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[ Abstract] Objective

and reperfusion. Methods

To explore the neuroprotective effect of calycosin in rats after cerebral ischemia
100 male SD rats were randomly divided into the sham group,the ischemia reperfu-
sion group,the high-,middle-,low-dose of calycosin group. The model of focal cerebral ischemia and reperfu-
sion was constructed through middle cerebral artery occlusion (MCAQO). We observed the differences on neu-
ral behavior,infarction volume, brain water content, superoxide (SOD) , maloneliadehyde (MDA) ,1kB mRNA,
nucleartranscription factor-kB (NF-kB) mRNA ,IkB a protein, NF-xB p65 protein of brain tissue. Results Ca-
lycosin improved the neurobehavioral impairment,reduced the infarction volume and water content. And it in-
hibited the production of MDA and enhanced the activation of SOD, promoted the production of IkB in mRNA
and protein. Conclusion Calycosin had protective effects in cerebral ischemia reperfusion rats.
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1.2.6 R4l 4H 1B, NF-«B mRNA [ 3 ik 7K )
& JH TRIzol B:HEHL M RNA, 84043 51 0% B AL I 2
PRI B RNA ¥k B, PCR 4R 95 C 15 s,
60 °C 30 s.72 °C 30 s 40 N1EFF , Bt PCR y=¥4 wl
HEAT S5 W R JE Fi Dk SR FH OB JE AR R 48 0 LR o b
ARG AT UG KK BE 53 B . UL GAPDH g 2 B, 43 5l
18 1kB/GAPDH . NF-«B/GAPDH mRNA iy F{85 .
1.2.7 M4 1eB o . NF-«B p65 % 1432 ik 7K
GE MR 1 5 A 2R B R L4 C
7% ,4 C 12 000 r/min {1 20> 30 min, Bl _F
T BCA H a3k 22 8 1 KF A (50 pg/fL) G
HEAT 1 e i B R - TR N 0 T G O I HL Uk (SDS-
PAGE) #4485 B B4 Y 43 9 . 7156 2 NC L 48 1l
HE M (BSA) TBST S 248 37 CHH 1 h, #ifR 1k
NF-«B p65 H 5 BEHT A F 2 h, HRP frid S5t iR
IgG Hifk 37 CHEE 1 h,DAB 5, RAD %5 i Uk [
%5 B1 AL 3 47 R B, Quanlity One % 4 43 #7 3% %
FEAR

1.3 Geitsfhb s SR SPSS21. 0 B4 ik 17 %4l 4y
B iR DL Tk s R 41T He R F O 22 40 #7 9F
W7 22 5 KL B, 7 2257 1 One-way ANOVA, K 5%
W Welch s 41 0] 2 & L3, Jr 22 5 1 LSD 35, A
FFO A Dunnett T3, 0t 2247 Ry 2% ¥ 43 K F 58 4 B AL ER
KL . DL P<<0.05 A2ZERHFIHEE L.

2 # R

2.1 B S R KRR AT O 2 T 43 il A BT A
AN IEEEAS WIS A S SRR R EEY )
205 (P<C0. 05) , B 388 5 3 I mT o 5 Ho b 2 7 Ky 2
PEAr LA 8 5 B 7= 7] i 2 e oy B 3 (P <20, 05) 5 45
T ZH A5 W B0 R A 8 kA (P<<0. 05) , T i S 5 il A
R AL i A BT AR R, LA 28 S 9 I o 9 o 4 O o B
(P<C0. 05) ; 152 7Y 211 i S A fii 20 23 55 /K 12 W] &b s TR
FARY (P<C0. 05) , B8 5 # R AT F4 ARG Ml 41 2% K
L DL B S R R4 o B (P<<0. 05), L

=1,
F1 BFHRRBHETAHARTES WERER AR
EKEILE (TLs)

4151 PRS- OUF) BRERFREL (0 IR &K (0
BFARH 0 0 73.11£0. 45
MR 3.05+0, 19* 36.96+1. 87 83. 88+0. 56°
EEFHEMTAEA  2.7540.31P 33,3445, 25 82.12+0. 51
EEFEMPREA  2.4340.26 26. 2344, 45" 81.82+0. 34>
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B S R AR A 116.52+9. 59" 3.0140.41°
T S TR o AR 123.19411. 87" 2. 7140, 36"
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T FEEH p65 Fl pS0 K, S R M O A 2% Al i A
F R4 1 R IR kB o J& NF-«B 9 30 i & 11
FEARE T BE08 L = RIK R IE 20K NF-«B BR i 75 41
FRLE o E 32 30 A 5 I 3 Can i S i P A
B TeB o FEAR . 2 LM HIAE T 0 NF-«B BA 7%,
HEAAMIAZ S DNA 254 45 14544 2 3 00 4% 7
NN SRR e U K=k e U
DI NF-eB {55380 2 A 300E DA I 080 52 i 2 4317 fk
I P E RS A A LeB o B K 1A A AT LD
il NF-«B p65 s . AR MR LB o 1)
FIRKF- B B FEAR . NF-«B p65 19 %3k /K 7 ] & 7
1o+ 2 WYk I P9 3 S ER T AR M SN B L TkB
410 1 1 FE A B - NF-,eB K P3G T . 1 6 88 5 o
P F1 AT D R R S A B O 4 2 TkB
a BIFRIE, H kB o FRak 7K A9 38 i vl 1 4] NF-«B #)
HE— 2P Rk R B AT LGB S K E IkB o (1
TP R ) e R i P S R 1 NEF-«B {5 53 %%



14

{5 o DT D02 2 P S L DR 3 R L 41

£ LB IR B 5 S 0 08 R B R e P i ke o
CEA 05 A O 57 A LT AT BE 5 ) 1B o/ NF-«B
T I I PR AT O B8 T A S I A T A D
ik e 90 3 A8 405 D R A PR AL ) ORI

%3k

[1] DONG L.YIN L,CHEN R,et al. Anti-inflammatory effect of
calycosin glycoside on lipopolysaccharide-induced inflammato-
ry responses in RAW 264, 7 cells[J]. Gene, 2018, 675 94-
101.

[2] SUNH T,YIN M F,QIAN W Q,et al. Calycosin,a phy-
toestrogen isoflavone,induces apoptosis of estrogen recep-
tor-positive MG-63 osteosarcoma cells via the phosphati-
dylinositol 3-kinase (PI3K)/AKT/mammalian target of
rapamycin (mTOR) pathway[J]. Med Sci Monit, 2018,
24.6178-6186.

[3] Z=dhdi, @ E M, £, 5. BE S WX HIc2 4 il Bb
SR PR PE LT DL P25 25 B 5 1 K, 2014, 30(5) ¢
32-35.

[4] TSIVGOULIS G,KATSANOS A H,ALEXANDROV A
V. Reperfusion therapies of acute ischemic stroke: poten-
tials and failures[J]. Front Neurol,2014,5.215.

[5] CAIY.XU H,YAN J.et al. Molecular targets and mech-
anism of action of dexmedetomidine in treatment of ische-
mia/reperfusion injury[J]. Mol Med Rep, 2014, 9 (5):
1542-1550.

(6] Whihidh. BRG], 2 =8, 55, O 8] ) 30 B A 3 B O KB
IR BV I 45045 1 B AR R RO ALERI LT ], Il AR 2 2, 2016,
56(15):19-22.

(7] E3CHE A8 5 R84 i 4 01k 15 i S5 56 B 52
(17, sP25 25 B 5115 1 . 2016, 32(3) : 105-109.

[8] WANG Y,REN Q Y,ZHANG X, et al. Neuroprotective
mechanisms of calycosin against focal cerebral ischemia
and reperfusion injury in rats[J]. Cell Physiol Biochem,
2018,45(2) :537-546.

[9] GUO C,MA Y Y,MA S B,et al. The role of TRPC6 in
the neuroprotection of calycosin against cerebral ischemic
injury[J]. Sci Rep,2017,7(1):3039.

[10] FU S P,GU Y,JIANG J Q,et al. Calycosin-7-O-8-D-glu-

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

FRES2019% 1 A% 1855 1

coside regulates nitric oxide/caveolin-1/matrix metallo-
proteinases pathway and protects blood-brain barrier in-
tegrity in experimental cerebral ischemia-reperfusion inju-
ry[J]. ] Ethnopharmacol,2014,155(1) :692-701.
RIDDER D A, SCHWANINGER M. NF-kappaB signa-
ling in cerebral ischemial J]. Neuroscience,2009,158(3) ;
995-1006.

M ST o BOARUVE Wk g o SR P 1 T A e 400 DR B A S5 10
TRWETE NF-«B X H I FE R TNF-o Rk EmI]. 6 =
FEE KRR .2014,36(12) :1303-1306.

CUI H X,CHEN J H,LI ] W,et al. Protection of antho-
cyanin from myrica rubra against cerebral ischemia-reper-
fusion injury via modulation of the TLR4/NF-xB and NL-
RP3 pathways[J]. Molecules,2018,23(7) :E1788.
WICHA P, TOCHARUS J, JANYOU A, et al. Hexa-
hydrocurcumin protects against cerebral ischemia/reper-
fusion injury, attenuates inflammation, and improves an-
tioxidant defenses in a rat stroke model[ J]. PLoS One.,
2017,12(12) :e0189211.

WANG X R, AN F,WANG S L.et al. Orientin attenuates
cerebral ischemia/reperfusion injury in rat model through
the AQP-4 and TLR4/NF-«kB/TNF-a signaling pathway
[J1.] Stroke Cerebrovasc Dis,2017,26(10) :2199-2214.
DAIY Y,ZHANG H J,ZHANG ] P.,et al. Isoquercetin
attenuates oxidative stress and neuronal apoptosis after
ischemia/reperfusion injury via Nrf2-mediated inhibition
of the NOX4/ROS/NF-kB pathway[J]. Chem Biol Inter-
act,2018,284.:32-40.

LI W,SUWANWELA N C,PATUMRA] S. Curcumin by
down-regulating NF-kB and elevating Nrf2, reduces brain
edema and neurological dysfunction after cerebral I/R
[J]. Microvasc Res,2016,106.:117-127.

WANG X, QIN Z H, SHI H, et al. Protective effect of
Ginkgolids (A+B) is associated with inhibition of NIK/
IKK/IkappaB/NF-kappaB signaling pathway in a rat
model of permanent focal cerebral ischemia [J]. Brain

Res,2008,1234.8-15.

(Wi fs B #1:2018-05-20 &[] H 1 :2018-08-03)



