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Abstract: Objective To investigate the effect of galectin-3 (Gal-3) on the expression of B-cell lymphoma-2 (bcl-2) , Bel-2-associat-
ed X protein (BAX) , and cysteine aspartic acid-specific protease 3 (caspase-3) during cerebral ischemia in a model of cerebral ische-
mia-reperfusion injury, and to provide an experimental basis for the pathogenesis of cerebral ischemia. Methods A total of 18 male
Sprague-Dawley rats were given ischemic treatment for 1.5 hours followed by reperfusion to 24 hours to establish a model of middle cer-
ebral artery occlusion, and then these rats were randomly divided into sham-operation group, ischemia-reperfusion (I/R) group, and
Gal-3 RNA interference (siRNA) group. Real-time PCR and Western blot were used to measure the changes in the mRNA and protein
expression of Gal-3, bel-2, BAX, and caspase-3 in rat cerebral cortex. Results After cerebral ischemia-reperfusion injury, the I/R
group had significant reductions in the mRNA and protein expression of Gal-3 (0.38 and 0.47) and bcl-2 (1.310 and 1.299) and
significant increases in the mRNA and protein expression of BAX (1.41 and 1.55) and caspase-3 (1.076 and 1.155). After Gal-3
RNA interference, the siRNA group had significant reductions in the mRNA and protein expression of Gal-3 (0.24 and 0. 14) and bcl-
2 (1.014 and 1.058) and significant increases in the mRNA and protein expression of BAX (1.76 and 1.88) and caspase-3 (1.480
and 1.515). Conclusions Gal-3 may participate in the pathological process of cerebral I/R injury by upregulating the mRNA and pro-

tein expression of Bcl-2 and downregulating the mRNA and protein expression of caspase-3 and BAX.
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#hK ; Gal-3 RNA T 4L 2H (siRNA ) , il R 1fil 5 min J5
26 Dl % 7 4T Gal-3 sIRNA 10 pg™’
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AW Z bR iC & E 23 1 5 bR 1 (KangChen , KC-
410) ; HRP #Ric 19 — 2L 31 4 5 Trizol i 7] ( Invitrogen ,
F ) ;U E H 4 0L R & (KangChen, KC-
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1.4 real-time PCR # ] Gal-3. becl-2 bax #
caspase-3 mRNA %%

WA 20 K RN Bz ot 20 4, ¢ Trizol 32 57 4 154 W]
HE BB RNA, ffi | NanoDr0p® ND-1000 ] &
RNA A260/A280 [ LLEHIEHEE 1.8 ~2. 1 Z ],
2 300 B S 3R ) & UL 5 B cDNA L, BLR 51 W)y 41
W

bel-2 ( F: 5’ TGGGATGCCTTTGTGGAAC3 ’ ; R
5’ CATATTTGTTTGGGGCAGGTC3’ ) ;

caspase-3(F:5” GAGCTGGACTGCGGTATTGAG3’ ;R
5’ ACACGGGATCTGTTTCTTTGC3’ )

Gal-3 (F:5’ AGCCCAACGCAAACAGTATC3’ ;R :
5’ GGCTTCAACCAGGACCTGTA3’ ) ;

BAX(F:5’ TTTTTGCTACAGGGTTTCATCCAGG3’ ;R
5’ CCATATTGCTGTCCAGTTCATCTCC3’ ) ;

GAPDH ( F: 5’ GGAAAGCTGTGGCGTGAT3’ ; R
5’ AAGGTGGAAGAATGGGAGTT3’ ) ;

Gal-3 siRNA™' (F.5’ -GCAAUACAAAGCUGGAUAA
dTdT-3’ ; R: 5’ -PUUAUCCAGCUUUGUAUUGCATJT -
37 ).

# dNTP 2.5 pl. 10 x PCR ZE b ik 2. 5 ul.
MgCI2 7 1.5 w 1. Taq B A 1U.2 x Syberg-
reen | Gal-3 | bcl-2 | caspase-3 , bax B{ GAPDH I | Jif
G194 1wl B cDNA LAz 1 pl, B Jo RNA fiff K #b
225 ul, BRI IREIBERIES . % 50C 2 min,
95°C 10 min,95%C 15 5,60°C 1min,95%C 15 s(40
ANEFR) 595°C 15 5,60°C 1 min JZ )i 5% {4 47 re-
al-time PCR JZ )/ .

1.5 Western blot # il Gal-3 ., becl-2, BAX #A
caspase-3 T/ H R iA

iz AR B IO AR A 1 Y A 4R IO 2H ORI B B
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K2 fuERm A Gal-3 Xt bel-2 BAX, caspase-3 & H &K% &

(xxs5; n=6)

28 5] Gal-3 bel-2 BAX caspase-3
sham 48 1.732£0.262 1.743£0.192 0.672 £0.208 0.468 +0.053
I/R 4 1.310 £0.215" 1.299 £0.160 " 1.076 £0.246* 1.155 +0.083 "~
siRNA 4L 1.014 £0.109* 1.058 £0. 1114 1.480 +0.184* 1.515+0.124*

VE: x5 sham 24 P <0.05; * = A4 5 sham 2B b4, P <0.01;
A5 /R 4ks ,P<0.05,
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