408, & Skl vz LRI AR
J L e e B HEXS SRS B9 SEm [) ], R BUE R R % 240,
2022,57(6) : 987 -90.
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D-allose alleviate cerebral ischemia-reperfusion injury

by down-regulating galectin-3 inhibition of the AMPK/mTOR pathway
Luo Yaowen'?,Cheng Junkai’,Zhang Min> , Gou Maorong” ,Li Juan®,Zhang Lei’, Gao Dakuan’
(' Postgraduate Office, Xi'an Medical University ,Xi'an 710068 ;
*Dept of Neurosurgery, Xijing Hospital , Air Force Medical University of PLA, Xi'an 710032)

Abstract Objective To investigate the effects of D-allose on the restoration of neurological function, Galectin-3
(Gal-3), adenosine monophosphate-activated protein kinase/mammalian target of rapamycin ( AMPK/mTOR) and
the expression of some inflammatory factors in ischemia-reperfusion injury ( CIRI) mice. Methods A total of 50
male mice were randomly divided into control group (Con group), sham group (Sham group), cerebral ischemia-
reperfusion injury group (MCAO group) , cerebral ischemia-reperfusion injury + D-alolose group (MCAO + D-allose
group) and cerebral ischemia-reperfusion injury + modified citrus pectin group (MCAO + MCP group). The middle
cerebral artery occlusion/reperfusion (MCAO/R) model (reperfusion after 2 hours of MCA ischemia) was estab-
lished by thread embolism. After successful modeling, the neurological function of mice was evaluated Longa score
and rotated rod walking. TTC staining was used to observe the volume of cerebral infarction foci. The expression
levels of Gal-3 and autophagy-related molecules were detected by Western blot and RT-PCR. Immunofluorescence
was applied to detect the distribution of Gal-3 in brain tissue, and TNF-a, IL-8 secretion was detected with ELISA
KIT. Results Compared with Con group and Sham group, the MCAO model represented significant increase in the
Longa neurofunction score (P <0.01), cerebral infarction volume (P <0.01), Gal-3 expression and manifasted
enhanced autophagy (P <0.01). After treatment with D-allose, it could significantly improve neurological dysfunc-
tion, reduce cerebral infarction volume (P <0.01), reduce the expression of Gal-3 (P <0.01), inhibit AMPK
phosphorylation, promote mTOR phosphorylation, and inhibit autophagy (P <0.01). The use of the Gal-3 inhibi-
tor MCP alone could also achieve the effect of inhibiting autophagy. Conclusion D-allose can effectively promote
the recovery of neurological function and reduce the volume of infarct foci in CIRI mice. The mechanism may in-
volve inhibiting excessive cell autophagy by downregulating the expression of Gal-3, and reducing the release of in-
flammatory factors such as TNF-a and IL-8, thereby exerting neuroprotective effects.

Key words cerebral ischemia reperfusion injury ; D-allose ; Galectin-3 ; autophagy ; AMPK/mTOR signaling pathway



